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Abstract

Achalasia is a disease caused by neuromuscular
dysfunction of the lower part of the esophagus.
Its primary treatment involves relieving the
functional obstruction by decreasing the lower
esophageal sphincter (LES) tension. Endoscopic
therapy of achalasia has been investigated in
many clinical studies and has attracted wide at-
tention. Balloon-expandable stent treatment of
achalasia takes little time with fast-acting effi-
cacy. Injection with botulinum toxin is effective,
easy to operate and safe. Stent insertion has high
efficacy but needs removal of stent in a short
term. Small balloon dilation combined with
botulinum toxin injection not only raises the effi-
cacy but also reduces the incidence of complica-
tions. During endoscopic treatment of achalasia,
a close observation of the complications and ad-
verse effects of botulinum toxin should be made.

Key Words: Achalasia; Endoscopy; Dilation; Stent;
Botulinum toxin

Shao XY, Shao LT. Endoscopic treatment of achalasia.

www. wjgnet.com

Shijie Huaren Xiaohua Zazhi 2010; 18(29): 3061-3064

fikj L

BT KL g R E T AT Z IR ) fe A%
P 8oy —Fb e om, 0607 280 B AR
TRAELIEG IR, TR REAR L. N5t
TFONE R R %, MR R EMN. REY
KGIT R AR, Ba; AT EHEEA K,
B, XRBEANFRS, 258 ARE
B PREY KRR FTIEHRREET, B
T Z IR, AR KR, MALE ST I
K FLE IE B IS, Bt A 2R ST K R A R A
FORRE R,

XEE: BIRMEE W& Tk X NER

ghoeE, AR, FENIRMEENNRET. BRENBRE
2010; 18(29): 3061-3064
http://www.wjgnet.com/1009-3079/18/3061.asp

03I

TE RIS E (achalasia) & B8 N BARZ LA
hRe b i B 80 — g, A2 1 TR
2 l(lower esophageal sphincter, LES) £ Jh
GRRAS, EARRIR @ A T RN, B
ol EEy k. R SR, IR R
TR A A A DR e S A . B RO LA R A
B AN T T SO I G S
AR, DUV R LR AT 2 AR, AW F0 3R I A
HL141/10 000, 14F A (1)K % 40.3/10 )7 -1/10
T3 R I D 308 1708 AE RS ALY AR
(AT B FELESTK ), &% T Bia
i, AT AR BRI AEPERERE. T2 TRy T A 2y
WIRIT . WY . FARRIT ST, ASCE
MOTRBET TR N BV YT, R RR Rk
ik AR (botulinum toxin)VEHF. 4L E AR
BREEY IR G N 5 2244

1 AR RIREY K
H AR BRI TR AT T /K ER PN TR,
R I ERAE VR RN B A T

n¥E %4
AR 2 W
kb Lk JEN) £ B
Ik, S
ERSNE- A
Ao HLTE 09 Bk,
FEYEE AL
IR R IE A
LR NS WA
»EE

W& 5 BE

fled, THE
T, ABEEH A
B B3 4k iR



3062

ISSN 1009-3079 (print) ISSN 2219-2859 (online)

HFRH ) OBIEAYE 2010810188 5518% 552957

Wi £ B HE
Zhao%¥ AT 72 )5 48
H, 8RR L
% (SEMS)i& 75 3t
ke 6 155
616 K %% 1 T
£96%, 54410
FOGEMETE
100%%783.3%.

TET ISR, NEEFERSERANS
22, B EEL RIEESLI]T N IEAY IKkEkEE
S, HAEN S B MR B A AP A
P e, ) R R K Sk, R e
SRERFE IRy, CLAREREE R W3, 4Efr
ok I 5-10 min, 2 )5 dUERTE N KBS,
B B ST WL RS A R LR Y, A7 DT
HRIL. PRATT A IS H 0% 2 K BREE  A3vE AAER
K, B ERSE A k1, ik oe Y n B B )
Yok eIk, NS SLN T2, A
— BB ] e T TR I R

W R I, R B I EREE Y 5k a7
TEIT RS EAE, 38K T iK94%, i AT
40%-60% 1) 5 76— XA 5K 2 5 97 2801 )
DAY FEAE 1SHELL BT Smiyy 25 D8 3 s 4k
Bl AR R BREE AR K — KPR
). Rajput AN, Bk, Fi#d>20% . Hifdid
34, Pk ERIE H4E>3.0 em BT AU LE, (HRE
FHERRE BRI, JERAER R AR, &
skIIFAE AR RS L. R RR ., &
BRI R NS g8 A e L
e HIAE, R AR N 1%-10%", ATHER
FER PR F ARG (1) 45T s AR e B R (5 FL A
%17 kg, REFLATH40.25 kg); (2) &8 i 4 i J &
KOFEFLAFEIH52.6 cmH,0, KFFLH T K
33.8 cmH,0); G)WIRY 5K, (4B P ik
Ny OYRERFF SN (5 FLAL 21134, R %
FLYLF46.3 ).

BREEY 5Kk H TR 7 SR 1 R S O A
AL PSR, A AT e, AR, VAT I (A
L, AN, AR, R B AT, Bk
SEI A R AETF AT U1 R i 1) ik
AT FE 6] 7= 0 44 7 ok 3 LA i s 2 R PR 2 1,
PRYE H A2 FH28-32 mm, 7 F7120-150 kPa,
I ASCRIHE D BRIEARIE, RS T e, ¥hIT T
%, & A HET VAL

2 RERIH
PR B 35 A PR AEURT R - AL BT T A Q™ AR 11— o
SR, AT LABH B 28 UL PR 42 Sk Ak 1 2 1 A
BRI, M UL PRI R st SEAR R A VR S A
FH100 UNTEZ N5 mLAERER/K, Sk B 5ide A
R B1 emZiAq, 34-5E R ENUZ, B A
1 mL.

Annese 5"l 5T R ILT5% K BT S5t
GERERFAEIE S W R 3R RIS 21 T 980k, 7

25 AR Z TN W] AR O, (HE 20K
VRS IS R AR ST /N TAR R RS 1
S A 3R AT DR R st e A RN TR AT 2,
Ji A GRS A R R T B
B ESHA T AN RS N, A LR M,
BRI, F AN, JF AR AE R, %
SVEUE, RVRIT DU TR GAE 1) Bl 2 41T 2L
M7k,

3 ZZMEA
TRIT DL I GERE [ S 28 22 e 6 mT (Ml i B 1
A 7B I 57 2 (self-expanding metallic stent, SEMS).
FEARBAE TR WHAT H R, &8 B
LR T2 2 H I, AR B 00 i 14
PO AN S LN, ZIR BB, IR
AN E B, W B R AIE. 7 W]
R/ e QRN S @YE E 0 K S
B At R B A . EN R A R DG
I 5 B B R LSS B A DA B BT ] R it
SIEMY KO, SCARE NG 13-7 dJG 7E 8L
(1075 By B S getets),

o EA N R, OB NG N
Uy il R R RAE R AR, I
ANE AT T VRS E S [k A2, BLfE
B2 [ NARAE SCHRAE BT D2 ) R ORE & — P
A EE TR0 Zhao S ST S 4R
SEMSYAIT I VIR R S 26 1] 1596%, 54l
105 A2 ] TE100%F183.3%. Rk + e
SRR N 5.35%, M )G h38.7%,
BRI A20%, HI A 12%, 78 Lok &)™ B I
RAE, (HAEZhaoZ ST rh, KRR 5L,
X2 BT SEM S A2 71 4 Py i 45 ¥ B (1) T v 1 2%
Mok, WLk ALl RN, ICUSEMS
JEVRIT VR VRIS ) —Fh e 4. A3 JT i,
MK HCR B & TEREY SRR EE T
FEGFES R RN IR ST LT Kt
GOE RIS A A 7%, (BB ST AT I
BRI, 75 H ATy BT, @ BUE T E
SR EONRIT BV SR AT . Wik F ikvh Y
BT VR 2 1) s B VR, 8 G PR T 41 23

4 IREY K ERSRIHKSEETS

FEARPEAETT IS WEE AL T HEREY 5kiaI71
wki, WL BT, PBEEAL FAEBR BT TR
28 F270.3-0.5 cm[fFE1 cmAk AN K, 435
T3, 6. 9. 12045 R AUHINM-22L 2 v i 454
SRS TR LU A IWLZ Ab (LA IR 2 51

www.wjgnet.com



B%E, F. BN MNEENNROT

3063

SPARITEN T A ARG T AT, R A
BEF25 U, 8 E T A #E #E 52100 UL 5T A8
RALEL3 min, W0 SEH R IR B, AR B
W20 min, 12 hJiF AT E 3T K B Bl 8 iR
,@;[28].

BRPEY TR IS T 5 A B 3 VAT B R AE T
e he Ve, HOEW . R T R, S
TRVATT « XPREVAIT IIAT RO IEES 0 AT H
BRPEP™ 5K 15 T Z TR TP IR T BE TR O
6+ 12 24 mofI R Yy = T EREEY KA T 41N
130%, A& RV M ER24E, BT 2 4T,
AR L £ 5 LA I RRE. Al
WRAE H AT B ST RS NN ER B 5K B v
SRR R IR YT R VAT BE At S Ak Ty
K. WERAEFFEEMNTIZ N, PR
0, ISR [N, G AR IRTT
BET )Rt ZEAE I I3 3 D) W55 S P Ak B A 23 35 11
AN R

5 &iE

WBEIATT 2 BET ] R ORAE ) 32 B0R 7 7 i M Il
IRBFFTRA T, BREEY5RIGYT IN [0, S kb Y
TRV 2 AR, BRI, SR NIT G,
{ELT 9T Y IBCHS SO, /RS SR A 8 3R T
SHBRETIRTT, WERT3R oy A, SREmD I AIE.

6  SEXM

1 Mayberry JF. Epidemiology and demographics of
achalasia. Gastrointest Endosc Clin N Am 2001; 11:
235-248, v

2 Podas T, Eaden ], Mayberry M, Mayberry J. Achala-
sia: a critical review of epidemiological studies. Am
] Gastroenterol 1998; 93: 2345-2347

3 Kadakia SC, Wong RK. Graded pneumatic dilation
using Rigiflex achalasia dilators in patients with
primary esophageal achalasia. Am | Gastroenterol
1993; 88: 34-38

4 Chan KC, Wong SK, Lee DW, Mui WL, Chan AC,
Ng EK, Wu JC, Sung JJ, Chung SC. Short-term and
long-term results of endoscopic balloon dilation for
achalasia: 12 years' experience. Endoscopy 2004; 36:
690-694

5 Karamanolis G, Sgouros S, Karatzias G, Papado-
poulou E, Vasiliadis K, Stefanidis G, Mantides A.
Long-term outcome of pneumatic dilation in the
treatment of achalasia. Am | Gastroenterol 2005; 100:
270-274

6 Rajput S, Nandwani SK, Phadke AY, Bhandarkar
PV, Abraham P, Tilve GH. Predictors of response
to pneumatic dilatation in achalasia cardia. Indian |
Gastroenterol 2000; 19: 126-129

7 Reynolds JC, Parkman HP. Achalasia. Gastroenterol
Clin North Am 1989; 18: 223-255

8 Borotto E, Gaudric M, Danel B, Samama J, Quartier
G, Chaussade S, Couturier D. Risk factors of oe-

www.wjgnet.com

10

11

12

13

14

15

16

17

18

19

20

21

22

23

sophageal perforation during pneumatic dilatation
for achalasia. Gut 1996; 39: 9-12

Wang L, Li YM, Li L. Meta-analysis of randomized
and controlled treatment trials for achalasia. Dig
Dis Sci 2009; 54: 2303-2311

Campos GM, Vittinghoff E, Rabl C, Takata M,
Gadenstitter M, Lin F, Ciovica R. Endoscopic and
surgical treatments for achalasia: a systematic re-
view and meta-analysis. Ann Surg 2009; 249: 45-57
Eckardt AJ, Eckardt VF. Current clinical approach
to achalasia. World | Gastroenterol 2009; 15: 3969-3975
Annese V, Bassotti G, Coccia G, Dinelli M,
D'Onofrio V, Gatto G, Leandro G, Repici A, Testoni
PA, Andriulli A. A multicentre randomised study
of intrasphincteric botulinum toxin in patients with
oesophageal achalasia. GISMAD Achalasia Study
Group. Gut 2000; 46: 597-600

Pasricha PJ, Rai R, Ravich W], Hendrix TR, Kalloo
AN. Botulinum toxin for achalasia: long-term out-
come and predictors of response. Gastroenterology
1996; 110: 1410-1415

Annese V, Basciani M, Perri F, Lombardi G, Frus-
ciante V, Simone P, Andriulli A, Vantrappen G.
Controlled trial of botulinum toxin injection versus
placebo and pneumatic dilation in achalasia. Gastro-
enterology 1996; 111: 1418-1424

Annese V, Basciani M, Borrelli O, Leandro G, Sim-
one P, Andriulli A. Intrasphincteric injection of
botulinum toxin is effective in long-term treatment
of esophageal achalasia. Muscle Nerve 1998; 21:
1540-1542

Cheng YS, Li MH, Chen WX, Zhuang QX, Chen
NW, Shang KZ. Follow-up evaluation for benign
stricture of upper gastrointestinal tract with stent
insertion. World | Gastroenterol 2003; 9: 2609-2611
Cheng YS, Li MH, Chen WX, Chen NW, Zhuang
QX, Shang KZ. Temporary partially-covered metal
stent insertion in benign esophageal stricture. World
] Gastroenterol 2003; 9: 2359-2361

Zhao ]G, Li YD, Cheng YS, Li MH, Chen NW, Chen
WX, Shang KZ. Long-term safety and outcome of a
temporary self-expanding metallic stent for achala-
sia: a prospective study with a 13-year single-center
experience. Eur Radiol 2009; 19: 1973-1980

Repici A, Conio M, De Angelis C, Battaglia E, Mus-
so A, Pellicano R, Goss M, Venezia G, Rizzetto M,
Saracco G. Temporary placement of an expandable
polyester silicone-covered stent for treatment of
refractory benign esophageal strictures. Gastrointest
Endosc 2004; 60: 513-519

Song HY, Jung HY, Park SI, Kim SB, Lee DH, Kang
SG, II Min Y. Covered retrievable expandable niti-
nol stents in patients with benign esophageal stric-
tures: initial experience. Radiology 2000; 217: 551-557
De Palma GD, lovino P, Masone S, Persico M, Per-
sico G. Self-expanding metal stents for endoscopic
treatment of esophageal achalasia unresponsive to
conventional treatments. Long-term results in eight
patients. Endoscopy 2001; 33: 1027-1030

Holm AN, de la Mora Levy ]G, Gostout CJ, Topa-
zian MD, Baron TH. Self-expanding plastic stents in
treatment of benign esophageal conditions. Gastro-
intest Endosc 2008; 67: 20-25

Radecke K, Gerken G, Treichel U. Impact of a self-
expanding, plastic esophageal stent on various
esophageal stenoses, fistulas, and leakages: a single-
center experience in 39 patients. Gastrointest Endosc

mi:A2E

AXLELTHN
KAZIEFTINA
Bk 9T ik e AR
Bk NEREY R
Fo 1) F RS
BBT, TG
FFak, XA
Kk, LRMNE
BRI kL R
(REZ ¥



3064 ISSN 1009-3079 (print) ISSN 2219-2859 (online) BFAEAJBIAYE 2010£108188 5518% 552953
W@ 53N 2005; 61: 812-818 Gastroenterol 2004; 10: 284-286
ASLHAMAF, T 24 Sheikh RA, Trudeau WL. Expandable metallic stent 27 Cheng YS, Li MH, Chen WX, Chen NW, Zhuang QX,
RESR, ARG placement in patients with benign esophageal stric- Shang KZ. Selection and evaluation of three interven-
SRR ¥ tures: results of long-term follow-up. Gastrointest tional procedures for achalasia based on long-term
AA - IHEF Endosc 1998; 48: 227-229 follow-up. World ] Gastroenterol 2003; 9: 2370-2373
&L 25 LeeJG, Hsu R, Leung JW. Are self-expanding metal 28  #71EmR, BRYeE, NF5, DL, skilds Sy k5
mesh stents useful in the treatment of benign esoph- WaE e 2 R ATEIT 3R 1RSSR ERIm PR
ageal stenoses and fistulas? An experience of four 7%, thENEZE 2006; 12: 706-709
cases. Am | Gastroenterol 2000; 95: 1920-1925 29  TBAK, HE. WH St eEEEEy ks o 12
26  Cheng YS, Li MH, Chen WX, Chen NW, Zhuang SHZBERIIRPRINE. HrRHEAEZE 2007; 24: 106-108
QX, Shang KZ. Complications of stent placement 30  HEH, W /IWNIEY K ARBES N ERE
for benign stricture of gastrointestinal tract. World | ST L 1genth e, hE N ZYE 2006; 12: 76-78

mA FER W AT

ISSN 1009-3079 (print) ISSN 2219-2859 (online) CN 14-1260/R 20104FRRA A FE 42 N H a4 &

(ERFEATWRZ L) BA. AEDELAAH®

BRRR (AR AW Ze &) [EBRPRAET]STSSN 1009-3079 (print), ISSN 2219-2859 (online), FH X4 — )5
CN 14-1260/R, Shijie Huaren Xiaohua Zazhi/World Chinese Journal of Digestology], /& — Atk H E 2314 .
M BV REIATBUX 149607 1 i 7 F1 R 27 & 5 SR I T O IR [RAT PP A T 2k, B
DAY 5 R 4D S 1A 2 AR T 2% A I PR 52 e RN S Rl ATE A 45 G 1) e L W R A S s ek R % 2P i 1 19 S
T, AT — P AR TRIR, FINRFES . A BRI AE ] DUB IR — A2 BRI 7 & R A 2 3R 4
3, TR ICAIE ) BT I OGS A e, T R A R X S R s A B 45 AR RIS IR S, A AT
B R A — A i .

BT AFAFEZ AL, (TR ATEACAR D (0 50— RF £ 2 X0 a0 15238 1) 78 4 MU, B A g v SO o T
WA — AR L S AR 2 BE R A 20 KA, AR st ek, R . AHOCIRIE . BUFra S, N H
B, AR [RATYRE.

(AR AMA S MERNECREEE. B B H. M, 5. BT =38,
FERRE  HEAE . BEIR . e, WBEAT AL, TRATIN S . Mk, e, A, UUACE hiE
BEP AN, Lk, ARKREERZA, BN BG L EREEA.

(LS ATHARED 1R E AR H R S0 1) 0 2 A T 252 00 1) 5 SR P 18 2 I DR 552 e A Al e
FARGE G BANBRE LI CE, SNEEE SRS BYYRS. TEZ S, MY, TRES A%, B4R
L B AMNIRIT YA TRELSE . LB TSRS AR IR N AR L 3T &, TR AR, A B R R S

www.wjgnet.com



R ARMLRL®

wcjd@wijgnet.com

(44

TR
Jaishideng®

HHRAE A S ZYT5 20105E1059180; 18(29): 3065-3071
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #477F 52 BASIC RESEARCH

RS IR T e T BB 8

ERNZEMERITR

B EHERM E/RE R EXLXBE £ L, AR

Sit, BFE, R, LF, TXL BE aTERRFHE
& — BRI SN T B 210006

BHE AP XRFWEPLERFTHESR LT 201700
Fol, BLI4E, 23T M [E 2 S 31 5K 2ok 224002
%‘.ﬁ L, TED, F2EMBRESBIPBUFARNENLGRS
Brs.

& RS INRMBEFFESSiHT, HARIEHEH.
K. . BHEE. IRER BR. TUURZARBIETN;
HARAARAI RN LEDESIERME, FBOTHEH. K
B R4 ER5TAN; NS EIEBEHTN.

BIRAEE: EFE, S, EEM, HITESID, 210008, ST
BERM, BRENALIWERERE B M.
cxf551101@sina.com.cn

INFSEER: 2010-06-17 {BOEHR: 2010-08-24

BT2EHE: 2010-08-31 e BhREHEA: 2010-10-18

2] seed implantation
brachytherapy for esophageal
squamous cell carcinoma

Jin Lv, Xiu-Feng Cao, Bin Zhu, Lv Ji, Jian Xiao,
Dong-Dong Wang, Lei Tao, Shan Wang, Hong-Yin An

Jin Lv, Xiu-Feng Cao, Bin Zhu, Lv Ji, Dong-Dong Wang,
Lei Tao, Department of Oncological Surgery, Nanjing First
Hospital Affiliated to Nanjing Medical University; Oncol-
ogy Center of Nanjing Medical University, Nanjing 210006,
Jiangsu Province, China

Jian Xiao, Qingpu Branch of Zhongshan Hospital Affiliated
to Fudan University, Shanghai 201700, China

Shan Wang, Hong-Ying An, Department of Thoracic Sur-
gery, Yancheng Tumor Hospital, Yancheng 224002, Jiangsu
Province, China

Correspondence to: Professor Xiu-Feng Cao, Department
of Oncological Surgery, Nanjing First Hospital Affiliated to
Nanjing Medical University; Oncology Center of Nanjing
Medical University, Nanjing 210006, Jiangsu Province,
China. cxf551101@sina.com

Received: 2010-06-17 Revised: 2010-08-24

Accepted: 2010-08-31 Published online: 2010-10-18

Abstract

AIM: To evaluate the safety and efficacy of in-
traoperative '“I seed implantation for advanced
esophageal squamous cell carcinoma (ESCC).

METHODS: Eca-109 cells cultured in vitro were
divided into four groups: cells untreated (control
group) and those treated with low- (0.2 mCi),
medium- (0.4 mCi) and high-dose '*’I seeds
(0.8 mCi). After "I seed implantation, the clon-
ing efficiency, apoptotic index and cell cycle of
Eca-109 cells were detected. For animal experi-
ment, Eca-109 cells were inoculated subcutane-

www. wjgnet.com

ously in the right femoribus internus of nude
mice. ESCC-bearing mice were then divided
into five groups: mice untreated (control group),
mice undergoing spurious operation (prick into
the tumor without implanting seeds), and those
treated with low- (0.2 mCi), medium- (0.4 mCi)
and high-dose "I seeds (0.8 mCi). Tumor vol-
ume was then evaluated. For clinical trial, 298
patients with phase II to IIl ESCC were random-
ized into two groups: patients undergoing both
surgery and intraoperative "I seed implantation
and those undergoing surgery alone. Postopera-
tive complications were observed. The short-
and long-term efficacy of "I seed implantation
was followed up.

RESULTS: The cloning efficiency of cells of the
three treatment groups was significantly lower
than that of control cells (all P < 0.05). The cell
cloning efficiency was also significantly lower
in cells treated with high- and medium-dose
'] seeds than in those treated with low-dose
I seeds (both P < 0.01) though no significant
difference was noted between the high- and
medium-dose groups (P > 0.05). The apoptotic
index (Al) of cells of the three treatment groups
was significantly higher than that of control cells
(all P < 0.01). The apoptotic index (Al) was also
significantly higher in cells treated with high-
and medium-dose '*I seeds than in those treated
with low-dose "I seeds (both P < 0.01) though
no significant difference was noted between the
high- and medium-dose groups (P > 0.05). The
percentage of G,/M phase cells increased with
the enhancement of the '”I seed activity (P <
0.01). The reduced rates of tumor growth in mice
treated with I seeds were statistically higher
than that in control mice. There was no statistical
difference in the reduced rate of tumor growth
between control mice and mice undergoing
spurious operation (P > 0.05) as well as between
mice treated with high- and medium-dose '’
seeds. In patients undergoing "I seed implanta-
tion, no displacement or loss of seeds occurred.
The local recurrence rate was significantly lower
(14.9% vs 38.7%, P < 0.05) and the rate of com-
plete response (CR) plus partial response (PR)
was significantly higher (78.8% vs 30.3%, P <
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1-year survival rate (both P > 0.05) between the
two groups of patients. However, the 3-, 5-, and
7-year survival rates were statistically higher in
patients undergoing surgery alone than in those
undergoing intraoperative '”I seed implantation
(64% vs 52%, 42.7% vs 34.5% and 25.1% vs 12.6%,
all P <0.05).

CONCLUSION: Intraoperative I seed implan-
tation brachytherapy can reduce local recurrence
and improve survival in patients with ESCC and
therefore represents a safe, effective and simple
approach for ESCC.

Key Words: Esophageal squamous cell carcinoma;
Brachytherapy; '*I seed; Thoracic surgery
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(CZ8, 0.2 mCi). F#F20(D2E, 0.4 mCi)fe 3
# & 28(E4E, 0.8 mCi), ++ F &89 %. Wk
KT BTUEMAT R, AN 42000-2004 4
ARAEESCCARATCTH#a474, 2984 11 -1 A1 4
BESCCEFZ ML, H R PR PIEFHAAN
28R b F R ARIETPSHT # X 0 71 %, A4
R AMTFTHANPHETF. £80.5 mCity Tk
F20-40%, ¥EFA10-30 mCi, M5 T Ee)E)
21 7] 260-70 Gy, KRG AT 4T I Fo T 27545
WL B H ARG K Yol By 3R BA oL
TN B T AL

HR: mp S EREB. C. DA¥KTAA
(P<0.05); C. D#L¥{LTB(P<0.01); C. D
YRSt 5 £ H)(P>0.05). 2R 35 4B

C. D43 & TALP<0.01); C. DA TB

B8/ TC4L(P<0.05), 12D, EB4LZ 8] L4
it 3 & L(P>0.05); B. AZLEIRARATL K4
F & L(P>0.05). 6 FXIEd, RPREA T
FHRANMARGEFRIELSIL, A, BT
EHE. RPBEASPIETFHAALL $ 45T
RBEZREEFEH A H14.9%. 38.7%, %57+
H %t 5 & L (P<0.05). R P RS PDEFHA
AR JE3 moA 2 F(CRHPR)F T £ 45 R,
£ FH %t 3 & (78.8% vs 30.3%, P<0.05).
S g BB R gt & L(P>0.05). RP
BAPTETFHALL R4 F RAIF AR
Z AW £ 5T R F FE L (P>0.05), K P EK
S P F NI, 5, THRAELRA ST E
whF R, 7R %t 5 &L (64% vs 52%,
42.7% vs 34.5%, 25.1% vs 12.6%, 3P<0.05).

it KPS PTG S PRMAESCC
REE, A AT E, THRIKREIRE
KA R EH AL

XKE19: R EBHE, LR BITIE IR Bshet

Sift. BEE, KB, Lof, B, T2L 8%, T, 2R M
it IR 8T SESHENZ S M RITI. BRSBTS
2010; 18(29): 3065-3071
http://www.wjgnet.com/1009-3079/18/3065.asp

03I

B W% (esophageal squamous cell carcinoma,
ESCC) et 5t b WEEPE I 2 —, Jat 5t
FEE S T, B AR R SR A g, Rk
R AN TG R MU R i R E T
WEIESCClv, HSARAEAr A I 4710%-20% .
A AEAR A A AR PR R T8 97
ESCC, Wikt Z REMEWITL. AHEFORE S TR
T I AR AN EE 72 10 NES CCAl g A AR PR ¥R
7R RO AE & 0, T IO E TkE 1 A 4R )
FEN AL B O T AE AR A A6 ANES CCIT 28
VEFIMUA, ) Ak e e 3l L AR P e 2 T 1
FENIRIT 1 SHESCCHEAT HTHE PERIF 7T

1 MRFEE

1.1 ## AESCC Eca-10941 i)y - rp [E Rl it
WRE 2Tt 1 ORI TW )& K e VA e N ES A K VA
Fow] B RRHE 247 IR A A 3k, 8 BABL/C
RS T b LR 22 B B 2 e SEE8 Bh A v .
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Sift, 5. M P85 BE8HENZ M AT 3067

2000-08/2004-08, L9585 64 48 Bk T 100 +§ﬂ€jé’ﬁﬁ -jafgfg ,
2 A W s N 1 —e— ILFIE4 12 % N
BALSUE LI UESCC. BUERAICTAMERED, %01~ Sl SR 4 58 5 5
20861 1 -TBIEE FAIARNAL BENLO WAy o o) 7 R LA
N N N o = J7 8945 B, B E
TR TR A TR AL NS R % 60 WA A . R
BEBIRTT G R . 50 2. AR
<. iy 40 DANE SR
12 7% B o I, f ik —
1.2.1 @ e B sh4h 8% (DMK FE: AESCC & 201 i;g;ﬁﬂ;’@
NS RSN 1w

Eca-1094f fu 3% 77 T mifi DM EME; 77, 10- UEE S

CO,TH B FRAR B F=. 40 M A 1 28 7 36 i e 0

80% /e A1 N BEATARAN, % 524-540F 1 T 58 5%
(2) 40 a5 B 1 26 R 4t R O 12 0 40 i S A 43
BT SEI6 A 100,25 % BRI AL TH A, WRAT, FERh
TREFRIL, CO,MHREFRA TR, KA =T
RN G 4R S35, S 1-7 RS TE B i) 4 i
A, 1B s . 4% vl iR (absolute
colony forming efficiency, CFE)FIAHX} 77 B ik
Z(relative colony forming efficiency, RFE). i1
SRR 1wk Je g 25 4140 LLO.25 % 1B i i A6 0T
&, B0, PBSERL, WA S2RIRS), ik
JERIFE 15 min, FC4HHROCE EAN, THEA
N T-45 2 (apoptotic index, AI). LIk & B4l
f70% LRER E, SR, B0, 0.1% M PIALR
TFEEE R (0.30 min, Yt M T A0 i A
M. R Cell Questf A3 HT. )R
JIHT: g e & SPFZZBABL/CH 30, 546 4
BRA K BB AR A 51X 10"/ m L Eca-1094
MM mL, 73981 TR, WE MR AR 21 em
X1 emX1 emZEAi i, W20 - BEHLI A AN F 7
= PTRL AL, 4 b A (AZE, AT AT Ak
), T ARABAL, AN RE AR, A
NFRLF) s ARSI (CAL, ALk NT.4X 10°
Bq TR F1H). il E4l(DA, #iA14.8X10°
Bq DR IR Al AR AL(E4L, #EN29.6 X 10°
Bq PTRHLF 180). 30 dJii A FEHR R, THER A K/
bR i 2.

1.2.2 WG RBR: (DANDIRTTBR: CTETE K
P 285 B0 R AR TN VEAL 22 e J g 27 L X AT,
TN =4EV097 T 0 R i (treatment planning
system, TPS)ARFTEA il b7 &Il & s
TPSHTilsE &, A EM T 2T (db R
TR BHREH AL AR EH0.5 mCift)' P kL
F20-40%%, BIEJE(E10-30 mCi, VCRCJE 1277 &
(matched peripheral dose, MPD)60-70 Gy, }iF
HEE10 mm, FEKIMA . X5E. WA H%SE
LR, =5 mm. XN Bea g T A2 ik
iy WEIBNIK S BE ST S MR R AR AT YR %
g EEEERE T RERE . FARE . WA

www.wjgnet.com

0 1 2 3 4 5 6 7 8
t/d

B EACIESIATS IS AMIEEEME. 441
IS RS TR, SR

Jok LA K988 R A A . RN B 06 75 R A, b T
I ATANBIIN AR« i AMMORE 7, AR5
AT BUCT XATHE 750 UE A B E A
PHAL IR AR P A AT B R AR R 4 R
PEVRRE FARBE B B RA. KRG EE YK
PFJ7 %, EN%1(DDP)20-30 mg, iv, d,; RN
IE(5-FU)1 000-1 250 mg, iv, d, 5. (Q)QANZI7 %
fili: WS R E ARG I RE; I CT W e 5214
o R RGO, T RO E FWHOAH K
JiR e VT 5 A R T R AERF T mooh 58 L2 iR
(complete response, CR), 1AFHZE/N50% LA L 4 £F
1 mo }j#i4) Z& i (partial response, PR), /NN it
50% 4 oAk (no change, NC)lfz & (stable dis-
ease, SD), JHR ARG K >25% A B b H B
333k i (progress of disease, PD), 15 % /yCR+PR.
BEVG T E BB ARG 3. 5. TSR,
St FE AR A kSR R I STATA
10.070 Hr gt v 2= 5 dls, & 484 £~ K Flmean
+SD, &2 R4 i v BT R . iR TR s
41l B S5 A2 4k 2 ] Chi-square Testi&4r#T, ki ¥
AT 2 U S5 R SRS AR A AR S5 1 A B AT oA
B, X AN [RPRL ¥ 700 52 UG 100 25 4 R R 2E
KAD I AT A5 I RHIE 70K FH STATA 10.0
SIMTGETT R, — ORI ) 2 538 F o R
Lbig, ZihKaplan-Meier EA7 12k, 4472 0T K
FLog-rank 5. P<0.057% 5 G ik 5 L.

2 BR

2.1 4m LR ) 5= B

2.1.1 Za R e TR A X B v B TR
B35, A SR A rhoRE T J BN M e B O RO
XD, TEERE T embh L, 41 5 1l B
B2 7 dJG % 95410 v T R BT
X} I ZH(P<0.05), (0.4 mCi). (0.8 mCi)jfl
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| TN
58 F NG ST
ESCCR VA
il ABF SR
L F BB AR gh
¥ 5 49 AESCC%m
o Fe 4R AN
AR R AR
J, WAt PR T
20 4R JA) FL N 3E BB
B A JT AR A SE
+ AESCCH# 57
HEARAAE], B
AR ok A Al b st
R BELs VBT
AN ST P kA
ESCCHA7 AT B 1
R,

2 Eca-1094BIBTRRERZAR( x 200). A: RLhFHdst, Mln2IAERRAmIwERI, P E, MiaRsEE; B: 4
0.2 mCikr FRSE, W] WM AIEa AV ERI, BV DEMITR, C: £20.4 mCitiFIRESE, W WAL BAIIATE, Read.
Wi RIS, AT TRE T BERABL D: 220.8 mCiky T JRSTE, JINEIRSE . ARl Ranii. MIaseisg,

liBER 3 AN 1A 8

FH SRR Z10.2 mCi) A AT G i 2 %
X(P<0.01), H 7 i 22 K G il 2 8 X
(P>0.05, K1, 2).

2.1.2 B R T 5 SEEG A S AL AT 22 57
VI G5 27 75 L(P<0.01), a4l 58 &
BB G5 2 X (P = 0.000), il
LR TE G 24 = (P = 0.209).

2.1.3 g fie B 0 2 A R 50 R I, Gy M
Lo v, SHAZN Mg dr s /b, &4l 2 M3 H 4t
TR L(P<0.01); #5041 G MG T 4
LE 550 B LU RIC gt 27 75 L(P>0.05).

2.1.4 998 F oA SERAURIRL wkAi A AR K
51k, 2910 dJE RBUIT A6 4 /N, 5 fE 4183 4k
SRR 30 dJE A5 S0 AL IR % B o AL
(P<0.05), A AR ALAH L gt
R X (P<0.05), T 2 (A L e g v
RX(P = 0.150). 7% 5 & 4R IR ATAH L o4t
THERE (P = 0.255).

2.2 WG R EER R EE TR WAL, WG
5] A J5 42 112008-08-3 1(HH A7 it 17 1 ] 42 mo,
95%C1: 37-55), 2984 & ¥ 129041 kB, 8
B R V5 (Ge vk 90 kR B ), B iy 4k SEBE U
SIS VAR i AN b N ED VAR R a1 B e 2 VAN 5
MPD 60-70 Gy, 100%7) 1 [KIFEAAF(V,00)>90%,

R 1 298fIESCCEERRI—REBR)

ROBHE“HIT PUFAR

2,
AN =150) %H(n =148) A
B 81 :69 82:66 0.0594 0.807
FH(=) 0.1100 0.991
40- 23 21
50— 45 44
60— 59 59
70— 23 24
PR ER 0.9863 0.610
H0ER 27 29
CPARES 78 69
TE9ES 45 50
CT/H 0.0072 0.932
Il 31 30
1] 119 118

REICTOHZBUTIE: | WBEETESHRANBES
[BE3-5 mm; |l : BEEEES5 mm, BFREILBMNE, Tomihis
B, I PPRBRIRSBE MRS, V. HELTANER.

90% {1 #E X 51 F (Dyo)>MPD, $75% W FH 7] 45 2
AT, PR VPN, JoRFANERL . BT TG
BEIETFAREKLTIRIT, 69.4%50F JRiB i Kk
RN A Hs, RS TR AN 41 K 4 T
KRR R R 5y 5 J914.9%K138.7%, LK 7%

www.wjgnet.com



S, & W RIS BB BHENZ M RIT 3069
miZA2E
AR BITHRA

ROBES SRS B ARA =298 i P
BEALRP =150) (n =148)
FARLUBR 0.0901 0.956
ﬁiﬁ@ 117(78.0) 115(77.7) 232(77.9)
R 25(16.7) 26(17.6) 51(17.1)
&w%%%m?ﬁ) 8(5.3) 7(4.7) 15(5.0)
REEDHE 0.5139 0.773
Ila 9(6.0) 10(6.7) 19(6.4)
Il'b 19(12.7) 15(10.1) 34(11.4)
1] 122(81.3) 123(83.1) 245(82.2)
FRIE 1.8068 0.613
RRMEEES 26(17.3) 28(18.9) 54(18.1)
%R 18.5837 0.000
SNk 20(14.9) 55(38.7) 75(27.2)
AANERS 65(48.5) 67(47.2) 132(47.8)
BEUaYs (1Kfs) 26(19.4) 10(7.0) 36(13.0)
THERIRE 23(17.2) 10(7.0) 33(12.0)
1.00+ Log-rank test: y* = 7.98, P = 0.0047 1.00 Log-rank test: y*> = 5.57, P = 0.0183
< 0757 _ 0751
g ] e S
2 s 4
5 0.50 5 0.50- .
25 hl
R @ﬂ%ﬁ' T PHOH i Soxsl_ pTFAR
X Kb o~ 4—*ﬁ$%AWM%EAﬁ ****** N
0.00 | | | | 0.00 < ki | | |
0 20 40 60 80 0 20 60 80
A JEHHE] (mo) *@Hﬂkl‘lﬂ(mo)
3 KROREEZRE DREFIL 4 REEBEEEpINMOEN Il o+ || bAEFEELZ.

FAAGEE (¢ = 10.0719, P = 0.002). A
A TR RN AL F AR VIBR594.7%, 256147 ik
FFAR, sBATH R TFA; HaiFARHAF ARV
#95.3%, 26BIAT I TR, THATHRTFAR. P
HMIATEVIFR %(78.0% vs 77.7%) i APEY) %
K (16.7% vs 17.6%) 5T RF(5.3% vs 4.7%)
e 22 e i 223 L (y = 0.0901, P = 0.956).
TR CEVIR#F R T R), Repka
TN A B (CRHPR)78.8%(26/33), 5
Bl T ARAHMHE30.3%(10/33) LL i 22 7 H 4t
TR (" = 15.6444, P = 0.000); RHIHAT
BT RN AL R AR O B 426491(17.3%), il
TG 1491(0.6%), Al F AL R A ROk
22801(18.9%), W& I W& KBk %%
ERRER1191(0.7%), - RIE LWL ZE S o Ge v
xq:48%8P=ama¢%Mm$$ﬁ$w
BERTLFE X (= 0.72, P = 0.3970), {2
3. 5. THEAFRURERGHIFRE X () =

www. wjgnet.com

4.67, P, = 0.0307; x," = 5.85, P, = 0.0156; ;" =
10.76, P; = 0.0010), T A7 A fE 3 LL IR 7 S 46
T Y55 mo 95%CI: 48-62 vs 37 mo 95%ClI:
32-45, x> =7.98, P = 0.004, [&3). W41+ pTNM%}
0 113 5 AR A DR RN 2R P i
AR AL AEAE S A 22 e ek 5 (51 mo
95%CI: 40.6-54.7 vs 47 mo 95%CI: 37.3-54.9, 5’
=5.57,P=0.0183, [&4). &8 A 51 K&
IFRAE FER L2, B AR 5 T S0P
W3, AR R A (CT) WKL

3 17E

DR RN AR )T B B 0T LA R S TR
7R A, TR RAE O B IR RE
A HME S SRR A FEVR T — S S A
Je 7 T AR R T A AR, TR RN
JYESCCH R/ DA i, AW B, I+
Al B B AH AESCC Eca-10941 it e B 1k, B

I BNE RARR R
=, hFESENE
T RPHEL
BFHENBESFF
B A ESCC 7T A&,
BB
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W@ 5

ASUEM AR, H
T 5, BT P
TR R S
— M E L

B 5 OREREREBEAGSRKIVEL. A: i EMEDIGEARIMEART 1 wk; B: 3 mo/mipktfiisk; C: 14 /St SRIATE

BT

RPERE“HIT  S@FAEA

2,
AL =33) I =133) n=06 s &
ITHAIS 3 15.6444 0.000
CR 6(18.2) 0(0.0) 6(9.0)
PR 20(60.6) 10(30.3) 30(45.5)
SD 5(15.2) 1(3.0) 6(9.0)
PD 2(6.1) 22(66.7) 24(36.4)

CR: £4&#%; PR: B3DE&EM, SD: JTZ{k; PD: HE.

S 71 PR 18 o) 40 R T B S ) i, B
SR RS SE I BEAIS, AAEG,-MIBI LU 3 =, I SR
TR T Ll A A RN T AR R R R R
/AN, AUVIR8 R it 7 (3 T . A TR
AT 2N NESCC Eca-10940 g v [ T i %,
V5 AN T, I8 R 40 A B AE G/ MU T
EIR AN o 24, Pk ILIGTE e 7y, FLAR RUR AR
RN AT 25 4 /Mg R, RAHESCCA . B
Hh v A R ALY RO 2 S, A5 18 B i A i AR
PR, N CAH SRR A B BT TR 5
H°40.4-0.8 mCi.

[ e T S N MW 7 N Rl e 4
TAENGIT B P g HES CC R b AT T K3
BEUTRESE. TR — R R T R 7 i%0E
8B &8, ORI, R ERA
21 K BAUAR G I RAE LR TG v 24 5 L(P>0.05).
T VY, S O IR AL K
BAL LW 7 5 gt 2 55 L (P<0.05). [AIIf — 420
TET R W 72 RAT ik 24 75 X (P<0.05), HAZ
HET JR S R B B 3 BRI (P<0.05). BT
HEBR T AR T AR 73206 th e BIE S C C il A A+
KM, FEHEBRANE & F AR M IV I &8 &
.3y 5. THEAEAERNT BoRAA Y] B
KA, IR G052 (P<0.05), B4R
AR 2 I 25 S RG24 73 L (P>0.05). [R] I

SF2H 5357 R p TNM TT 141 56 A2 v o A 4 30
TB4L, HHGIE R XL (P<0.05), XA RATE
A SE K AT RESR 85 T-h RN el 5 R R (1
BEAG, R RIS IR A AE T TTask
o, K T AN IE RAE. AHF50R ] TR
THURLRE 0.5 mCi, MPD 60-70 Gy /& 75 21 (1), 7
O USSP R OGN N Ll E VAR = PN

YN TFARIfRNEE, R8I a . K55k
B AT B IS A5 B RO R T, R nT RE b g 41 i
(T 90 (2)AESRIIR Stk L4 FE R i AR AT IR, nl
PEEIRTT RO, PR AN PR RS, R R YR
BT ARG R IEH AL T, B ARG Pk
H.ARPATRE RN, BEX 584 1 AR
JUTZ U >, AT mBEE e,
A R R LA R SRR A, IR T AN
WL IE R B (3) R ARG Y R T R,
A Sk o A AR S U ()RR AT
wh L ARk, BE SR N, FARECE TR
THINVAST TP HESCCR L, 224, AL
SRIM, M7 R R 2 2 7. 45 R
IRAR A TR ALY I HES CC L R
AL R AR IR, (AT R 7 J 3 AE Tz Ak
¥, 548.5%. Ik, GBI G SELE & 16T S
1. S I RBUZE T fef X 23 W SR e 19 25 T
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PR NITVE, AL FUE— S

2, AW AR N A R RIS R,

PP IE I B TR P I DR PR VAT
W WIESCCHI BRI R R AR, IR A7),

RE. Safety and efficacy of permanent iodine-125
seed implants and carmustine wafers in patients
with recurrent glioblastoma multiforme. | Neuro-
surg 2008; 108: 236-242

Zhang ], Zhang JG, Song TL, Zhen L, Zhang Y,
Zhang KH, Yang ZH, Yu GY. 1251 seed implant
brachytherapy-assisted surgery with preservation

4  SE@E of the facial nerve for treatment of malignant pa-

1 Fisichella PM, Patti MG. Esophageal cancer. rotid gland tumors. Int | Oral Maxillofac Surg 2008;
eMedicine: Oncology, 2009-03-04; cited 2010-10-18. 87: 515-520 . o
Available from: http://emedicine.medscape.com/ Martmez—Monge R, Pagola M, Vivas I, Lépez-Pica-
article/277930-overview zo JM. CT-guided permanent brachytherapy for

2 Brenner B, Ilson DH, Minsky BD. Treatment of patients with medically inoperable early-stage non-
localized esophageal cancer. Semin Oncol 2004; 31: small cell lung cancer (NSCLC). Lung Cancer 2008;
554-565 61: 209-213

3 Cao XF, He XT, Ji L, Xiao J, Lv ]. Effects of neoad- JinZ, DuY, LiZ, Jiang Y, Chen ], Liu Y. Endoscopic
juvant radiochemotherapy on pathological staging ultrasonography-guided interstitial implantation
and prognosis for locally advanced esophageal squa- of iodine 125-seeds combined with chemotherapy
mous cell carcinoma. Dis Esophagus 2009; 22: 477-481 in the treatment of unresectable pancreatic carci-

4 Ebara S, Katayama N, Tanimoto R, Edamura K, noma: a prospective pilot study. Endoscopy 2008; 40:
Nose H, Manabe D, Kobayashi T, Kobayashi Y, Ko- 314-320
buke M, Takemoto M, Saika T, Nasu Y, Kanazawa S, Zhang FJ, Li CX, Wu PH, Li K, Huang JH, Fan W],
Kumon H. lodine-125 seed implantation (permanent Zhang L, Gu YK, Lu MJ, Wu YX, Wang J]. [Radioac-
brachytherapy) for clinically localized prostate can- tive seed 1251 implantation in treating recurrence
cer. Acta Med Okayama 2008; 62: 9-13 and metastasis after liver transplantation in hepa-

5 Darakchiev BJ, Albright RE, Breneman JC, Warnick toma] Zhonghua Yixue Zazhi 2007; 87: 956-959

Yoth FEZ Wy AL

ISSN 1009-3079 (print) ISSN 2219-2859 (online) CN 14-1260/R 20104F AL H: 48 N JH b 24 &

(EREAT R L) AXABKEE
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%, WIFETE “Pang®$” (WA EAMEEMIGS; 35 1530 PG E Sk ek, WITE XS AR A B AiEg
B AR e , ARG Sy eeeeee 5 PCROSVERBUBE 7, SR 5 1 1 SCRGR R, 5 15 3 IR
HIEC e, WA s I 77 v I STk [8]. 9T 51255 Sk 40 LA 2-34ESCIE, PubMed, €+ &} 418 SC & vl-J5 A
T F SR I T B H R ) SR I ARSI T O v, J8 N R 5 O R s % DA S I N
AT P BT SRR, LTS AR T AL 2% 3G (http://www.wignet.com/1009-3079/index.jsp) Fl World Journal of
Gastroenterology (http://www.wjgnet.com/1007-9327/index.jsp). ¥¥]: 75, fEH G EMA/ER). 08, HI4, &,
1, BI-1ETT, PMID%w 5 ; 1548 J575, fEE A, B4, Bk, Bk, Hihh, i, 4, & T-1RTT.

www. wjgnet.com



R EARMLRL®
wcjd@wijgnet.com

(44

TR
Jaishideng®

HHRAE A 2V 2010851051853; 18(29): 3072-3077
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

L #h#7F 572 BASIC RESEARCH

NG R ER I X O 2L 18 B2 BT 4 B 452 40 B9 0 75

EH

REE, LT, BOF, WukiE, ZRH

[ L s
K EEGTR
EFZHEELR
X Fo B o ¥ AE
b, Apzhre sk
SR, LER
K8 A k%7 R
X IFBRAFRHFH
MK BEE
HE RS AL
RiE.

W@ 5 R A

FhR, 8%, T
AHEFREAF
I 25 4 4 AT AT

&

RER, HMITERFWEER ST A F 310015
AXAT, A5, WKE RRE, FRMEFRAGHF S
FR25 5 & Wi A AL W 310018

RER, FTBEMEDPANENFHIFOEBIHR.

Wi g P B ARG R AT B B, No. 2008CA088

AN T A AR R A AT B B, No. 2008B0027

E& R NCNBONITAHES,; HRIEERNRIE
BREE. BDE. KNS RERFTTN.

BIREE: AT, BIEUS, 310018, ML ATINTG M) S2E
XZRE258S, (PENTEF Ao RZFRAFR.
yihangwu@126.com

B335 0571-86835702 {EH: 0571-86914449

WFBEHE: 2010-07-16 BOEHA: 2010-08-15

¥ZHE: 2010-08-24 AL HhREE: 2010-10-18

Inhibitory effect of aqueous
extract of Leontopodium
leontopodioides against
D-galactosamineN-induced
hepatocyte injury

Xue-Ying Song, Yi-Hang Wu, Shao-Qing Hu,
Bing-Jie Hao, Qing-Li Meng

Xue-Ying Song, the Affiliated Hospital of Hangzhou Nor-
mal University, Hangzhou 310015, Zhejiang Province,
China

Yi-Hang Wu, Shao-Qing Hu, Bing-Jie Hao, Qing-Li
Meng, Department of Pharmacy, College of Life Sciences,
China Jiliang University, Hangzhou 310018, Zhejiang Prov-
ince, China

Supported by: the Science and Technology Project of
Traditional Chinese Medicine of Zhejiang Province, No.
2008CA088; and the Medical Science and Technology Proj-
ect of Hangzhou, No. 2008B0027

Correspondence to: Associate Professor Yi-Hang Wu,
Department of Pharmacy, College of Life Sciences, China
Jiliang University, 258 Xueyuan Avenue, Xiasha Higher
Education District, Hangzhou 310018, Zhejiang Province,
China. yihangwu@126.com

Received: 2010-07-16 Revised: 2010-08-15

Accepted: 2010-08-24 Published online: 2010-10-18

Abstract

AIM: To investigate the hepatoprotective effect
of Leontopodium leontopodioides against D-galac-
tosamineN (D-GalN)-induced hepatocyte injury
in vitro and in vivo.

METHODS: The in vitro protective effect of the
aqueous extract of Leontopodium leontopodioides
(AELL) against D-GalN-induced hepatocyte in-

jury was studied using primary cultured neona-
tal rat hepatocytes and HL-7702 hepatocytes by
MTT assay. The in vivo protective effect of AELL
on D-GalN-induced liver injury was evaluated
in mice by examining some parameters of he-
patocyte injury, such as serum aspartate ami-
notransferase (AST), alanine aminotransferase
(ALT) and histopathological alterations.

RESULTS: At concentrations of 10-100 mg/L,
AELL significantly improved the viability of
neonatal rat hepatocytes and HL-7702 hepato-
cytes (both P < 0.01). Compared with untreated
model mice, oral administration of AELL at
doses of 50 and 100 mg/kg significantly reduced
serum AST and ALT levels and improved he-
patocyte injury (115.28 IU/L + 4.86 IU/L and
112.69 IU/L + 3.72 IU/L vs 127.62 IU/L * 6.34
IU/L, both P < 0.05 or 0.01; 78.11 IU/L + 6.58
IU/L and 77.52 IU/L + 5.05 IU/L vs 99.55 IU/L
£10.26 IU/L, both P < 0.01).

CONCLUSION: AELL has a potent hepatopro-
tective effect against D-GalN-induced hepato-
cyte injury in vitro and in vivo.

Key Words: Leontopodium leontopodioides; Aque-
ous extract; Hepatocyte injury model; D-galactos-
amineN; Hepatoprotection
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K E[Leontopodium leontopodioides (Willd.)
Beauv. ] R% B KGR GV 1) —Fh, J8 2R
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TATHEECE s e 5 2 PR . BT
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RS- AR IHERR . BRI JRILREE. R
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RO e
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S B TFE U, TN TRCE PB S5 7 2 0
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DMSO, ¥R 2], 76620 nmiy KT, I EEbR
SEAR. MR AT IR 00 52 LA (i 0 B B A B ) 4
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Abstract

AIM: To investigate the effect of matrine on cell
apoptosis in human hepatocellular carcinoma
cell line SMMC-7721 and to explore potential
mechanisms involved.

METHODS: SMMC-7721 cells were divided
into four groups: 5-fluorouracil group, matrine
group, 5-FU plus matrine group, and control
group. Matrine and 5-FU were administered at
the half maximal inhibitory concentration. After
24 h, apoptosis was analyzed by flow cytometry.
To identify genes involved in the antiapoptotic
responses to 5-FU and matrine, the expression
of NF-«xB p65, IkB, Atgb, beclinl and Bcl-2 was
determined.

RESULTS: Increased sensitivity to 5-FU was

observed in cells in the matrine plus 5-FU
group as compared with those in the 5-FU
group and control group (81.3% * 2.6% vs 34.6%
+3.5%,45.6% £2.4%,52% +2.1%, all P <0.05).
Compared to cells treated with 5-FU alone,
cells exposed to a combination of matrine and
5-FU for 24 h had a significant reduction in the
levels of NF-xB p65 and Bcl-2 (P < 0.05) and an
increase in the levels of IxB, Atg5 and beclinl (P
< 0.05).

CONCLUSION: Matrine can enhance the sen-
sitivity of SMMC-7721 cells to 5-FU by induc-
ing increased expression of autophagy-related
gene and decreased expression of anti-apoptotic
genes.

Key Words: Matrine; Hepatocellular carcinoma;
Apoptosis; Autophagy
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fi o
BH: AR5 A AT AT % 28 AR SMM C-7721
T R ve R F AL

7‘7‘,35 FFEsm i 20 A 5-FUB T 4. E5m

B IT . 5-FUBRA-H B ob 97 LA R 3 4.
5-FUﬁn€é;$ﬁkéé IR JE 5 R Ay ¥ T am
RO R, R R R fa R AU ) B2 R S5 4@ AL
A&, RART-PCRAZN E L mhst 45 % A F
NF-xB p65. IxB. 78 494 %k B Bel-24= A %
#8 % A FH AtgSF=Beclinl & ik 49 % 7).

R AR mesUEm & R R T, EABIRS
5—FU4ﬂé’Jﬂ'T‘7” mAe A T R WS-FUB T4,
AL AR RA G, Mk G ERE
£ 3+(81.3%+2.6% vs 34.6%+3.5%, 45.6%+
2.4%, 5.2%+2.1%, 3)P<0.05). RT-PCR#& M|
LR 27, 55-FULLARN, &2 8IA5-FUS
J7 4L P NF-kB p65. Bcl-24 & F B (P<0.05),
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IkB. Atg5%Beclinl &iA LH(P<0.05). WA B

g EABTET EAIKB. Atg5 & Beclinl
#4 .k A= FANF-kB p65. Bcl-264 £k, 12t
T 5 2m BB T, 3 8 BT % 4w BeL 4 AL 97 SRR b

x8818: wSH; s AT; B

a5, I, &8 SSHNHRARRSMMC-77218T
FBWERERRANFI. HRELNHRT 2010; 18(29):
3078-3083
http://www.wjgnet.com/1009-3079/18/3078.asp

03I
Jie 96 A8 B IR T 1) i e 5 A SR T U
FEATAEBDNNC R, AR, 5S-G
(5-fluorouracil, 5-FU)FIPT 55 2 5540 2= 254 ) 15
S JHHE 41 i NF-x B 4% 5K K- (nuclear factor-«B,
NF-x B, 1N F-ie B¥ 5% K30 vl {2 12E
T4 X -F(inhibitor of apoptosis protein, IAP)
FHBAH Atk U8/ 1 1f95-2 5 (B cell lymphoma/
leukemia-2, Bel-2)5 13818, NF-«B#uE 5
20 MR PO 1 B2 A7 AE B D) DG R L
HEE T E S ORI S E
LG, Go W RIE S8 2 0 w] F0 T HLAAR 1K) 20
SR IR IR T3 W 2 0] S A
RAEAWER T, AR S . PR K
(353U A 56 A ) WP AR sz eh, BAT Tk
— P WG S O0] I 4 0 TR SR T R
TR R SR, 23 B A P AL,

1 #RRSA

1.1 A BP0 RS M-7721 (FF Rt 6341 iy
FE), #iBDMEMAI 137 5 (Hyclone A Al), i
s (Hyclone A 1)), 7S % R AEAEY T
FREARA WAL A ), S-FU( LS 200 A
P23 7l), RNAFZEUA I TRIZol(Invitrogen A 7)),
RT-PCRE (MR x4k FOligofPremierik i1, H
WA TR TR AR A, K1), —SIERT-
PCRAGIMIX ] £ (Invitrogen 23 7).

1.2 77

1.2.1 5320 2 A 3 DN SR 10 AN [ R
SM-7721 JiH 40 M S5 43 41k 5S-FUIRIT 4. o
ZHIRTT A 5-FUBKS 27 Z00E Y7 4L AL
S8 SCHR[12,13], ARSI 3R R 6 #65-FU
IV 20 1) 24 24 9 8 Ay 40 > A bk B2, 4
512447 X 107 mol/LF15.3 X 10° mol/L, JH] 24 4b B

www. wjgnet.com

2E S|1¥=5

B2-GM 5'-TTAGCTCTCGCGCTACTCCTCTC-3'

5'-GTCGGATTGATGAAACCCAGACACA-3'

NF-«B p65 5'-GGGAAGGAACGCTGTCAGAG-3'
5'-TAGCCTCAGGGTACTCCATCA-3'

kB 5'-GATCCGCCAGGTGAAGGG-3'

5'-GCAATTTCTGGCTGGTTGG-3'

Becl-2 5'-GTGGAGGAGCTCTTCAGGAG-3'
5'-AGGCACCCAGGGTGATGATGCAA-3'
Beclin1 5'-ACCAGATGCGTTATGCCC-3'
5'-TTGATTGTGCCAAACTGTCC-3'
Atg 5 5'-TATCATCCCACAGCCAACAG-3'
5'-TCTTCTTAGGCCAAAGGTTTC-3'
I [H] 4748 h.

1.2.2 @3 SMMC-772 140 Ji K e B
DMEM; 7%, B 9#Wh & 100 mL/LAY G4 I3,
B AT50 mL/L CO,MREFR46 1, i 5 h37 C.
1.2.3 7 X 2m J AR M AT 5% 2m B 6d O == N IR
G M, SR TUNE LA 0 e 40 i (1 7,
FH0.25%-0.5% 1) J5 i 11 Ak 6 FL AR b 25 52 56 20 4
Hia, WCHEONEPES . PBSYLT I A, B oz 4m
fitl, 40 mL/LZ 5 F A 4h Jiid, TUNELVZ:Ard
Ji, AT A 23 A
1.2.4 RT-PCR#& M p65 siRNA-F #5485 % L B
89 &L SRHATRIZo VAR A4 L B RNA,
BMRNARAN D ST MA o0 Agofl, A
(PR N A A 560/A 550 (B 1E1.6-1.8. % Invi-
trogen’s n) RT-PCRIX I & W E WV AR R, RT-
PCRI V4 1F: NF-xB p65[1) W 2% k94 C
455,55 °C 455,72 'C 45 s, 324K, H 572 °C
10 min (I8 =¥K 4204 bp). TxBHI W2
94 °C 45 s, 55 °C 45 s, 72 °C 45 s, 321
W, ®e572 'C 10 min(§ 3G~ K 4304 bp).
B2-GMHI W Z$h94 “C 45 s, 55.5 C 45 s,
72 °C 45 s, 327/, &% J572 'C 10 min(¥ H4
YK 4264 bp). Bel-2 R N 24494 C 45 s,
45.5°C 455,72 °C 45 s, 321K, HJ572 C 10
min(F =K 4280 bp). Beclinl ][ v 2
B o4 C 455,55 °C 455, 72 °C 45 s, 321K,
B 572 ‘C 10 min(F B =M K 4320 bp). Atgs
() N 2 k94 'C 45 s, 53.5°C 45 s, 72 C
45 s, 327EF, #5722 C 10 min(F =K K
332 bp).

RT-PCR=H KA IS, S84MT %2, H

205 JRAE 5 % A&
BB VT 7 ) ALK 64
KmER B, RA
BT & S
5T i 5 AT 9% e e
A B AR,
125 A K.
WP IE A Koy o
FAH B AR T A
M.
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mi £ d A 10°7 B 10’1 [ i 2T
H W% £ 9, NF- MURFEELAIRSMMC—
kB X EF T ) _ 7721METR. A:
AT ATRHRL 1024 apoptosis(dUTP-FITC+) 102 apoptosis(dUTP-FITC+) 5—FUREA SR
B Bel-x foBfl-1. 81.3% 34.6% B '—FUF“"Afj’/Hu- /(‘T
B R e B F O ) +';3‘\/E|J,,‘.
- W 7}: S t 'n: &I%}E)éﬁlﬁﬁgﬁ, D:X\JA
d 7 X B T o104 T 10t W
(TRAF). IAP%¥ & & ARZH.
FHATHHE I =)

F#5R L. NF«B o 0]
HFATFFTHA 10 “NeCrosis 10 necrosis
5 B % m i B i 8.3% 15.4%
é’]i}ﬁ)’ﬁ' Sk Lty :.
0 1023 0 1023
PI PI
C 10%1 D 10°
1024 apoptosis(dUTP-FITC+) 10% apoptosis(dUTP-FITC+)
45.6% 5.2%
= 2
[T
iy 10" i 10
= E
) )
© ©
10° necrosis 10° Necrosis
5.3% g%
0 1023 0 1023

PI

9 [ Gene-Genus#t i LUK 5 R X DN A HL K
FAlt MO B L pAH, LLH ARFE D 5 B-actinff
BPEAE A H AR R R IL KPS L

it AbFR RAISPSS1L.0Z 4, i
PR mean+SDHR, BIFEAIIH LR H
SR s, TR LR 2K 3. P<0.051A %
TR -9

2 BR

2.1 R g FOASA I T I 4 FEL B T R T S ]
Rk TP Al L 1, SR FEPE SR T, o Sk
A 5-FUZL 40 f i 122 481.3% £ 2.6%, 5-FU
HIT A H34.6% 1 3.5%, S iGTT 4 4945.6%
+2.4%, MM H5.2%+2.1%, I AL
35 7 5 (P<0.05); #F S 0I5 5-F UL JH- 4l
MR A8.3% £2.2%, 5-FUWRIT 40 415.4%
+2.5%, S SIGTT HN5.3% 1+ 1.8%, X4
H2.7%+1.5%(El ). ESMEAS-FURIT4LS
5-FUIRYT A MU SR JE 22 LA, A IR A7 AT Wl 3 2
FE(P<0.05); ¥ SHRIGIT 4550 B 4140 SR AL K
LLER, A1 A7 7E 2 3 22 :(P<0.05).

2.2 EHBEIAT I 4m FANF-xB p65#: kB F A 2
Fphl R F AW Hra R REESMMC-7721
NF-xB p65 mRNAm&IA, IkB{L#KIL, 5-FUH]
f#NF-xB p65itgikdt— 2T, i Siaef

PI

BRI BRINF-xB p65ItIiL, FilIkBRFRIA. %)
WA TBIICAS-FUIRITAL. 5-FUIRIT 4l

SRR AU A L P NF-«B p65 mRNA
Kk HB-actinff 73 51°00.30+0.04. 0.82+
0.06. 1.50+0.08710.15+0.03; IxB mRNAF ik
EjB-actinffI Eb 433 40.72£0.06. 0.84+0.03.

0.2340.02F11.16 4 0.05([%12).

2.3 EHABIAAFESMMC-7721 48 it & % F=
AR & L B R A 69 %ok RT-PCRAG I T 4016
FEFBel-281 HIgE A SCIE R AtgS. Beclinl 3£
ik, He W EIR, 5-FUBCG & SH0a T AR 2
aIT 2, AtgS. Beclinl Rk B &=,
Bel-2KIE %, 55-FURTT 4L IALAI L, 22
S BAT B TEP<0.05, K2, 3). ARTST4EE BAR,
WAL HES-FURE S W T nl g2 @ik b
NF-«kBIJ#EIE K AtgS. Beclinl &AM FiRVET:
LR Bel-23Rk.

3 e

— LRI FUR W S B A A0 b e A G A
AR AT I 8 98 i S 2 F P Y. #E AR S v
T 20 AT T T A R T, A0 T g 40 R
HE, 1M1 5-FURTT 418 R — 35 25 40 M d ik 8
FEIRRARAET . 1 S ORIC G 5-F UL 40 o o 1
K N81.3%+2.6%, 5S-FURTT 24 434.6% +3.5%,
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A M 1 2 3 4 BM 1 2 3 4 cC M1 2 3 4 miZA2E
EARTiE T b
HAIxkB. Atg5k
Beclinl # & ik #=

Bcl-2

B-actin

DM 1 2 3 4 EM 1 2 3 4

NF-xB
p65
B-actin

Atg5
B-actin

IxB

Beclinl
B-actin

B-actin

B 2 BAMEEPEEFFETAERERNIRIE. A: Bc-2; B: Atg5; C: Beclinl; D: NF—«B p65; E: IkB. M: Marker; 1: XTIEZH; 2:

R A 5-FUIAITA; 3: 5—FUIRTT; 4: A ETT 4.

W 5-FUZ

Bcl-2 Atg5 Beclin1

3 ZEMEMIEPBc-2. Atg5, Beclinl5p-actin
MRNABIAEX RIS E.

B IRIATT 41 145.6% +2.4%, 418 LA AR
7 55 (P<0.05); 1SR S-F UL 40 A
INHEA N 8.3%+2.2%, 5-FUIRITH M15.4%+
2.5%, T BWIRTT 4L N5.3% £ 1.8%. SIS
S-FUZLAN S iy 7 9 4 i (o 0 128, i FLR%
I8 T IRZE A0 B L 3. iR 40 B I 28 % B AR A A
T IR R0 I JRE SN, 48 i T R R
%[14,15]'

WA WFITRHNF-x BFE S [H 15 5 4 Al
i g 48 2 5 2 Pl B SE AR, TR T R R BT I
“F-o(tumor necrosis factor-o, TNF-a)s FS 5
6(interleukin 6, IL-6). Bcl-2. TAP%EZ 4l g (X
IR, S R A B T, IR 4
AU NF-w B N1 S0 SAL s, Al
RelA(p65). RelB. C-Rel. NF-kBI1(p50)HINF-
kB2(P52). NF-x BEKJG i 51 2 [6] n] T i [m] 5
SR ZIRAK, B L) R AR AEP6S/PSO ST YR
FARPY LR N e, NF-eBil 5 41 i
J5T A H1i &% FINF-xB(inhibitory proteins NF-kB,
IkB)45 &, LAP50-P65-1k BZ AR LG MR 25
A7AE, A . 44 SR T 5 58
Lic BUt BV PP 0, AT JE 3l 4l i P )2 3%

www. wjgnet.com

H-EAB RS, eBE A MR, WHLINF-«B
HEN A0 MR K AR e s DR 7 AR, e 3k 22 b 4
HiL DR [ 2 TR P2, AT W ST R WINF-x B 5 [
TS LTI 2547 5%, FHINF-k B s )
(R 338 e A B U2 R AR S, RT-PCR
ST A RAROR, 5-FUIRYT R T IR 41 fENF-«B
p65SHIFRILHG N, Tk BRIE N FE. 5 il n] 4 7f)
NF-kB p65[#Kik, FilkBRIRIE. Kk, 74
FES-FUMST IR, BB 20 b 259007, AT R
NF-xB¥, s R 7 (3%, A7 B T304 JH- 410 i A
YT 2, B m AL BT BIRCR.

FWFFR P, NF-B# 5% BH 7 ] 5
TSP Bel-xFBSI-1. R SRFER 52 f4AH
2R [AF-(tumor necrosis factor receptor-associated fac-
tor, TRAF). TAPAFZ M TR ¥ (19234, NF-
wBH SR Rl JR 1 2 L5 I A4 iR 1 W 0. 7
AHIEGT R BATTE 25 73 M s S ot i 140
[AIBcl-2F1 F MEAH L AtgS Beclinl FRiA )52
Wi, &5 SRR, WS IAIT A, 5-FUBKE & S0
TBIT A, Bel-2K I8 R %, Atg5HiBeclinl mRNA
LB RFEWT S, 5RS-FURT AL, 25
HAT @M. DI, RATHED 2 hn] GE T L 40
HINF-k BEE SRR 7, I T3 5L KB o 1-2. 71
i WL R A tgS B eclin (134 34 i {3k g
IR

B2, P TR S R A A SRR T R
BYEAAAEE VIR R, AEARL T, BRE TS0
MR, T A0 AR 5-F U AR 27 06 7 U P 1Y
I, FTERTE G, F, AT Bl-2

TFANF-kB p65.
Bel-2# & ik, 1%
AT am A =,
PR35 I 4m e 6
AT BB
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G746 SLRRFAERZATS 312 33 -0.73 0.562 14 0.08
G190 HFRENERE 2480 6 115 0.547 17 0.05
G800 SR 619 23 -0.46 0.621 10 0.19
G326 BIRFARZE S 580 28 -0.50 0.415 23 -0.20
G083 VA INERAS 246 37 -0.79 0.361 31 -0.31
G419 INIMEREHE 585 26 -0.49 0.410 25 -0.21
G260 JDBEZRTS 563 29 -0.52 0.406 26 -0.22
G610 RIRRS 268 35 -0.77 0.366 30 -0.30
G234 PEIAKE RS 934 15 -0.19 0.557 16 0.07
G267 PEEAARIZG 2309 7 1.00 0.487 20 -0.06
G211 PEFERRERS 1567 11 0.36 0.570 13 0.10
G380 PELMERS 256 36 -0.78 0.225 37 -0.57
G203 PEIVFRESIVEEERE 657 21 -0.43 0.562 14 0.08
G633 PEMEEL 680 19 -0.41 0.546 18 0.05
G119 PEBINRE 694 18 -0.40 0.406 26 -0.22
G231 RIS 3283 4 1.84 1.119 2 1.15
G235 PHESMERS 1168 14 0.01 0.730 8 0.40
G639 PEEFELIHRERRAG 166 38 -0.86 0.207 38 -0.60
G876 P F VNI ERAE 588 24 -0.49 0.442 21 -0.15
G155 PHEAR I GBI 1612 10 0.40 0.897 5 0.73
G156 PHEARIZAS 3484 3 2.02 0.788 7 0.52
G161 PHES RS 1643 9 0.42 1.068 3 1.05
G285 HEBIENERS 1314 13 0.14 0.578 12 0.11
G168 TG 2571 5 1.23 1.025 4 0.97
G892 NS 494 30 -0.57 0.657 9 0.26
G170 eI IMBHEFE 4186 2 2.63 1.375 1 1.64
G172 PLEMRZRE 1501 12 0.30 0.489 19 -0.06
e 1154 0.520

Bl EEUEimE2009F kR (PEMNBFIHSHHRS ) (IVR). RIERASER DM, 177-178.
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Abstract

AIM: To compare the accuracy of model for
end-stage liver disease (MELD) to serum so-
dium (SNa) ratio (MESO) with MELD score and
modified Child-Turcotte-Pugh (CTP) score for
predicting the short-term survival of cirrhotic
patients.

METHODS: The data for 256 patients with cir-
rhosis were analyzed using a cohort method.

The patients were graded based on MELD score
into two groups (MELD < 17 and MELD > 17).
The area under the receiver operating charac-
teristic curve (AUC) was used to compare the
predictive accuracy of MESO index, MELD score
and modified CTP score.

RESULTS: Overall, MESO index and MELD
score were significantly better than CTP score
in predicting the risk of mortality at 1 mo (0.866
and 0.819 vs 0.722, both P < 0.01) and 3 mo (0.875
and 0.820 vs 0.721, both P < 0.01). In the low-
MELD group, the AUC of MESO index and
CTP was significantly higher than that of MELD
score at 1 mo and 3 mo (0.758, 0.759; 0.754, 0.732
vs 0.608, 0.611, all P < 0.01). However, in the
high-MELD group, the AUC of MESO index and
MELD score was higher than that of CTP score
at 1 mo and 3 mo though there were no signifi-
cant differences (0.762, 0.779; 0.737, 0.773 vs 0.710,
0.752, all P > 0.05).

CONCLUSION: MESO index is superior to
MELD score and modified CTP score in the
prediction of the short-term survival of patients
with cirrhosis.

Key Words: Cirrhosis; Child-Turcotte-Pugh; Model
for end-stage liver disease; Model for end-stage
liver disease to serum sodium ratio

Lv XH, Chen YS, Liu HB, Wang BY, Sun M], Song M.
Validation of model for end-stage liver disease score to
serum sodium ratio index as a prognostic predictor in pa-
tients with cirrhosis. Shijie Huaren Xiaohua Zazhi 2010;
18(29): 3084-3088
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g5 8- fm & 21 mo&3 mo W #9558 % MESO
EZMELDW 2% TCTP# 4 (1 mo: 0.866,
0.819 vs 0.722; 3 mo: 0.875, 0.820 vs 0.721, 3
P<0.01); Z/AMELD#8, MESOACTP®A ZAL
FMELD##%, £5F % %(0.758, 0.759; 0.754,
0.732 vs 0.608, 0.611; P<0.01). & 72 5 MELD
28, MESOZMELD# TCTP## 4, 124 8 2
% 73(0.762, 0.779; 0.737, 0.773 vs 0.710, 0.752,
P>0.05).

518 MESO#4 A %4, W T R 8% /& T MELD
K 7F 4l (sNa), J 3k ARAZ BT AR AL 8. 4 TS
TRE 4L 1L TMELDACTP#E S R 4.

F4213: FFREL; Child-Pugh%h4%; &R EHFFmE
B ZOREA R R 5 I 540 HL B

BtE, FREID, L0, FRIT, JIBRZE, REL MELDSIIE
AELEN R BB TG ENTG. BRENERE 2010;
18(29): 3084-3088
http://www.wjgnet.com/1009-3079/18/3084.asp
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JACEE S AL B P e AN, o AR
PE P53 BUAE I L R 2 — . ] PE AL 2R AR
2 S0 A8 e 28 1 0 A7 7 R TS, Ak
2 H B T VR 7k, ARAS [R) J7 V0 R
T (0 P00 66 7 A At H oK 2 B
“ KM ChildfTurcotte T- 196442 Hi ) Child-
Turcotted 2% 2 19724 Pugh Xt HAS Sui T B i
Child-Pughsy 2, LAVFANIFRE AL & 25 11T 2 e il
%y FARMKESE LK TS . Child-Pugh432K(Child-
Turcotte-Pugh, CTP)LIHLL 2. FHEEE . Bl
Pty I 1) MK BT T s A A PR 4R AR, R
TEAEAR 22 R BRI an JLPE O i A I M 9 % iR
IRV IR 30 5, i HL 2R AR S0 A A 26
(1) — AN B R B 26 1E, CTPEIARH
e IhfE”). Malinchoc2EWF5¢ il CTPSE &
' Dy A 1w ST R A U e R 1 T AR
{3, BRI T (model for end-stage liver
disease, MELD) & 7E20004EMalinchocf1Kamath
FEH I —ASH PR B8, S5 )2 FH k) I
fifi Ab i 28 SR KT P T W5 R (transjugular
intrahepatic portosystemic shunt, TIPS)/{] % #i T
Je, 2002404 56 B 4 [E 25 B 75 Be DA 99 4% 1E 2
FI5E 4 I B FE AR ifE. MELDVE 2 RGER
FHIIE IR LT 28 . VLR o o 56 i s 8] %) 1] s
A LE AR R R R 2 B3 AT B A i, A
HZHCRM, M BATE DhReAE b & s
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[ — AT R 2, A7 AR T CTPZ ™. {1
MELDH HAEZAb, et 2% 50t s HHAdAL ]
Jok v Hs B I A RE WIR K . i e s P A
Jd 55 65 MEE L D[ 40 e Ty fi 06 W Wl 5wy, HLLL I
I S o 0] B IR AR A g ol LB by, AT
REAEZE T 22 o0 5 S I SE B il E A — 3. 18
K THAEAL 1) F2 23R T, K B8 AR A (KB
MAE, W50 BN ML 5 20 T3 DA G, JF
VE S A F8 2 T 1 kST S B DR 710, [ i
ML 89 (serum sodium, sNa)7ZK V- H A5 20 5,
VU AL LA FH R MESOTVE Sy
(MELD5sNatt{d), H T PFAh A4 825 1)
JaT AR H RS D, BATTE AE UBMESO
MELD J CTPXf JACEE WAL 2 48 9 FilUm
RPEAL HE ).

1 RIS
1.1 A oA v ] e AR K 2 B I8 5 — B 522003 -
20053 i ¥y B A7 56 2 B b} i 2 AR 42 S TRt 4, 8
2561, H20141, L5541, FEE31-728 . 2k
PRUERT & AR R I R R B AR A B R 1R 2 Ry
A BRANG IR . B A4, TIPSR
Jo M BUMRIR T I . A BV 423 mo.
12 7%
1.2.1 FRARMLES: WA FE 8 1 B e 1 1 IR S0 A
riebs, B AEA. BHL R UUEF. i
PifE iR T B i g it T ) ] o b fE A LU AR (im-
ternational normalized ratio, INR) M sNaZ%%.
1.2.2 MELD##4% . MESOi#%% %CTP: MELD#¥
43 = 3.78 X loge(IHZL 25)+11.2 X loge (INR)+9.57
X loge(WLET)+6.43""; MESO#5% = (MELDi-%>
/sNa)X 107, CTPLAHL 2. A A, Kl i)
IFIA) S K RV I A A PR T b, o B
Y HA. By C3%%.

B2 Ab 3R N HISPSS13.048 tH A kT 48
W 2E M. MHROCHIZ VP CTP. MELD &
MESO 3FPFo ikl ae ). fHEROC 28
{10 RS AR S e s 3R 2R tof 2R AR 2 B
T4k R 1 A3 mo = A7 R T 1 e A s A
FPearson'stH &7 AT i B 14T 20 M. P<0.051A
N ERA G EE XL

2 BR

2.1 B RAFAE 2560 E T, H20141
(78.5%), &5561(21.5%), “FHJERS4.3% . T
I R, 157(61.3%) HB VI, 39(15.2%)
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Wi £8E A 1.0— B 1.0 C 1.0
Botta % ik A =
MELDi‘FéJ\;’E‘i‘F'ﬁI\ 08* 087 77777 J_:' I 087
BR o AT AR AL B B 0.6 . | - 0.6
A M AE R 4 i
2 A 0 |F b ! ~ ~ MELD<17 %
REIF T k. 2 # 0.4 0.4/ = MESO 0.4*
LA—ENFRE g ) - — — MELD
o - . — 0.2
M3 5 MELD#9 3% 0.2 ﬁj ,,,,,,,,, CTP
FPAE A R . 0.0 00t 0.0 —
0. 0.0 0.2 00 02 04 06 0.8 1.0
1—RF5RE
D 1.0— E 1.0 F 1.0—
0.8— 0.8— 0.8
N 0.6— @(0.6* M0.6*
0.4+ 0.4* ;x’r Lo 0.4*
0.2 0.2—;" 0.2 |
0.0 \ \ \ \ 00— \ \ \ 0.0 \
0.0 0.2 04 06 08 1.0 0.0 0.2 04 06 08 1.0 0.0 0.2 O.
1R 1R
1 MELD, MESORCTPIZMEE 15153 molIROCHHT. A: T B (1 mo); B: MELD<17(1 mo); C: MELD>17(1 mo); D:

JPE B2 (3 mo); E: MELD<X17(3 mo); F: MELD>17(3 mo).

HHC VG K K A2 43%, R AA i 5E
(<130 mEq/L)""R X H32%. CTP A% EH
759(23.1%), CTP B 1191(35.5%), CTP C%
106(41.4%). MELD XMESO%34 15.1+6.3 %
1.1£0.5. JET- 4B & sNafi K TAEF4(126.9+
7.2 vs 136.6+7.7, P<0.001, %1).

2.2 }WEMELD, MESOZACTPI AF A2 1L & % 1
%3 most - Fag I AL A N FHROCHIZE S BT
MELD. MESO K CTP % % Tl J A 42 Wi 4k,
BE 13 moN IR AR (1, #2). 7] LMESO
JMMELDW AR FCTP/44(1 mo AUC: 0.866,
0.819 vs 0.722; 3 mo AUC: 0.875, 0.820 vs 0.721);
A{EMELD#4], MESO X CTPW] 24t FMELD
P2 (AUC: 0.758, 0.759; 0.754, 0.732 vs 0.608,
0.611, P<0.001); XM {EHMELDZ], MESO A&
MELDAEFCTPSr 24 (AUC: 0.762, 0.779; 0.737,
0.773 vs 0.710, 0.752, P>0.05).

2.3 & HIAMELDA % 4 69 I RAFAE JET-4
HHAMESOIR%, MELDV-4), CTPYF 4 i T 447
H(P<0.01); SET-2H 34 sNaflk T A A7 41.(P<0.01);
T4, {KMELD & # sNafk T mMEL D41
(1243454 vs 128.6+7.2, P<0.01, %3).

3 1E

NATTRE A ST RE AL B85 70U VAN T3 7 ) oF
i R—BEAEG . RECTPAMELD V4
F G T A A S TS PR, E LR R
PEH &5 Wik AT IUR WIsNa 'ty AL 35 1)

[IBERAFE HE
FHR(=) 54.3+11.5(31-72)
SB/Ln) 201/55
BERN)
HBV/HCV/ii¥s/El 157/39/24/36
fE7Kn (%)
BT 110/146(43/57)
CTPA%n)
ClassA/B/C 59/91/106
INR 1.6+0.6(1.0-5.2)
MELD(%) 15.1 + 6.3(5.8-36.6)
MESO(4)) 1.1+0.5(0.4-3.2)
sNa(mEg/L) 134.3 +7.8(120-149)
bl 126.9 +7.2(120-145)°
=548 136.6 +7.7(126-149)

°P<0.01 vs 15548.

BT A e, ST TMELD M 7 5 K A1~
MESOVE4) 454 T MELD 5 sNax 1 A T
PEAG IO A, (B 0 IR A 26 2 T DA 4R 1
AT 5 [ 53 B T 256481 2 AR A 30 T
BB 13 mo TS, N HIROCHIZL Lk
¥ MESO, MELD 2 CTP 3% 50 5 G0 %505 Tl
Ja VPl BE 7). 45 3R H], MELD#] AL T-CTP
ek, MIMESOVE4r 3 — 2242/ T MELDX T
PGP AUCHE. Mk, MESO AXMELD(OLH:
MESO) ¥ &AL T-CTP /3 2.
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Sl 1mo 3 mo
ARG BURM%) BERM%) RERFRE AUC 95%Cl BRRIME(%) BRME%) RERFE AUC  95%Cl
MESO 83.6 80.5 1.21  0.866 0.812-0.921 83.9 85.0 1.23  0.875 0.823-0.927
MELD  72.1 83.1 17.0 0.819 0.753-0.885  71.1 87.2 175 0.820 0.756-0.884
CTP 68.9 69.2 9.5 0.722 0.692-0.752  67.1 69.4 95  0.721 0.689-0.753
e MELD<17 MELD>17

b7qm ==l AE b7 475 AR
AU 24 159 52 21
FH(S) 52.7+12.2 53.4+11.6 0.716 56.8+10.7 54.4+10.3 0.357
FB/Zn) 20/4 123/36 0.359 4111 17/4 0.558
BE7K n(%) 19(79.2) 39(24.5) <0.001 46(88.5) 6(28.6) <0.001
CTP A/B/C(%) 16.7/12.5/70.8 26.4/44/29.6  <0.01 11.5/23.1/65.4  33.3/28.6/38.1 0.015
MELD(4) 12.4+£27 11.6+2.6 0.026 245+5.1 206+3.3 0.002
MESO(%) 1.1+03 0.9+0.2 <0.001 20+05 15+0.4 0.001
sNa(mEqy/L) 1243 +£5.4° 137.2+7.3° <0.001 128.6+7.2 137.3+11.6 <0.001

°P = 0.002, °P = 0.028 vs MELD>1748.

T S UEAf VR AL R G, RATE R
W2 WIKMELD(MELD<17) ./ FiMELD
(MELD>17). 1R 2&, FATKMAEICMELD
20, MESOMCTPIMAUCH T'MELDiF4), BliX
HEHMESO M CTPHt FMELD. Huo%s"Hf5¢
0, W JHFA A 1) O RCE B IR, T i s A
Ak &R A, 1T T MELD AN RE S e ik
fabr, R RELe 82 NV HHMELDVE 2 il fg 4
TRAG R TR T ARG, FRATIAEFUIRR W], R4
MELDX T AR 2 10 A Ak 28 25 1S VPl 19
2k, (EMELD4S £sNa(MESO)H (2 42 F6 T
MELDZ i # TG VA I AUCHH. Biggins®E 1A
HsNabj K B IPET R & PIMI 5%, TIMELD
Al SR IX S BB AP T - . Heuman2:" 5T
B AR 10 9E B I 7K 2 o JHFAsE A 26 2 10/ 1)
M7 fE R, U B IMELDA<21. H 2
sNax AL 5 2 TG VPG (R ot /1),

BAHEWF T P R IEMELDZLSET B 1
sNal] AT RMELDA, X a sl LR k-
ZOAKME L DAL A A 585 7S VEAN I, 3
MESOVE/ I FMELDVE 4. BATTMAEITER A,
JS FIMES O VY43 %of A4k £ 3 70 f VP AL, FLAgus
PEIE3183.6%, 5 PEI£3180.5%.

M2, AW L], MESOVES 248, TR
% B8 TMELD JsNa, Hoxh Je A A i i
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Abstract

AIM: To determine the expression pattern of
sonic hedgehog (SHH) signaling pathway mole-
cules and analyze their relationship with STAT3
activation in colonic tumors.

METHODS: Paraffin-embedded tissue sections
of 20 normal colon tissue specimens, 42 colonic
adenoma specimens, and 77 colonic adenoma
adenocarcinoma specimens were used in the
study. The expression of SHH, GLI1, PTCHI,
HHIP and P-STATS3 in these specimens was
detected by immunohistochemistry. The cor-
relation of the expression of HH molecules with
clinicopathological parameters and P-STAT3
expression was then evaluated.
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RESULTS: All the SHH signaling pathway
molecules examined were overexpressed in
colonic adenomas and adenocarcinomas when
compared with normal colon tissue (95.2% and
75.3% wvs 0.0%, both P < 0.05; 66.7% and 84.4%
vs 0.0%, both P < 0.05; 23.8% and 58.4% vs 0.0%,
both P < 0.05; 42.9% and 36.4% vs 25.0%, both P
< 0.05). SHH and GLI1 expression was correlat-
ed with tumor grade (both P < 0.05). There was
a significant correlation between SHH and GLI1
expression in colonic adenomas and adenocar-
cinomas (r = 0.498, P < 0.01). Overexpression of
activated STAT3 (P-STAT3) was significantly
correlated with SHH and GLI1 expression in
colonic adenocarcinomas (r = 0.525, P < 0.01; r =
0,637, P < 0.01).

CONCLUSION: SHH signaling pathway may
play a role in the progression of colonic tumors.
The finding that SHH overexpression is corre-
lated with STAT3 activation in colonic tumors
indicates that there may be a synergetic effect
between the two signaling pathways.

Key Words: Sonic hedgehog pathway; STAT3; Co-
lonic tumor
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Abstract

Patients with inflammatory bowel disease (IBD)
have an increased risk of developing intestinal
epithelial dysplasia and colorectal cancer (CRC).
The risk of CRC in patients with ulcerative coli-
tis is equivalent to that in patients with Crohn’
s disease. Risk factors for the carcinogenesis
of CRC among IBD patients include the extent
and duration of disease, increased severity of
inflammation, and coexisting primary sclerosing
cholangitis (PSC). The neoplastic transformation
in IBD is thought to occur in the inflammation-
dysplasia-carcinoma sequence. Colonoscopic
surveillance with random biopsies remains
the major way to detect early dysplasia. When
dysplasia is found, proctocolectomy should be
considered for these patients. After 8-10 years
of the disease, patients should begin to undergo
surveillance colonoscopy to detect dysplasia and
CRC. New endoscopic and molecular screen-

www. wjgnet.com

ing approaches may further facilitate dysplasia
surveillance and provide deep understanding of
IBD-associated neoplastic transformation.

Key Words: Inflammatory bowel disease; Dyspla-
sia; Cancerization; Colonoscopic surveillance
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AN BT 5E [F] INHE & BLCD 2% & A= CRCIE [ i
FHE(RR = 2.64), S5UCKECRCIIERAH Y.
20064FCanavan®4P ) —IiMetasy #7145 Sl 2
JNCDEEH CRC R A X fE B 1 hn2.54%, 457
CDE 3 CRCIE G ¥ =ik 4.56%. CDEFIRFE104F
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Abstract

The abnormal expression of defensins seems
to be a critical factor for the pathogenesis of in-
flammatory bowel disease (IBD). In addition to
directly eradicating or killing pathogenic micro-
organisms, defensins can modulate or amplify
adaptive immune responses under biological
stress. The abnormal expression of defensins dis-
turbs the initiation of adaptive immunity, ampli-
fies intestinal inflammation and thereby acceler-
ates the development of IBD. In this paper, we
review the role of defensins in the pathogenesis
of IBD.

Key Words: Defensin; Inflammatory bowel disease;
Innate immunity; Paneth cell; Animal model
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Abstract

Inflammatory bowel disease (IBD) is an autoim-
mune-like disorder characterized by chronic, id-
iopathic inflammation of the intestinal mucosa.
Ulcerative colitis and Crohn's disease are known
as the two forms of IBD. Although the etiology
of IBD is still unclear, many experimental and
clinical observations suggest the involvement
of environmental, hereditary and immunologi-
cal factors in the pathogenesis of IBD. Recent
studies have showed that IBD is associated with
immunologic dysfunction. Toll-like receptors
(TLR) are pathogen pattern recognition recep-
tors expressed by immune and nonimmune cells
in the intestinal mucosa that play a central role
in the initiation of innate immune responses and
subsequent adaptive immune responses to mi-
crobial pathogens. In recent years there has been
rapid progress in our understanding of the role
of positive regulation of TLR signaling in the

www. wjgnet.com

pathogenesis of IBD. However, the role of nega-
tive regulators of TLR signaling in this process
remains unclear and will therefore be summa-
rized in this paper.

Key Words: Toll-like receptor; Negative regulation;
Inflammatory bowel disease
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fik L

X g M M J% (inflammatory bowel disease, IBD)
S —Fh % B K BA 69 B8 AE A I KO, &
FERBHELE X Ao T B, Him B B R AL
BB RRAH, BATIAH RS, 4, %
B E LRI T, P B0k hak T ALk
NARAEEZRHZ—. TollHEL /R (TLR)Z—
Fr T L0 I RAE X RA AR, BB EA B
Y EEEZMR, FREEAA BIFEAIRTE
IR G FE, AN A KR AR 1], A
ATLRIZ 5 EIBDiE £ % P ey EEAER &
WA, A2 R TLRAZ 5 4369 itk iA Y B
FEIBDA J& P AER 9 #F 7 A 4RiE . ALt
TLREAA LR, & FBHEL G AT R
FAEIBD ¥ 69 4E AVE— 4734

KEEIT: TollBE 3244 FiMEiR T, SLEH MR

BIE8, FREEE. TLR/IL-1ESBEOAIMNEER S EIEEDR
PEIWER. HREAEIAE 2010; 18(29): 3107-3113
http://www.wjgnet.com/1009-3079/18/3107 .asp

0315

T AF K Toll #5248 (Toll like receptor, TLR){E 5 1E
FIEVE %97 (informatory bowel disease, IBD)Ji%iE
FAEP I IEPEAEFH 24 Z 0T, (A TLRIE 5
e 5 B AP Y T DR AR TB DA H AR B 5
DHIRIE. ASCMTLRE G S SRR A 500 it
J AR R FAEIBD A I FVE— 458

1 Tolli¥SHEK
TLRAE F SCAE R AL ol vty 22 (195 S Ao

¥4 %4

¥ 5% P 15 9% (IBD)
9 57 B Fo K IR AL
H OB AR RAE,
& #ATLR/IL-1
15 5l 9T
FERFFO L
HEEER B AL
PRELMER, R
# TLR/IL-14% %
L B E
A ARHLH B AT R
. EFHEALT,
BN G
% ERW KR ¥
S TLR i M o
F, T AT TLRAF
A~F 0915 5l 5%
o I & Feo b F it
A7 89 R %1
¥z, A ZOETLR
155, i L 5% ey
S E R

| ToRsR R ®
kAT, a3,
¥ EA KR E
FWEERFH
T E R AL R
B PT
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WA B A % IR 2 M (pathogen pattern recognition recep-  (c-jun N-terminal kinase, INK)~ #il [fR /M5 55 1 5

TLR/IL-145 % it
FE¥EALIBDY
K Jm WA BAE
JA, o) i 4R 6
ZAAERL T H R
(5T EHE. 8
# RTLR/IL-14%
A% fiA
M, A2 R 3T 5
MR 8 % A
BB R A B
TLR/IL-14% 5 i
89 5P R R A
H ¥ AIBD# &
TR S 694
G T e, A
1 B IBD #) & %
AU BlE R E T

tors, PRR), HAFC4RIMI3F, & 1 Aps
JBEE A, 1A R S e TR P A SR
s, B EATAE VUM ECAA I ZIRE, LA X ) Toll/IL-
IR(TIR) &k dak, A7 180400 i N 15 5 e K Dh .
1.1 TLR# Besk % 4 A TLRMI A Sl
BRI A ) 2, R TLRIRIER ) 2, HE
I LEFCAl 32 AR (1 KF i TLR2 3 B30 A5 Tl
Loy iy LA, HRCAR A )iz, AFE IR &
SINNFEZ /N1 A N AN E 2 N RS
M4, TLR3ZENIGRABR IR ik, RN TS
S FHdsRNA; TLRAFZEAFAE T Lo L 40
A1 AL A0 B R R, R B TL R4S
rak, LRk 2R B Z Bi(lipopolysaccha-
ride, LPS)THIZEIRA, HUMB MR R Wi
PERC AR vE 82 16055, TLRSAFAAETAM I
A0 LR b, BRI EE A TLR6
FEA TSk b, FE TR MR
B8 2 fitirp, W] 5 TLR2 W A A5 F 00 ik 2 bl
(peptidoglycan, PGN)4> T FIEEREZ B, TLR7
FMTLREVUIIG 7> T H'ssRNAs; TLRO P
M AR EFDNAHF CpGREF N T A
CpGHIZ TR (CpG oligodeoxy-nucleotides, CpG
ODN); TLRITATLR SR B b, 32 B35 Tl
IRARGE.

1.2 TLRA-F#945 5 #F TLRIH S A 7>
FHi (pathogen-associated molecular pattern,
PAMP)J5, JH3)— RAI AN RIS S5k, 5%
H I PSR IS, (HEEADTLR PRI FEE 45
HHR AR E A EA S AE ST
ek, MR HCK ) T IOAR], TLR(G T4 3 1%
SN Ak IELE, B E BEAE 731 K 1-88(myeloid
differentiation factor 88, MyD8&8)#K i flIMyD88
FEfHIRE, HFTLRIL 24 4. 5. 64 7+ 8.
9 My D8 {7 5 1l %, M TLR3AMyD88E
MO ‘5 M %, TLRAMZ H iy CAnHE— 1 Re
T My D8SHAGUFH AR I 45 175 5 20 1% 1) 52 4.
My DS 1t ik 1% 1= B2 My D88 i FLTIR &
P 5 TLRZ AR TIR S M 2 4, 1 HAe T
ZE R4 (death domain, DD)FE4E 4l i/ 2 152 4K
IS BFI(IL-1 receptor-associated kinase, IRAK)
SN ESHRIEEY. GE YR E5E
FEIEAR T U7 0 bR SR AL R - S AR AT 5K AL 1- 6 (tu-
mor necrosis factor receptor-associated factor 6,
TRAF6), iHLIITRAF6HEN 51 W 5 AN [F i 12
M o8 T — 2 BHip38. c-Jung K iy

V4 (extracellular signal-regulated kinase, ERK)
R 43 2 JE iR AL 8 A (mitogen-activated
protein kinase, MAPK)5 51l #; 5 — 4 &Rel 5K
JERIINF-kBfF Sl %, 850 — R0 1 el
JOAE SN My D88 FEH K B 4 1(MyD8S8-
adapter-like, MAL), 5K 41075 14825 A [ Toll-
H A2 152 4K3(TIR domain-containing adaptor
protein, TIRAP), Cifi & TIRIJHEX, 5 MyD88
ANA], HENu i HOGAE T 45 . MALYE —J&
BN K 2 My D88 AR MO M A7 5 3 1 42 Sk 2R
H, H % Yamamoto®5 W57 iF SEMALYEMyD88
WAGEAT il R AR R, mJFIEMyD88
IRk . FriE R IMALE
TRAF6H H A Al /- FNF-x B 5 p65 (1) 22
AIRBER AL, 5 R B 05 T AENF-x BI
AT, My D88 H g 128 1 22 4 TIR AU
5 R S BT A3 B(TIR domain-containing
adaptor-inducing IFN-B, TRIF){#fithig 1%, i@
T TANK &5 430 1 (TANK-binding kinase-1,
TBK). T4 15 F(interferon regulatory
factor, IRF)2% 5 | EENF-kB X MAPKAS 5 3 14 134
S AT 9 S A ) T AN [ ) Sk o P
S 2 45 5 B R BOE, AT ORIE T RR %
P2 0TI i AR 1) R 1 25

2 TIR/IL-VESBBI AR

TLRAE 5 38 2 IR0 o] 5 P AR o 1) e e 2%,
TR TR B ik A= ) Ik e B 23400, (H2
Tk B8R P 28 B AR 23 A SR AN R S e, A Py
BRI A5 R pOR S, Ik, TLR/IL-1
15 5 108 B TRV A 0 20052 1 P R AL IE
BUT, S A M N A7 AE 2 2 KA [FHE A TLR
Gk o1, AT TLR AT S 1045 5 30 5% 16 T
J& FOAR AT RG0S ) YR A, IG I IETLR
1545, G 0 1) G e SN JLIRFE LI AR 48 A
P KBORT 43 2y RS2 AR 4, 40 i o 9 1
SRR, LR N SR S AR ) Sk
W B I i 9 A2 AR (WSTGIRR ST2LAN
RP105), Al A2 A(MsTLR2. sTLR4. sCD14
FIsST2), 4t PR~ FHHC A4 U 42 (4 T L R A4 A
Th2 40 i A7) SR S B M 5 R AR A% (1) i 42 e Tl
Sk AN [R] (A A 5% ) 22 AN 20 BRGE B AT
LS AN P BREE TL- 14125 32 & (single im-
munoglobulin IL-1-related receptor, GIRR). 5%
% % 42 Jy )| (leucine-rich repeats, LRR). %1
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BEO RIS B AL A5 #8582 (nucleotide-binding oligo-
merization domain, NOD2). IL-152{KAH P4
(IL-1 receptor-associated kinase, IRAK). 4l fi[Hl
T5 T HHIY) (suppressor of cytokine signaling,
SOCS). TGF-B-IEL I #E1(TGF-B-activated
kinase 1, TAK1). TIRAP. TRAF6. f&i%ES
IEN-BH 5K 1 Toll/IL-1 52 AR5 (Toll/IL-1 recep-
tor domain-containing adaptor inducing IFN-p,
TRIF)&59,

3 TW/IL-1ESEBRIEETHES 518D

J¥ b K AT LR/TL- 1A 38 S8 9 10 g 2 Dt A
WNAR FNYERE I b R e RGEASAS S H 5 s
SRR R E AR Y. i L S A
R (R FL A RR i W P ) A L P SRR, 1F
N LA R LU P ST 52, IR 52 1 11
BLdl ARG 2, HArA) 5 TLR/IL- 145 5 il 2%
(AT 5 AR, TLR/IL-145 5 8 ik i
AR R R R AR S o TN 7B ENo
PRI 2R 251 52, AT Al 5 7 3 98 ik I A HL 8
1R, FEUBDIR A HEAT W, TLR/IL-115 %
I K T P YO A TB DR 1) FE AL PRk,
TLR/L- 115 5 T R0 A 00 20 52 21713 FA) 42 71
MTAFEA, T TLR/IL- 15 5 38 8 (1 47 1 5 ok
2 B ATTI SGTE, AATIIR 5 S5 IB DIV A i %
VILEES

3.1 NOD251BD NOD2 . # HCARD15(caspase
recruitment domain-containing protein 15), &&—F}
J 5 1, NOD2JE Iz T-16q12, H1CHEILRRIX
B N 24NCARDX K P a] ( IAMZ T IR 45 &
[X (nucleotide binding domain, NBD)4 Ji¢. NOD2
AT TLRAE 518 . NOD2£8 HL e 4 fifu
It — ik (muramyl dipeptide, MDP)#H3 5, 181t 1
PENF-k BIV Ac-Relf{) 2L kM HINF-« BIFIE AL,
M R ETLR2EE S M TH e s, A, 24
NOD2GRKAGHL T, IR WE el flE 2 45 EINF-xB
WA A, Ak B0 Mo R AR A, B
S8055 % B (Crohn's disease, CD)!'™", JT4E
TR W], NOD2JE K 2 25 M2 C DI by B .
Watanabe5!" il i 5fC ARD15-/-/) §UF7T & B,
NOD2f5 5 gt TLR2A 3 [N F-« B B,
JEHENF-«BIfRel-cMEEE 1. 1fif H., NOD2
HREERCDIFCARDIS S AT I 7 TLR2Ay
FIINF-kB-c-Rel 0% A& TH1 %)% [ Y. Strob-
er®FIEHFFINOD2 584 5 CD 5y I ML I K
PINOD2# H A AAMD PGS J5 1 % TL R

www.wjgnet.com

AN, T 4N O D26k = 1] 5t 23 14 5 46 T LRI
(1) [ 82, FENOD2# KL K/ B B TN OD2 D g1
5, SIS )T LR A 5 IR S5 56 1P &5
¥ 98 TR 52 . Al AT AR AT 5 04 2 I PN O D2 i A
TR0 ) 3 A ETL RS 5407 A T IRF4
(774, S TL RS &N, NOD2J
PRMD P RJ 3E 5 /) U™ AR TR F4 G T 7 52 56
PESE %, R, NOD23k K £ &1 5 C DI 5 J
PR TNOD2 M ZRAL AR T 1IE % I iE X TLR
SN PR TR AR, AT S 30T 0 I B
PIANTI 52, 5 S I B2 1) H5 E J W R702W
G908RA11007fsins C N OD2#I34NH WL I 548
A&, HINOD24 B I AL 183%. LA~ h ik
TR AE, HIR702W/G90SR & I/ H e, 75—
ANE30204% T 18 (1) 1141 St 7 Ab 4 N 1 Jia s g
(3020insC), 11007255 1 FE2AME IR 5 58
A7 10 MLRRIX KA Leul 007Pro%a g o ik,
LA BT, R AR R33N
KR, FEINF-«BIFE Ik FRAR, 15 300 738 48 g
W A G RN RS, IRAT I g RO
BoE, FECDRAE. UL EEE N 11N NOD2 ALK
AR, CDA IR FE B PR 24, >4 R B4
H2ANOD2HE K 5 A5 M, CDAR I I fa 6 MK
B4 IN20-401%. BLAR FRILS A vy B X A B
BN, HAE T B AR me R T
B 1 AEPORIESY k BEN O D23 B (1 P268S A% 1
R 2 A ] B [E NCDAEOG, I H 5 CDI
IRFFIEA — e KRB, 5 A P268SH) & LRl Rr
TN RIS <20 . it I . 3 A8 A 7F
[l i, EL35 DR 9 e o s o 5 380 98 BEL v 5
RIGIT, $e/RNOD2KEF 548 v] i vk 2 CD I I
PRFAE.

3.2 IRAK-M5IBD IRAKZ 2 TLRAS il i
TEEMNES 1. Hil, CKMANMIRAKEK
B b, TR AK-1HITR AK-4 A Bk,
IRAK-2FITRAK-MIJC 3 i P, i ik 5 A I
IRAK-MZ: 5 (i PE I TLRAG 5l . 514
IRAKZ R 1 —FE, IRAK-M &3 148 Jk i 1)
BET-EE R 1S RO PR B DX Sk AT AN R A
i AU P 22 T o DX 3. 5 LA B AN TR )
&, IRAK-MANAE A%/ G4 g 235, TRAK-M
F L W R R B AL TR AK-15{ IR AK-4 5
MyDS88/i# 5, FLISIRAKI-TRAF6E &I KK,
P X NF-« BIE, X TLR s 5 ik
G VE IR, Deng PR B, EIRAK-MJE
DRIk = /N B SR SN I 35 1 5, TNF-o 55 20T

Wi £ E
HERIPFHRA
HNOD2 A B
P268S A7 ¥ %
AHRTHS ¢ E
ACDAR XA, FH
5 CD# s RAFAE
H— R,
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miAEE YA T KR IA, NF-x BRIMAPKIEIE N,  #I3EHRY. SuzukiZEP W5t R HF59D-JABSE

#8 B TLR/IL-14%
53l B0 PR
ERFEXENR
W gmF AR R, A
2 AHIBDH 4 7 3%
BEAT 69 08 9T Bk
IR 4.

FERIRAK-MIFGZ 5 RAE [ WV 3 5 FITLRAS
SISO OC, WU TIRAK-MATLRIE 5
T % ¥ G V1 1 . Takebayashi %78 Toi 5+
P49 J5 4R (specific pathogen free, SPF)/)N il 4l 12
i 52 45528 v R B, i vk T 40 S SPF /) BTk
EL 40 PR /N i 1D R0 B B 2 o TR N B, 3R
[ Jts P A1 B AR AEAE (L RE TR B AT A8, 45352
2+ 354 FLPS, SPE/N RUTHE T 40 i 78 /)
J¥ (0 6 B 5 T R /N BTS2 31, IR PERE A TR AK-M
MTGF-BIIE FR, $7n 7R Tk a0 i i) 524k
ERE, f g TLPSIE S AN # N 52 ] fig 5
IRAK-MAITGF-B5 5%, IRAK-M )L Z K523 5%F
J 3 B O L 52, 7 AR JORE O TR AK-Mf
BN TP T TIRE B 5, Peyer'stE itk .45
K HILE R 0, 41282 5 IR R E
KRR, RINK 2 TE A% 40 Bm e A ol 35 9
TR AK-M7E i 45 38 5 Pl 5 — e i /E S
Weersma25 Y576 B RfEUC R HNOD2 A
IRAK-MAH H 20, ZENOD2%4% 4, IRAK-M
(7= A 24, — & 3LmIVE R, S0 i i 40
HUEEHTN

3.3 SOCS5IBD SOCS & 2Kl 4 g Al -175 3™
A 4 TAK (janus tyrosine kinases)/4% sk i 46 Kl 1
(signal transducers and activators of the transcrip-
tion, STAT)fF 518 B 6 3 55 1 Fi Ay DR 2220,
W5 R BLPSE CpGDNA Rl i ME TLR 5 5
T % M A PKGH % RIS TATIE % K% $SOCS
FikP SOCS W] [k A AMHITLRAS 5 38 %
SOCSH] L@t L F i 20| TLRA5 51 2>
(DSOCSITH] L&A NF-«BIFp65 IV #ufy, Fimid
2 FZAER R PR p6S, MIMHIHI TLR4/NF-xBfF
S QB ERTAR ST (apop-
tosis signal-regulating kinase 1, ASK1) /s {541l
MAPK/E 5; 3)IMHIIFN-BiF FITAK/STAT1i&
25 (HIMHITAK2/STATS 8 4%; (5)SOCS-1ffISH-2
X A HIR AKSE & 2 HI TLR sf5 515 308 %
FEHL. (6)SOCS3 T LIIHITRAF3. TRAF6F
TAKI(TGF-B activated kinase 1)[fJ¥0E, Xt
TLRAG 5 % S S 1 .

TLRA5 5 0 i AEIBD & g ik f rp e 45 2
IEH, SOCSTE A TLRAF 538 i () G M i 2 [
T, FEIBD R R P AR, H it
FELZ HIESOCS]. SOCS3. STATIMSTAT3
NG EIB DI R e 2ZEE R, SOCSTHI
SOCS3MHISTATIMS TAT3 [ IR 1k, M

AF/NF(SOCSTFISOCS3HH A (AT AK &5 A [X ik
KIREAE T R JGr=), SRR T
SOCSI1FISOCS3 ) IE ¥ T fig )48 it I i 58k 4l
(dextran sodium sulphate, DSS)5 S 45 4 5,
AT B A B 0 R P A% TR 1 R AR SR /N Bl B
e, YLFS9D-JABS#ERR TSOCS1FISOCS3
XTIAK/S TATIEARAL AW HIAE FH, A ke 7 58
BI™ B (1) 45 % . Horino % F 5% 1 7R SOCS-17"
AE TN RISOCS- 13 K w5 /N L& D S S5
110 45 W JRE L Y A BN U™, R I C D4
IFN-y" Ttk 40 S AR 5 TR N-y & B34 v T8
A FRLINER, TTF oxp3 i T PETIbE B 40 i 20K T
PP AN, $Eo8: SOCS-11] gl i fIHITFN-y
AL Treg K B DS S (K145 7 % KA K
Okada: P WJF 57 557 25 A6 B8 L 40 e B-au i IR
AATRIHS OC A5 5 KA L P S A i 4
Ja 7= A 98 R, AITATIBDAES ¥6 7 76 . LA L ak
FERWSOCSH TLRAE 5 M S ME 45 AT 42 1BD
FORE SN RN, W] RERCIBDYAYT TR AT

3.4 Tollip5 IBD MyD88 A1 TollAH H.4F H & 1 (Toll
interacting protein, Tollip)#IHITL-15Z /A& FINF-
) BIBOEDY, 72/ RURT A fA g b 4 iz
FikP Tollipn] LA TL R S JLAN B 5 4
HAEH], A4S TLR2FTLRS, fth 7] 4% 5TLR2
MTLRAMTIRIX 254, 8] B & w0 A
IR AKJEEE R INHITLRE 58 5. AE i EUIR
AT, Tollip5IRAK-1TE A V) 40 i TL 6%
Bk, MITEINF-« BTG, S5 A AR 45 A
J&, Tollip-IRAK-1E &R 5 2 TLR F. fi)5,
IRAK-1PRE F SRR AL T 5 52 A AR 25, 3510
IRAK-1 X n] iR Ak Tollip - # Tollip A\IRAK- 1
AR R F AR AR S IR AK-1 A &5
A TRAF6IFAR L 0] Rt 5, 7Rl
IRAK-1 4 NTRAF6_Lfif 85 ok Iz Ak br
fiff. Otte U L P SAHN il b i il g Js A - 1
0 M, 70N T LR A 98 4 B DR TR SRR T
MIRAKHNIMAPK WAL, 1M i KA I A) i
R G G L P SR Tl R R U A R BROIR S,
XA S RS b 4 e N Tollip mRN AR
HAMRIEIE N, TLRAE [ ZRIEFIIR AKREE 1L
i, I HTollipfyid BE Rk i iz b fz 4 e %
0 BRI AR 3 PRI, BRI Tollip AR AK ) B
FRAL A L B R AL AE TLRAF TLR2A S I TL RS
5 Ol TR T OCHIAE . Al bR e
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i Tollipiks R, SHEONLE HEFERm 3R A,
415 FIBDIV A .
3.5 SIGIRRE5IBD %y BRER [ HARIL- 152 AR AH
*43F(single immunoglobulin interleukin-1 re-
ceptor-related molecule, SIGIRR) & TIRIHHE F
WA B3, JRFRTIRS, JEMIAM g o e Bk 8 3,
JL P O v BE DR S TIRK, {H 5 TL-1RAH bk /> 75
M S LT EIL I Serdd THI Tyr536, A5l
NF-kBFEHALET. SIGIRR T & 34 BESMHITL-1.
IL-18FILPS FIIHNF-kB. SIGIRRHL /Nl
JORE NN EE, SHIL-TFILPSHAH, $27~SIGIRR Y
IL-1FILPSI5 5% T A M At i i R . At
ORI G T SIGIRRI E W41 L 7E 45 T LP SH
OIS 2 A IR T 10 72 AR B 3 R APY. STGIRR
(G A4 H AT AN 2, Bt —A “9I0L%Z
7 A GRS TLRAG BN MANTE 2. A
WHLR ], SIGIRRAES TLRIF 5l % 1f ) LA
FHER TIL-1R. IRAK-1FITRAF64: 4, Y4kt
e STLR44E 4, $E/RSIGIRR W] REIH T 5 X L K]
FAEFHMBITLRIE 54 35 iAW R B, S1-
GIRR A fig il i B ETLRAE 5 4% S L b it 6 75
O TR RIS AR b, T HIHITLRAS 5 4% 51
SIGIRRMTLRE L AF Tl AT “ R4
PERE2L e A RS T B TLR K 6 i 1715
DAL 7~ 42 KT ¥ s P A e B 19 98 R S 1,
I ANATT AR X 28 R (1) R IR R 2 BT IBDI
KA. Garlanda®$ ™57 & B, SIGIRRELZ /)N
BT DS S5 K 1) J T8 98 R B0 Ay B, Rl IBE 1) 98
SR R 5 R 3 30 PRI 4% ERL 7 FOAK 27 4 TR 7K
) BN, XiaoZ5  IHFST 1 R I SIGIR RAR I
/NERADS S G I bR [ 90E s NN, SR
Pl N F-ic Bi P AN4E 28 BRI F-(IL-12. TFN-y.
IL-17. IL-6. IL-1R)B RN, T i —PF
SESTGTRRELRE T /N ST DS S s 5k 114368 B sz 1 s
AR 3L AR R A AR, AT oA 2 AR BRI
STGIR R L /) B R B AR R0 /) BRI B FH 3% 11
DSSAbHH, 45 F P R I HARBLR J0E S Y, %
AR 25 A B AR 0 B (IR STG TR Rk B 214 /) BT
DSSi% FIBDIW 5 &1k, FEDS S T 145 ig 4
SIGIRRI 15 FH 2 OB T LA B ), 2
P A B B B R 4 5 R A AE TLR/IL- 147 3 1)
W P SO T AR . NaitoS U H S
FFRR IR AT AN T 449 C DN IE 55 A &0 & 1 # A% 40
HEAELPSHIBT G 2 I ImRN A LKA, KIN
7ECD & # SIGIRRFE A AEL SPRIH AT 5 ¥ T
N, I HAELP SRS W35 T 0. 42
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JRAECD S A1 ) L A% 40 il P SIGIR R A& TE %2
I, T L S PRI S0 T AR KA. Xk —
JPUESE T SIGIRRATES L TIBDRYEUN. It
SIGIRR 1] & SEIBDIA YT (198 A HE 5.

4

TLRsIX —#L AR FIIPRRAEHS | 2 IRAMZ AN
AR R SR A 4, e A s i A K il BE GG /EIBD
(R R Hh S A i A R AR 1 52 400 7
Y T (0, TR TLR/IL- 15 5l gk 1)
AR TR 8 el I VO ( EIP T =071 R |
TV ZHLHII AT 2. BEE X TLRsHEFTMA
WriR N, AHAE TLR/IL-145 5 % 58 R A W
WI, & 5 2 ST R B, O IBDIG
S PR 2 (MR e VR T AL, A BHIB DI
I B A7 R A 2.
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Abstract

B-arrestins, as adaptor proteins involved in G
protein-coupled receptor (GPCR)-related signal-
ing, have diverse biological functions and can
regulate cell proliferation, survival, apoptosis,
motility and gene transcription. B-arrestins
regulate several aspects of inflammatory and
immune reactions. First, they limit the basal ac-
tivity of pro-inflammatory transcription factor
NF-kB and regulate activation of NF-xB via the
Toll-like receptors (TLR)/NF-«B signal pathway.
Second, they facilitate T cell activation, sup-
press the apoptosis of CD4" T cells, inhibit NK
cell-mediated cytotoxicity, and constrain factor-
independent survival of macrophages. Finally,
B-arrestins influence chemotaxis of immune
cells and neutrophil degranulation by regulat-
ing desensitization, internalization and signal
transduction of various chemokine receptors.

The pathogenesis of inflammatory bowel dis-
ease (IBD) may be attributed to various genetic
abnormalities that result in excessive immune
response against the normal intestinal microbe
flora. Abnormal immune response is considered
to play a pivotal role in the development of IBD.
The role of B-arrestins in regulating immune
response involved in intestinal mucosal inflam-
mation in IBD implies that they may participate
in the pathogenesis of IBD.

Key Words: B-arrestin; G protein-coupled receptor;
Signal transduction; Nuclear factor-xB; Chemokine
receptor; Immunocyte; Inflammatory bowel dis-
ease
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5B
B- arrestinVF?]iﬁ«’fiﬁékL’JGK\?M%IT' Z
(GPCR)#EHU’ 5B %%, B-arrestinE
B S A, 4 ﬁ?éiﬂﬂbé’]i . AR ATRE
B H) e R H A T2, B-arrestinf 5
AR 8 K g Fo o 05 RS AT AR, I AT K A &
B FNF-kB#) & a8 7& 1%, i TLR/NF-xBfZ 5
AR AINF-k B EL, A5 THE MILE
L, #pHCD4" Tk & 20 I8 =, Fp 5 NK 28 it 69
ta oA AR R, R E K 4 A6 A& B Ao Bk
B-arrestini® @it AP AL F L AR89 L
B WAFelE 5453, Fra Ik mieey
AIE By Fe Bt P bk dm R LB L. K M B R
(inflammatory bowel disease, IBD)#J% I 7T 3¢
& S AP AR R R F F R B B
T AR i JE S IR B T R, AR SRR
AN F AIBDA A6 408 B &, B-arrestin
THeB L B AP 2R L LR R, S 51BD
W18 RE R 0 K JE RO iEAZ. B LA B-arrestin
89 BT 5L ¥ B — 7 3B RIBD &) LR pLh), 4%
IBD#) 78 77 $e 4k 7 #769 %5%.
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B-arrestin) ZAFLET LT Hr A HIH 40 T,
BHZHMAEY ¥ ke, B-arrestinifi TTGEH
THEEZA8(G protein-coupled receptor, GPCR)fF
5, fIGPCRE MG B MR, IF4:5 8
HEHZ 5GPCRIAAL. Bl 5O
R RS2 R N AR, B-arrestinfoh S48
15 GPCRAN RS2 A s 24 IR W it - S re 3L R0
MAPKfE 55 il ", p-arrestinfEilid £ Ff
BLHIZ: 5 HLAR 2RE RN G [ W R B-arrestin
PR R R FNF-« BI i 1k, BE AT DL o
S5lxBafIkBi#E#(IxB kinase, IKK)[ B A1
TAEFHAMHINF-x B SRS P, m] DLk
FINF-kBiE 46 1 15 TollFf 52 44 (Toll-like receptor,
TLR)/NF-«x B 5 % S 1) L 5 F 4T
FMNF-k BITS L. B-arrestinZ 5T THR 40
il B4R R i(natural killer, NK)ZH 0. EIRE4H
JHRURE 20 i 55 22 Tl G 5 A MO PR A2 A TR
o Al A0 RE PR AR FH FORL R 0 R B U0k 2y
fig, JFL I 2 MR AR .
AT R A AR DR 1~ 52 A TR A 5 B 2 70 6 W) s 92
20 M FRD 6 1 T R B 95 0 LAY T PR A R S
JERE FRHLHIB-arrestini] fE 2 58T RAETE S
J7i(inflammatory bowel disease, IBD)H [/ i iE %l
JIBE G355 Js I 4 R AR 98 i S I (149 B .

1 B-arrestinfy45+4

B-arrestin/g TarrestinZ ik, fl¥hp-arrestinl
(arrestin2)flIB-arrestin2(arrestin3) P>k i .
B-arrestin A AEM Biarrestin, 76 )JLT-Fi 4128
HARILIFRA ZFE M AEYDIGE. B-arrestin
20 TH 28 8OAF AR R 78 $2 21 /- fid 4 2 G £ 1 f Bk
ZAKEF2(GPCR kinase 2, GRK2)EFE &
LI, BEEGRK21I464L, GRK21HB2AR ALK
ey, fonEfealid fih—Rh 5 Mt ar-
restinZi 14 DY RERBUR & H T LK, X PP Re I o
GRK2RIEB2ARSE 5 1 E& 1 iUt /& B-arrestin®™.
B-arrestinffIZw AL AL P Al Be kUi T 5 AT HES) )
Jii M arrestindi K (U1 Ci-arr) () P Y% 8 58480 15
W iarrestin(V-arrestin) 25 A4 FHALL. B-arrestin/ i
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AR IR, 43 PR A C ity &5 ) 38 R N i 45 A4 35,
T AT S O 2 ) SR AT B 2 A R R
J8, FEN iy 45 K4 3l 6 o 1008 60, B — B o e 45
Fay. Ciin 45 Ry 3N i 45 Ry 3Rt 1k — A oyl gy
Bk B FIT T S 1) SR AT D) 88 ) 1 P AR A A 0 BB R
ok, IR A AR R A R A X s T L AR
k. B-arrestin R A A% Co 0 TNy 25 F4 3R C iy 45
Pkl G Ak, B-arrestinffRIEKBIC IR &5 bR
WA 45 5 X, B-arrestindifG At 5 B AL AZ 0
PRI RETBUH C R 24, o 15 I Bl 1 R 42
HEAAP2LE A X RO, B-arrestinff) 52 /A L5 £ X
BT 50—, Arad s ooy ) <R X ogh
SR GPCRES £, 1M H B-arrestinty HoAth
MMLHNAE S T EE SRR A G285
X HE &, B-arrestinf 1 Ml 2 IR N ity 45 R4 35 1)
PXXPHE T BEH5 I A RIS S re IS H3 [H] Y5 45 14
ka5,

2 p-arrestinBYEYIIHEE

2.1 B-arrestinif) ¥ Zm i 6915 5 453 B-arrestinfF A
R AT GPCRIOT 54 il e, JEGPCRAH
5 SIS ) O, FEGPCRAE 5 i it fE
W HI 5 GPCRE &, GRKIBER LN GPCR,
T I A GP CRM P 553 Bt 2 45 ) F1FR 2K i P
ARSI 1 B-arrestinL A7 =1 (158
TIEsEAL sS. B-arrestin i) 40 B4 5 IR AL
(FIGPCR&i 1, fE73 M 45K ERILIEGPCREGHE
EE IR SRR FRRE4D(phosphodiesterase 4D,
PDEAD)HI . Z Bt (diacylglycerol kinase, DGK)
PG E 5 F 5 S icAMPRIDAG, %
1EGPCRIG S MIFGHEAfE 51t 7. 5GPCR
44y ) B-arrestini] LME M (1 455 MRS B 1
MIB21E 1 1 (AP2) B B W A o 1 R IR N A
55, 278 A Dynaminff A 7 /)Nes AU il g
IORIE AR, (2 RFGPCRINAFILE, K
A IGPCR AT AR M# B30 240 i (2 480, Ak
ZIRER IR Srelf R L M5 5 A FDynaminZ 5
B-arrestin/1~F[{IGPCR P AL FE™.

B-arrestinff h S 428 I RGP CR 5 il
I T8 i, 2 5GPCRIEEAMERK,
INK3Flp38fs 5% G >, B-arrestinik
A LA 2 s DR 1) R 5 L 5 T 4 R e 4
JH G AT () 2 SR el B IS A (R RN S B 52 AR A
B-arrestinl [W 4l fgt% M 5, Bk P B-arrestinft
p27kip1 Flc-fos B A ) A 5)) 1 17 51 IX S 5B e ok

B-arrestins & 5
GEa Bz ik
(GPCR)I: 5 il 9%,
BRERLT#SH
(ERCE R SN P 3
e B tm ML
£ F G, A
1 3 AR S g
R_JL. B-arrestins
R S v
% 51BD A s M
#]. B-arrestins 5
GPCRA ZAE A
R kT #
TLR/NF-xBf& %
W AT
B IR b, mA
BT 89 A 50 AR,
{47 — F AR
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;ﬁfﬁi‘&% . i Bh A1 p3003ic AMP [ N TG 45 A B I (cAMP FIFRIR A A7 20N, B-arrestin2 B RS i F W 41 g
W rF 2

B-arrestinsf T 48
XA B-arresting
AGPCRA AN
#; K 5RFTH
& 4m e 4 & AL A=
At fe; @it %
F AU FINF -
KB E AL, T A
F S APAAR
F Z AR BLAL A
AL BT AL
T R4 5 4
§ o S 9% BB 04
AT b SRR GE
P e B T e
FA.

response element binding protein, CREB), 1
1R FTHAM) LBt Al e AR i, (e iltp27kip1
Hllo-fos 3R IF i 1. 41 k% A ¥ B-arrestinl 5
STATIRIEX Z FRIGIE T C4545 4, MTTFN-yiH1L 11
STAT | WAL T AR5,
2.2 B-arrestinxt 72 an 02y AR 0GR e 4 i
FLF5 2 NG G e 0 A%/ B R A0 B R4
NKAH AL [ A e 5 K bk T2 41 AR SR 40
(dendritic cell, DC), YA 2 5l N % T,
Bk L4 M. B-arrestinfEifiit 2 FppLHIE 1 £
Tl 62 20 J0 ) Tl e, R0 HS S e A BRI A A7 U
T WA BRI RORE A5, T [ A R
PE G358 SO

B-arrestinZs 1 i 1 TR L 40 0 (175 AL AT 1
A FERRE. TR A0 52 4(T cell receptor, TCR)
55 & T (0 Tk 040 P S 2 5 fink 45 49 v 1)
cAMP/KF, i c AMP-PKA-CskAl il A5 5
T S 0 A TR L 0 B P A R, A TR 2 4
ANRESEANEAL, T TCR/CD28%Z MK AW Il
{55 BE 5= PDE4/B-arrestin & 454 2 Ttk .41 i
o 5 R 2 F T B AMPI A, N IRFNHIT
I U 40 A P AT ) P A5 A TR 2 40 P e 5
AN B-arrestinl Z 5 TTCD4" THkEL4H
JHER) A=A R T T bk EL 0 A A7 R T ) P A
PR R R A I TS, CD4™ Tk
R TR B TR T TR A AR A A TR
AP, FEE S SR )RR TR SR
S AT 5 RE V5T 40 5T N 1) B-arrestin 7] 4 i
W, SENG0 A% A ) B-arrestinl R4 41 £
M 2B AL B p3005p27, c-fosMbel-24m i HE R ff)
B, R 1RSI X4 HA L
B Ao e -2 HE R ek, (R ST T8 FBcl-21()
ik, Arrbl™ CD4™ Tk 4N 55 B /EAICD4" T
MREANfA Ebel-2 mRNAZKT B P44, Bel-2
T ok BEL B 40 i P 2 R AR M T AR A it H C
(RS JEOR 2 JDE R A Bl P % A S R iRIC DA™ Tk
ELANUIE T, B-arrestinl ;=CD4" Ttk EL 40 U A= 47
HE T 1R S B 4 12,

B-arrestin2 A] LAHIHIN K40 M0 1 40 i 55 A
H. = B-arrestin2 31 [NK 4 A ¥ 40 i 25 Lk
W T8 /N U5, 1T AN 23 40N B 40 99 B3 (murne
cytomegalovirus, MCMV)™"*), B-arrestin2 7 [
Wi 41 B P AR A7 Ay e B AL 24 A L, 7
E I 41 i B-arrestin2 Rk /KP4 5. B-arrestin2
e PR HIINK/ERKIE AL BETL R 5 3 (1) Ok
i 2 TA HMAC T q A9 55 T L RIS 7710 F R 4

CLqIfIZRIE, 2 FME AN A A7 0 bk 1
AR, TLR2FITLR4ARE i B M40 HuB-arrestinl
{2215, TLR ] GEfE L B-arrestin1 i 17 GPCR ) it
HURIGPCRE 5 ¥ il #, TLRSGPCRIF 54
I8 W B-arrestin A7 AEAS SO ISR, Elg4N
JitlB-arrestinde ik KV {122 4 g 1 715 [ A Ho 2 S
M HF TLRMIGPCRAY 3 145 5 4 3 10 .
2.3 B-arrestin*NF-kB4% & i& 1 #o TLR/NF-kBfZ
5B #4985 NF-kBZENF-xB/Rel KK 01, 18
W L RAE A7, il H 2 AR i 29300 24
PR TR HEAL B (1) R e L [F] 5 45 44 45 A IIDN A 45 &
A7 S A & A LB A 47/ S DN ATk B4,
. NF-x B2 40 g 9 B s R 1, #il e
IxB5NF-xBJE 85 & ) I HE 5 NF- B 4
H0F 2 VA ERENS /71N F R s p st 1) )i A (e
We B 5 AE R TK KA T BRFfif, %5 #ENF-
kBIIZE AR 5 P8 FHE ENF-kB. 15 AL AINF-
K BIEAGIIAZ N, G5 40 k% N 2 R R 1)
W49 - M 3 7 81 45 G A2 R o A DR )
SKAIRRIE, T2 25 55 G0 I 39 5E R 0 Y ) 3
5. NF-x BHE A A S ST S o i) 5% B i 5 1A
TP B-arrestinii it £ B0 HINF-« BT
1629, B-arrestinif i 5Tk BoFITK K (Ik Bl i 52
GNP EAE TR E IcBa, 1MIIINF-«x B
fE. Tk B o2 5 i (P E S T 45 by kA2 s 2 11 I8 il
2(casein kinase 2, CK2)FIIK KRR {41k B o)
f7, WiEIkBadh £ B-arrestin2 2 J ity 1 -60 = FE R
BRI ) Ik B o2l G5 DX (R G B 45 4. B-arrestin2
5kBalt) 4 5 CK2FIKK A g 5 1kBaffJPEST
SRS, IHICK2ATK KA Tk Bl BER 1L,
FaE THIHI R F 1k Ba, 4RMIRIINF-kB p65H]
TR AP, B-arrestin2 5Tk Balf 45 & 7
I 52 2| CK 2§ IR L. B-arrestin2 (1) 11, B-arrestin2
HIEER AL BH I E T B-arrestin2 5Tk BafAH H.AEH,
B-arrestin2 (URERR AL I%5Y T B-arrestin2 X NF-kB
AL R E FP, B-arrestinl fllB-arrestin2id
AJ DL I e SR 26 R 7 AH SS HE FH6(TNF recep-
tor-associated factor 6, TRAF6)if] TINF-«xBHik
k. B-arrestin'5 TRAF6HAH HAEHHIHTLR/IL-
IRVEAAS S IR, 1M B-arrestin ) 2 il F 5
SR P TLR/IL- TR 5380 5 4 73 4,
B-arrestin Al DL 22 R 5 10 % 75 5 1
NF-kBiffb il FE: B-arrestinl FlB-arrestin2 i 334
I i 22 B (lipopolysaccharide, LPS)i7 S 1)
NF-k BIOWEAE, LPSHEUR M TLRAE 5@ T
TIRAW2644 il ' B2 ARFIB-arrestin2 [ K14, £
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HITLRA5 5 i i rT I B2 AR F -arrestin2 ff) %
ik, HAENF-kBIIE 1L, 1775 QB2 ARFILEAKT
RAWar4ll fg 2 € 45 B2 AR, il i B-arrestin27ik
FTLRATS T M1k Balf il RINF-«BiG{k, 3% %
IKLPSEEH I TLRA(S 5l % 5 2 M — A A &
JRHE I 22, LPSHUG TLRAS 5 3 it LA
TRIFf 7 FIHB2ARFIB-arrestin2 (I IA.
LPSHUS I TLRAME 5 Mo I AHIE L TRIF R 1
B2ARMIB-arrestin2 ) FRIA 15 3 M HINF-k B HF
R34k, T AETLRAMS 5 % 1) LU I AHB2 AR/
B-arrestin2{i 5l H 9 59 TLR4/5 5 18 % X NF-
kBTG AL, B2ARFIB-arrestin2 5 5 I i TLR43E
HINF-« B 5l %, £TLRIG SN F1
1A G 98 e N 3ok R 1) SR T o, A RG] LA
g B2AR/B-arrestin2 {5 5 il H I 1Y ik R4
IREDY. eAb, WY W B-arrestin 1A i G A
MDA 5 10 B AL NF-x B, PI3K-AKGHE 4 JEGBy
N I M S T, AkUE TSN F-« B
AT, B-arrestin X NF-« B Ak XL 7] 1 5
Vi, TEAN S5 RS B-arrestinif i AN 7] 1)
B2 5 T NFaB L.
2.4 B-arrestind AL B F 2R AZ 5 il B Ae
m AL AT AE R AR 7 T A0 R K
%, & B AR R 4 IR, R R A
IR 2 40 6 03 S A A AR 2 A e T
GPCRZE %, H5CXC. CC. CHICX3C 44
W, AR I A N R 2 A S 5t
i S W AE LR AZ OME . B-arrestin il LAY
T2 Pk DR 7 52 A4 1 ST BRI N Ak, TR AL
T AR AT 5 5 R G 92 4 R I A T e
B-arrestinid 2 55 i 5 4 i P 1 1) 2.
CXCRIMCXCR2ZEIL-8 3% 1k,
B-arrestinZ 5IL-81% T CXCRIFMCXCR2H
e it FEPY, B-arrestin 5 CXCRIFICXCR2{ 45 45
HARC X CRIFIC X CR2 1 M A F2 B A B C R 45 44
AIEIRALDY. B-arrestin2il 1 5 CXCR2/F 1)
i A5 5 SRl RE, FIHCXCR2A S b ks
S0 AL, A RN PRE R B, BRIRCXCR2
A5 HPRLAT R AR AR Y, B-arrestin & a1t H 7
755 AR A B B O o R DG B 5 R, TL-83%
T IHAZARCXCRI1JG, B-arrestinflHck A HREE
¥ p-arrestin/Hek & 54 H-{fHekii 1k, B-arrestin/
Hck S G0 #5201 40 I P RO SR B X, gk fifid
TR 20 0 A R 1 Rl A5 R BT, R AL 4 i ) 4
B-arrestint] LL 5 CXCR4JI AN 55 3 BLAEIA 45
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FRRIE A S (45 4, TTTCXCRAMI AL R
TGP Barrestin2 fEINFICXCRAN T IHGHE
VG FEZECXCRAM AL, B-arrestin2id 14 5if;
CXCLI127H L CXCRAA 3 ERK FIp38MAPK
T4k, B ASK1/p38M A PKA 53 i 1 i 41
MoK F-CXCL12(SDF-1a, HE5 40 Mo fir 4= K 1)
WALC X CRATE T 10 40 e b 2w CUiE
B-arrestin2k = (K)/N K, T Bibk 40 a1k )
REA BB, (KR IAB-arrestin2 (1R L 41 i 5 vk
15 B-arrestin2 [tk 40 B AH L, CXCL127E LI
CXCRASZ AT S0 GH AL I o, 1 5 5
(RALLAE FH R EE ™). B-arrestinl it 2 5 {KHE3
12 5B ATP4(atrophin-interacting protein 4)
[FICXCRA P& ik T,

CCRSJE Y 140 M #atk oh e i = 224k
BH 1524, B-arrestinF A #6742 8 11 1 15 GRK B 12
HHIICCRS I PIAE, LAECRICCRS A2 1A FEAI #1144
MIP-1BERANTES 5 E Wz 4 fICCRS 4 & o i
It Gia B AT Giaifs 5 B-arrestin, PIBKAIPyk2
I 40 J0 2 17 166 2 Ly n 55 ER KW J 22 B 15
SEAEWY, i EE R, B-arrestin]
DA 5 40 i B8] 455 5 20 g% 0 Al it BT 11 SRk
B-arrestinl/2 BEIH L (L BEL PS5 3 ERK /275 4L,
BEIRIL-8[A14R1A, B-arrestin2 il (L HELPS % S
ERK1/27 {34 5 TL-6 /) 255,

3 p-arrestinfESHESBIEEIBDAETEPH
{ERBMAI

3.1 IBD# % B IBDELHE 5 2 B (Crohn's dis-
ease, CD)FI5t 4 M 45 ) % (ulcerative colitis, UC),
J& T Ve i e, FLIL R R I R R BN IR
SLRAE I S VS VR Bl i, TB DI LI
AR T, BILER TR S IAEIR & A
FRBAL R A7 55, HATA I IB DI SERE K 7]
BB 2 Pt AL 2% 5 3 BUR ML W 1 B
TEIA L B G IV, 22 Pt IR 4028 S BUW i &
5t I3 s ANHLAA G 28 U1 Th BB B s, E R IERE
S PRI R 2% n] S0 T R AR 2R VR R R i &
JE BB, AR T BTk EL0 A R B RS
JE T VRN [ 5 A s 1 e R G
hy i S M,

3.2 B-arrestin =T At i@ 3T A Y Sk I RE A5
TR K g 69 R A AR TR AN A S0 S
G358 I N WA A SETB DR A A% 0o (R 35, TR EL
20 0 7 BB i S N R R AR A B NIAE .
RS AR B AR RE PR, R M AN

LIRS A

A3 5FB-arrestins
4% TLR/NF-xB
fF5d %, A&
4| o B A A B T
EO IS B e
T # A A B
AE, RANR T
B-arrestins ¥ 4 18
B Lk AL
IBDA At #2, 5F
B 7T A& A 1BD
SR EHSFF
S 9% B #g L
5 aT.
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Wi RAZE
AT B-arresting £
WFHRET 4
v 0 4538, AR T ik
# T f#p-arrestins#9
R R A
IBDA Jaid 42 F 49
%A, AIBD# G
REFERTH
w5 F Rtk k.
B-arrestinsFf %, A &
I7 K JE B 9 0
R IeNT.

FD CHEHU I N BT i 5 3 45 T AR 0%
W ELZH 2 (gut-associated lymphoid tissue, GALT)
R AA TR EL A . ZEHTRIBEF Rary)
ATk C 40 B 744 R RS PE TR 40 f(Th1, Th2
FNTh17)F08 5 PE Tk 2 40 B(Th3 R Tr1), R
b 40 B AR08 5 P Tk B 40 PRz 1) ) ) e 2K A
S RAE M R A,

R0 ST bR €L 40 e 1 2y f R 1 R B e A
FETBD G e BB 1) K 2B o B vk o wpoRR v 1) 4
F. CD4" Tk 40 M0 185 B TB D A A= 1 EE L
JR AL, e RN FTNF-o. TL-6F1TL-1271] LA
JOA P 1 P i 6 0 80 T 90 EL 4 R g R 1, ik
PUIL-6MITL- 12K 5455 T Tk T 40 S i 8 2
FO IS I i 3 2. TL-12 32 B30 o 0k A vE
T2 ARFasf Tk CL 4 e g 72, TL-601) 7] 35 FIBD
A T R TR A0 M PN % % RS TAT3 Y
Ak, L STAT3 W UM TR K Bel-2 1 Bel-xL
fre ik, FHITH gl i T CDEBH AR
B R PTIATE FIBel- 2R T2 8 (I Bax I L
#Bel-2/Bax T, iE R TR 40 i 115
SRR Y. B-arrestini] LI FHH TR A
Bel-2Z AT HIC DA Tkt 40 Bt e T, (2t
T CRAF ‘5 6 Tk T 40 i D R 1¥) 8 4 4k,
PR B-arrestin A A b 020N 4 T B 40
(I T 5 B L A s A e 0 11 SR S AR 2 2%
ISP TRk B 40 B ) Jo 52 5 4k 2 5 i 1 4 1 2 0

N K4 i W 40 i 45 ] A 9 92 40 T A 2
LSIBD s FEEFE. NKAN AR 43 A2 4 40 B [ 1
1L-13, Jfl i 40 i 2 A 3 SO R i iE 4
ZUB5. RN TR E 40 f 290 1A 98 40 B BRL 1
P AN A 3 VA TNF -0 IL-1FITL-6254iE 4 41
FRLDE 1, 995 A8 A 1) 1 40 T o A s A TR
TR T 2 10 S 40 i B9 AR A, BEAR 1 5%
SAE 4 6 308 3 T 22 (1) JE A ik — 20 B i 58
JiE 2 N AL 2 310 B-arrestin2 11 HINK 41 Jifd )
R EEPELE L, Rk F R A R Is A MAC 1P
I B 40 f ) A= A7 66 g, Ui B-arrestin2 il LU
Tk U [ AT S 4 B PR D RE s Bk i AR T 2
L IBD I L 2.

b4, R AETB D 65 AT K 20 a3t Aok:
TR TS 1 Tl 2R A0 4 M A T RS I T PA R 252
1A, &5 i i B-arrestingF SEERK 1/2 240, 7 PAR2
(1) A A4 IO B A 4l 5t P A PA RS {LER K 1/2,
T A RTE R K 1/2328 17 55 M 45 1o 4 o % 4 e 4t
FIFIWLS)E ) 5041, 059 T 45 1 20 i 1] 1) e 4z,

RO T 40 R R AE T, B T i
,lﬁ[SZ].

3.3 B-arrestin¥] Ak i@ 3L A NF-xB#y FH AL
IBD#) & J& it 42 NF-ic BAEIBD {15 BELAL I 43
WA EEAMEO, IBDEE RS AN
NF-k B&RIAH &, NF-« BAERE 2 P e 28 40 g (Al
THIEIE, Z51BDRYRELRE, FHEINF-xBI
W RITIBDIM E IR A2 — TLR(ES
JE A F % PNF-k BIGAL 0 5 238 4%, 610
HUAR T TLR/NF-x BA 518 4 A T3 1 (1) 152
, YA HLE R R AT DL 80l 8 90 1 R 2,
TLR/NF-«Bfii 5l 2 51BD I LR ML,
B-arrestinifi i 551k BaMITR AF6AH B H FR i
NF-xBIf1354k, JFl ik B2 AR/B-arrestin2 {5 5 1 4%
HTLR/NF-x B 5 18 I [ A8 SO0 5 S5 LT 15
TLRYG L NF-xBi% Y. B-arrestint] LA 1
TN F-1e BTG A4 11 5 10 22 P 98 9 AH DG Ik (R 1 3
ik, 2 5IBDI A [ W R G2 5 1k L

3.4 B-arrestinif) ¥ AL F K89 4L A 51BD
EOPCEL N A S PSR NG SV TS R N sk o )
92 S NV LA AR, YRR e RS I
AT H 2 —, 2 51IBDINIE I JORE KN
RERERT. PR IR 1 32 A4 5 ] AR AR se it vk
IB DA [ 20 2055 8 R IR AR, TL-8(CXCL8)
JEEEE R AN R T, Bt S5IBDE VIAH L
BT, TL-8/{1 32 /RCX CR2 5 IBDH & A %5 ) 4
5K, fEDSSIFEFUCKAL 1, CXCR27/NRUFIIE
PR EE 2995 45 349 EL 7 A= 78 B DY, R PR
CXCR2FEHIFISB225002 1) LA Gt 2 — filg 2
PR % T /N SR 45 7 4. AEDS S T 1/ B 45
1 R AR oA R C X CL124E /N B 46 i 4 240
WK 2RIE T, 2R CXCRALE /N BN E I Tk
B4 40 B ) &k B8 0, FICX CRAF5HL7ITF14016
FHIWTC X CL12/C X CRAF 5 #lmT LAHIH] (1 41 ik
BRI, BSR4 73Rk, ZFDSS
755 1/ SR &5 i 409 A2 10 i 4 B IR 1 32 A4
REFEPUHITAK-779F I BHIBTCCR2. CCR5
FICXCR3, " LAZEAEDS S T 1/ i &5 i 1.
B-arrestinZ 5jCXCR2. CXCR4FICCRS%:Z Fi
FAAL RS2 AR . AL RS 54 SRl R
B-arrestinill i i 5 AL 72K DI ES
1B D 1) f 3 40 0 1) 3 A4 T B Rk 20 i 1 R ks
RERE, W LA IB D ) i 38 B J8RE S N ik
TE, Z HIBDIK KR,

4 5
B-arrestinii T1GPCRAHKAF 5 il %, 411G
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HAT ZWEWEIRE, S5 %00 %0 R N T
. B-arrestin SIKK. IkBafITRAF6H#ZAEH
FIHINF-x BIJIEAIE 2, @il B2AR/B-arrestin2
{5 53 % 5 TLR/NF-x Bf& 5 1 % 28 XA,
2 55 0l 28 o 5 Y, A0 A A 5 AROIE
B-arrestindM il Tk T8 4H i I3 TR {2 2E bk .40 i
RS (TE DN S DN 0 i (S I s S U
MMLClqirZeik, FRETEREAN R« P JEHOM
PEAAE” , 2 5 TE 500 iR o IE K 40 5 i
RN 37 (0 Y TS, aE T R B A R 2 Ak
CXCR2. CXCR4. CCRSINLL. BiMRIE 5
e T T RE, VAT % 20 R PR T R b R A i )
WERORL I L. B-arrestinif ik X SE LI 1T G R
JiE SN, T AETB DR Bk A2 o b K R FE 1 e
PRI ZEAL, W B-arrestin ] G2 S1BDIgE
R JORE [ NI FE. p-arrestin] V2 5 55
ik S N I 22 A5 (1) A2 49 Dy e A HE B ok A 58 1B D
FEALHEI AT RE H bx, BT LAXS B-arrestin [RYARNIF 5T
W HE— 3 7R IBDIF R WL, A TBDRG
ST ERAL T B SR
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Abstract

Crohn's disease (CD) is a chronic relapsing in-
flammatory disease of the intestine that may
affect the entire digestive tract and present with
various types of manifestations, including ob-
struction, internal or external fistula, abdominal
abscess, bleeding, and perforation. Currently,
neither medical therapy nor surgery can cure
this chronic disease. Optimum management of
CD patients requires an interactive partnership
among gastroenterologist, surgeon and patient.
It is estimated that approximately 80% of CD pa-
tients will require surgery at some point during
their lifetime. This article reviews the surgical
management strategies for CD, including indica-
tions for surgery and choice of procedures.

Key Words: Crohn’s disease; Surgery; Therapy; In-
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Abstract

Ulcerative colitis (UC) is an inflammatory dis-
ease of the colon. Medicinal treatment is the
standard therapy for UC. However, almost
20%-30% of UC patients fail to respond to me-
dicinal treatment and need to receive surgical
treatment. Nowadays, the extensive use of lapa-
roscopic surgery and double stapling technique
has greatly decreased the incidence of trauma
and complications associated with surgical treat-
ment of UC. Surgical treatment of UC has at-
tracted more and more attention of clinicians.

Key Words: Ulcerative colitis; Surgical treatment;
Laparoscopic surgery
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Abstract

AIM: To investigate the engraftment of murine
bone marrow mesenchymal stem cells (MSCs) in
the irradiated intestine of mice to provide some
clues about the mechanism of intestine epitheli-
um healing and lay an experimental foundation
for treatment of intestine diseases by intrave-
nous transplantation of MSCs.

METHODS: MSCs from male mice were iso-
lated, expanded, identified, suspended in sterile
normal saline (1 x 10° cells/mL), and slowly
infused into irradiated female mice via the tail
vein. Meanwhile, a group of irradiated female
mice receiving an equal volume of sterile normal
saline were used as controls. For tracing male
MSC residence in the intestine after intravenous
transplantation, in situ hybridization (ISH) was

www. wjgnet.com

used to detect the Sry gene on the Y chromo-
some.

RESULTS: In the transplantation group, ISH
analysis revealed the presence of male donor
MSCs in the submucosa of the intestine of fe-
male mice, but not in the mucosal epithelium.
At week 1 after cell transplantation, Sry-positive
cells were scattered around the crypt, with a
percentage of 19.48% + 5.01%. At week 2, this
percentage rose to 30.86% + 12.14%, significantly
higher than that at week 1 (P < 0.05). However,
there was no significant difference in the per-
centage of Sry-positive cells between at week 2
and week 4 (week 4: 35.95% + 11.98%, P > 0.05).
In the control group, no Sry-positive cells were
found.

CONCLUSION: After MSCs were transplanted
into mice, they were attracted to and retained in
the irradiated intestine and colonized in the in-
testinal submucosa.

Key Words: Mesenchymal stem cells; Engraftment;
Intestinal submucosa
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Abstract
AIM: To investigate the expression and methyla-
tion status of the RASSF1A gene in esophageal

squamous cell carcinoma (ESCC) and to analyze
their prognostic significance.

METHODS: The mRNA expression and DNA
methylation of the promoter region of the RASS-
F1A gene in normal esophageal tissue samples
and ESCC tissue samples taken from 49 ESCC
patients were detected by real-time RT-PCR and
real-time methylation-specific PCR (QMSP), re-
spectively.

RESULTS: RASSF1A mRNA expression was
down-regulated in 53.06% (26/49) of ESCC tis-
sue samples. The level of RASSF1IA mRNA ex-
pression in ESCC was significantly lower than
that in adjacent normal tissue (P < 0.05). Down-
regulation of RASSF1IA mRNA expression was
correlated with TNM stage, lymph node metas-
tasis and poor prognosis in ESCC patients (all P
< 0.05). Hypermethylation of the RASSF1A gene
promoter region was detected in 77.60% (38/49)
of ESCC patients. RASSF1A gene promoter hy-
permethylation was correlated with TNM stage,
lymph node metastasis and poor prognosis in
ESCC patients (all P < 0.05).

CONCLUSION: RASSF1A gene promoter hyper-
methylation is a very common molecular event
in ESCC and may be responsible for the down-
regulation of RASSF1A mRNA expression.
Down-regulation of RASSF1A mRNA expres-
sion and hypermethylation of RASSF1A gene
promoter region were significantly correlated
with lymph node metastasis, TNM stage and
poor prognosis in ESCC patients.

Key Words: Esophageal squamous cell carcinoma;
RASSF1A; CpG island methylation; Tumor suppres-
sor gene; Prognosis

Zheng QQ, Ling ZQ, Li P, Cheng L, Mao WM. Prognostic
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AR ARBEA 7> 7AW HOR IR JE, ESCCH)
LAt S KRBT TG T2 Bt D, SRR )G S
A RAIRARAR, R R AR R L1473
[ DI FRR . RASSFIAJE A7 T
3p21.3 L — o AL s fe B N, 55 2 b\
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FMEEA %, CATWIIUR Y], RASSF1AZEAZ 4%
P16 A LA Jir A B FR) 1 Ji 8 v P A A 2 B
s B I IR R 2, AR DR e s R Ak
KA IS -CpG iy A AT iz
() A Rg i AT i real-time RT-PCR /7723 M 5K
i B LA RE 7 PCR (real-time methylation-specific
PCR, gMSP)HiAR, 737 Kr49BIES CCREF MR
N I 55 1IE W AP RASSFIASE A (1) e s 3K
IENE SRS 8T IX385-Cp G & 11 FRAELIR S, B
HRITRASSFIAJERIEESCC R AR K Pt 4 H.

1 #RATSE

1.1 A4+ 49BIES CC R AN 57 1EH 4121, 34
191 K95 1-2008-09/2009-02 1 1.44 Jif R = Bt ESCC
FARJGANLHREA, 53481 5612003-01/2004-06 Hi o]
P A8 A M R 25 B 2 e B Ja B B 441 e 55 IR Y
ML A MR A 25 cmAR X, S IR IEH
N, ERALDIER G, Horp AL E T
40 /LI AT B2 W7 K DNASE U, o5
D) PR SV 280 R DA A7 £ -80 * CUKAR 1 FHAE
RNAFRI. 430 e 41 2135 28993 B2 Wb o 5 ofR
A Mg, B 2. TNMZ 3 55 ol 2 bR o T
R B 2 (world health organization, WHO)FI
[l FPuya Bk 2 (international union against cancer,
UICCO)IIbRitE: Jerpm 1. w4134
& 4k3s560; 1760, T 6MmI. T340,
VI3, A e (8 v, 4141, Lo8fil; ke
39-76(F LA #E 62, 114 #660.3) %) . KRR
FLRZAST BT . RAAE 49 ES CC Rt it
TrARJERES, BEVIIN A]#%22010-04-25. RNAZE
IR ) &-MiRNeasy Mini Kit)+-Qiagen /s ), J
R & PrimeScript’ ' RT reagent Kit#llreal
time RT-PCRi{ 7| &.SYBR Premix Taq Ex Taq kit
W FTaKaRaZ ), FAEAR iR SR A A IR &L
B4 TSigma s F]. FER 514t i Invitrogen
A7) 45 K. real time RT-PCRY|¥))741): GAPDH:
5-GAAGGTGAAGGTCGGAGTC-3'(forward),
5'-GAAGATGGTGATGGGATTTC-3'(reverse);
NAMA: 5'-CCCGTCTTCTTTTGATGACC-
3'(forward), 5'-TGGGATGGCTGACTTGTGTA-
3'(reverse). qMSP5I¥))751: HIEEALG1Y))T 5]
RASSFIAM): 5'-GTGTTAACGCGTTGCG-
TATC-3'(forward), 5'~AACCCCGCGAACTA-
AAAACGA-3'(reverse); JEHIEAL T4
RASSFIA(U): 5-TTTGGTTGGAGTGTGTTA-
ATGTG-3'(forward), 5'-CAAACCCCACAAAC-

A7 B A 5
RASSFI1A % A2
20004 M AT 5 &
Ei R
% i kg — A3
A% A A,
e ) BB A A
B 09 7 3 AL )
BRFTHFE.
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WA % & 5 TAAAAACAA-3'(reverse).
KR LR R L.
faniExy 127%
RASSFIALRHZ 121 ¥RNAHI: #HMiRNeasy Mini Kiti 7]
ESCC#—AFE . . A4 K1 4 B 24 FOAIEE
FREE U0 I TS R AL RN I [ 1 R AL PRI 5 e FATA PE
RNA, IO, AE FHEIUERNA —) == Ve
(R FE AL 2, 2RO FEAEA 60/A 150> 1.8, HX1 =] 4 18 23
pL RNAVET2% 1A PE B I e I vh dE 47 W 54 8 5 3
7K, I 5E SRNA 58 2k s Lz
B
1.2.2 #43: 1 pg B RNAE FHPrimeScript™ /:fi?iéfﬁ ;i 1; 1:
< B 2
g g .00 .
RT reagent IfltﬁtuumlﬁﬁcDNAEl'J o, AR SR 0319
12 g R 1 9. G,-G, 14 5
1.2.3 DNAZRE: 3248 R Iy- G40 /7 252 U g Gs 35 18 17
LR R IE H RN ADNA, K4h5r RPRE 0.128
JEIEE T 2 DN AR S RN 40 % 1‘1 ig 12 :
_ 11 1
1.2.4 DNA T LB S 31545 10 pglt K 4IDNA P
VAR R RS 10 g RIIADNAN e o 0.000
IS pLi 43 mol/LIfNaoHZ R, 37 ‘CA& Ny - - i
P£20 minJ& IIA2 mol/LIVAR 2 S 4 (pHS.0)520 N, 30 8 22
pLA10.2 mol/LI&EE30 pL, 50 C/KF16-18 h,  mERBER 0.237
F1 mL DNAZEALA R In ADNAFE i K 8% 5+ Mo &9 2 2
P2 mLUENT, 3 mol/L ISR 55 100% 2 BET - ° 0 °
VE B BT BT 20 uL TER R eail 0.000
{;E, IIZ:EI L ot {f:J, 7N IS 5 D H {”ﬁ'{'ﬁz‘/’ﬁ‘ [ /“ ,Hﬁ 23 18 5
fift, -20 CIRAF. /I 5B 26 5 21

1.2.5 PCR¥3%: real time RT-PCR S, qMSP J5 7% (1]
PCRY™ 3 J 55 th £ 2 M 344 FHABI 7500 PCR
{X(Applied Biosystems), K H20 pLi# [ AR R,
HAA#/EZ B SYBR Premix Taq Ex Taq kitHJ i3
W45, S Bt R AR 50 C BT 5B A2 min,
95 CHIAEMEL0 min; 95 CTAEMELS s, 60 ‘CIB K FI
SEHT min, §HEA0NMGIR. S50 FIEE95 °C 15's,
60 °C 1 min, 85 °C 15's, 60 “C 15 sthl/f 4 ikt ith 5.

Beit A3 N HSPSS16.040 i 21 Ak, %
YL R 2 S G vk 22 5 U BCR R 56
SR Ly K 56 B Fisher'sifi VI BE RV, AEA7 HhEk R4
il FH e A AR B Vi (K aplan-Meier) 347 0 R 25 2E A7
W, WA IS (Log-Rank test)iIEAT A A7 Hh 2k
tLA, P<0.051 Goit 24 .

2 BR

2.1 RASSFIAX F AAESCCLLLR P4t F Rk
FEA9BIES CCARA 5 26(53.06%) 51 Hi B T AH
HFIEH S HL HRASSFIA mRNAEIL T
W, 5(10.20%) %1215 i, 18(36.73%)%1 1 &
7 5%, RASSF1A mRNATEESCC L 55 11 % &
AL RIS B A W2 R P = 0.000).
RASSF 1AM 56 F ik il 2R 5 bk B2 45 7 % Sl
PRTNMZ ARG, Jolk L 45 IMESCCA 2R
RASSFIA mRNARILGKZ N 18.2%, Ak

SEHALH ESCCHAIZUTRASSFIA mRNARIA
R R g 81.5%, Wi LLIRAFAE B & Gl 2 57
(P = 0.000); FHI(T/IIHESCCHIZIHRASS-
F1A mRNA )R I GRH 423.8%, WMiII/IV
WHESCCHZIPRASSFIA mRNA )KL&
H480.8%, MEALAFAE BF G FZ AP =
0.000); M5 PEml IR A7 E . SRR Bl
TRBE AL R I 05 1 0 Wl 3 AT G (P>0.05,
x1).

2.2 RASSFIAX K & 3 F R AESCCLAL P
89 WAL S (E49BIESCChrA |, RASSFIA
R EE TS -CpG iy H AL H
38(77.6.0%)1, 152 AHXE N (1) 55 1E A
U AT3(6.1%) B, P Z 5 gk % m X
(P<0.05). RASSFIAEH & 3l 7 X 385'-CpG &
AL 5 bk T 45 5 88 SRR TN M A5G, TG
WL IMESCCAH U RASSFIASL K & 5
TR IR AR N36.4%, HikE B
ESCCH R R AEF H83.3%, W Z A % 5
HEi k= (P = 0.000); TNMZ>H 5L T
/1L H)ESCCH LU RASSFIARE K JH 3 152 4
SRR A 41.7%, WA/ IV ) I & AR
82.6%, MiH Z A &M ZE @ = 0.001); 15
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1.0 iR EE
‘ RASSFIAKLE &
08 HF5-CpGh &
RASSFIA 1 FEF IR KR T AAMAESCCR
IIe St K - N
BRRENE  gmmi um vemlh D o ik AR
: 206 1Rk AR E A 5 A B A AR
MR 0.345 g Sk —censored %ﬁéﬁkw_%‘#ﬂ
=2 10 10 21 n — 5 P T F5 R —censored %, AILHTERA
= 1 . 3 g 0.4 Bk oy T AU
o Z—,
[N YN=1 0.352 0.2
BED R 6 2 17 '
BE R 5 12 0.0
DIRE 0.911 ‘ ‘ ‘ ‘ ‘
GG, s 9 10 20 t/3n(1)0 40 50
@y 6 14 15
RERE 0.256 B 1 FRERASSFIARFRRIZKIHESCCERBENIRGETR.
T,-T,
Te=T 5 7 17 1o
SRR IS 0.000 '
7 7 11 4 0.8
B 4 3 20
NERS ) 0.106 g 0.6 (s
7o M o2 s R
=l 0 0 3 £ 0.4 1 IERESE
A 0.001 3 —+—= H At ~censored
—b—jkEﬁ%ﬂﬁ—censored
| /1 £8 7 11 5 024
I /1V 28 4 3 19
0.0

PEGS MR E S R FREE . RIEERE . kb
RN LA 0 W35 A DG (P>0.05). JE g Ab
B 234, T BEAFAERR A HOK > 5% i 4t
BT 45 R (R2).

2.3 RASSFIAX W ZEESCCR L P ¢ 44 5k Rk
MEFRAKREETREZ 8% % RASSFIA
B R B S5 IR B R I E S C C 3 11 v A A4 47
I A] 422.253 mo, 15 ZAHX R ) RASSF1A
mRNA T RKIEH K FIESCCEH 1 47 A A7 i
] 441.667 mo, —# 2 WA BELF LR
= 18.460, 2 = 0.000, [¥1); RASSF1AJEH my H 3&
HARZSIES CC 2 1K b A7 A= A7 I8 1A) 421,933
mo, M5 Z A%V R ASSFIAKER I F LK 1)
ESCCHEA P A7 A A7 1] 1] 432333 mo, —H 2
AT & Gt 25 5y = 7.518, P = 0.006, [£12).
2.4 ESCCAALRASSFIALR R F Rikb % 5
BE T P RAKREN X R E26IRASSFIAKE
DR S ik B R (MESCCLH LA A7 2401 i A2 T
JE B F DX R AL, 236 A RASSFIA
mRNAK AR HESCCHL K K INARASS-
FI1AJE S 8 7 X 385'-Cp G & iy 1 JEAR 1K) 45 0,
RASSFIAREPR e s RIA G R 5 JA 3l i F AL
TLE P = 0.000).

www. wjgnet.com

2 RASSFIASEREL SIFPEIRTHIESCCHREHIAR
BEGE.

317E
RASSF1AKEK 200045 Ml 38 g 4123
T B R AN 2R A e s R DA EL A e
Jo R R DI PL DR A T35 4, H AR
Z 2N BRI UL AL R (DS
ST H5RasR N 5 F Nore Ll i AE [F] 5
(1 R s BOAH BTG 5 — 58 Ak, LA 52 R as
FOCIPAT S 5, () miAT 2 5 24 F2 1
5 25 T SO B R E PR, AT T A
22 Sy AR R, (3) TR 40 A AT e A i
WIHE D1 (cyclin D1)FFIRSR i 42 i 40 i ) 11 G,
$0 1) S IR AR A 40 &) S 459 /Gy /S S, BHL L4
i SO e v 4 R AR . SR ASSFIAZE A
[Pk Bk N 2 5 R 40 MG AR, 3 BUMIR T k.
RASSFIAREP JU-FAE T A7 1 15 42 Kk,
AR LR oM . THEEANRZ
Tl STk R 20 23 b TR B R BT R, oA
AT R A S A

AWFFT R Hreal time RT-PCRJ7 A T
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W@ %R 496 7 KESCCH LR MANN I 55 IE W @84l plan-Meier?A2 il ZAEA7 thek . XK K (Log-

AR, F
B, HRT
5, s Fit—FIK
I RASSFIA % B
JE P 4 4F R Fe AL
A FEE L

ZUPRASSFIARE N 5k RIA K. g5k
BL, AT IEH S 414, AE49BIESCChrA
£26(53.06%)1 L T RASSF1AREK ()55 5 %
5 F ik, RASSFIA mRNAY{EESCCA 2 Jz Hoxt
O (1035 55 1 LR TP IR R IA A A B 3 Gl 2
F(P<0.05). 1651 R B G S HOC RS
o BT ORI, AL R ESCChrA T
RASSF1A mRNA [ 31K G R0 T ok 2
S, ERAGRUEEE (81.5% vs 18.2%,
P<0.05); RASSFIAFLPR s8R RIS R
ESCCHEE IR TNM > i 5 V1A ¢, 433
G, PR AR, T /10 ST/ IV B LA
TEAE i G 2 22 5 (P<0.05). R4 52
T LA 2 (R 0 5 S 5 1 RIS T
RASSFIAKE K 1] A8 JEESCCH— M e e ik
DAL 005 AR DR IR A R 7

X FESCCHRASSFIAKE K R IE AR
HURI O 7 ey 10T, H TSl 5i%
LN A Bl X RS'-Cp G i 1) iy FR AR AR 5151,
AN S5 R, STRASSFIA mRNAAE
15+ RASSFIAJH B+ X 385'-CpG & 1w B 24k
(K20 B 25 2590 (552" - SR ) A 28 s ) 0
ZZFRASSFIAR) 2 AL XRASSF1IA mRNA
W EHT R, Rk, R, AT 1R HqMSP
JTENA9BIE S C C A3 1) i Jeg 41 23 1ok Y. 1 s
F L AT H IR W 5. 45 8
7R, TE49BIESCCAH LA bR A RASSF 1AL N 5 3))
FIXIRS'-CpG iy 7 H R R AR K 77.6%,
fen T2 BT ST S R, T R R ERATT TR
I qM SPJTVE AT i R B G, IR
HEZHR ARG F a8 RER, Aike
SEERE I MV MESCC A HRASS-
FIAFEN JH 8 T X 305 -Cp G i i B 34k 1 & A=
HH L 45 G ESCCAI 2P RASSFIARE R # 5%34
A DU SEAIR A T 25 SR I, RASSFIA
PN S SN NS S P RTLIE L ATE Y PS
(P = 0.000). %45 K47, RASSFIAZE 5 38+
X IS5'-Cp G iy Ak T BOZSE R % 5% R TA ik
%, I H ol GE S ESCCIIA KT Jm A%

FET i IR AH SG A 7 18, 2 Wi R I U0 o ail
IR ASSFIARE P 4 53 T4 k2R ol S FH R AL
5590 BESE AR S 23 B 45 SR HENIIRASSF1A
BRI 5 90 (¥ 06 R 110, R RS A
15 LBV 3/ TRASSFIARE K HESCC i 1l
JE LR R 7 B I BETiE A 2. AR HIK a-

rank test) AT A A7 M2 LLEL, 7 HTRASSFIAKL
AT 1) 7 SR AR B 2R R 2 F X 45 -Cp G Iy ey Y
RS HESCCHEE TG Z MK R, 455 W
7N, RASSFIAREPR 4 s Ik ik . JA 31 XI5k
5'-CpG i 1 HRAL IES CCHE A 5 AEAE I 7]
Yy S LU R . DRI, AN 4 R O TR I
UESZ TRASSFIAL K ZESCCH— MG AN R

M2, RASSFIAFEH 37 5'-Cp G & i H
SEAGFEESCCH g — i oy 1, izt
(1) FATE BRI B FE G, JERASSFIAKE D H%
SKATE G EZALHIZ —. RASSFIAJER )
SR IR R R R F R B ¥ X385 -Cp G & 1) v
FEHESCCERF MM ELHFE . TNMA 1] &
TEA R B EAK, $#27"RASSFIAKL W] /E R
ESCCHU [ A 2 —. #H{FFEERASSFIA
FEAEESCCH BT, JUHZ ML T 7T
BN, B2 AESCCHUG VP Ak R AN
AR ST I 2L BRI A A
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Abstract

AIM: To evaluate the clinical effect of enteral nu-
trition by percutaneous endoscopic gastrostomy
(PEG).

METHODS: Sixty-two patients undergoing PEG
were followed up at 1, 3 and 6 mo after feed-
ing tube placement to determine the changes in
body mass index (BMI) and serum albumin. The
occurrence of complications such as pneumonia
and reflux esophagitis was also recorded.

RESULTS: PEG was successful in all the 62
patients. Nutritional status was significantly
improved and weight loss was controlled after
PEG. At 1, 3 and 6 mo after enteral nutrition,
BMI and serum albumin levels were significant-
ly improved when compared with the values be-
fore enteral nutrition (19.78 kg/m” + 1.76 kg/m’,
19.84 kg/m”* + 1.65 kg/m” and 19.98 kg/m” + 1.78
kg/m’ vs 19.46 kg/m’ + 1.84 kg/m’; 349 g/L +

19¢/L,354+20¢g/Land 348 g/L+13g/Lus
345g/L£22g/L,all P <0.05). The incidence of
pulmonary infection and reflux esophagitis was
significantly reduced after PEG compared with
preoperative values (14.0% vs 69.3%, y° = 5.76, P
<0.05; 5.3% vs 25.8%, y*=4.52, P < 0.05).

CONCLUSION: Enteral nutrition by PEG can
significantly improve the nutritional status, BMI
and serum albumin levels, reduce the occur-
rence of reflux esophagitis and pulmonary infec-
tion, and therefore represents an ideal means of
providing enteral nutrition.

Key Words: Gastroscopy; Gastrostomy; Enteral nu-
trition

LuJF, Li B, Peng ZY, Liang X. Efficacy of enteral nutrition
by percutaneous endoscopic gastrostomy: an analysis
of 62 cases. Shijie Huaren Xiaohua Zazhi 2010; 18(29):
3140-3143

b

BHHE): M E K AT B %% R(percutaneous
endoscopic gastrostomy, PEG)J& % 1 & 769 &
R

Jrik: 62614 TPEG & & # AT 37, LR B &
PEGE# W . BFJ/E1. 3%6 mo k=35
KB kG EGH T LR EEHEE
FH R BOARERE KA L.

LR 626 B H 2RI T IORPEG, RE
BH TRV B E, KR E 02T 3
EH, HARBTIRL. 3%6 moJs, KA ETHEK
BRbiFaZkaRFARTRE BEW. BU
MR £ A 4t F E L (19.78 kg/m*£1.76
kg/m’, 19.84 kg/m*+1.65 kg/m’, 19.98 kg/m’
+1.78 kg/m’ vs 19.46 kg/m’ + 1.84 kg/m’; 34.9
gL+19g/L,354+20¢g/L,348 gL+13 g/L
vs 34.5 g/L+2.2 g/L, 3#P<0.05). PEGR AT
BB Fe 09 & A& F K 69.3%(43/62), KRG BARE
14.0%(8/57)(y* = 5.76, P<0.05); PEGAK#T &
TR KR A R H25.8%(16/62), KRG ZE
5.3%(3/57)(y" = 4.52, P<0.05).

Zit: PEGRE B F T HRRIUKEWNR, KRR
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FHAm, ik @ FANRAE FINPEG IR WHIEME, FHRMBELIELA0S om Wi £
TR E G LR BTN R E A D)0, A R, BAS LIk y o rreo
MR RO R LR BB, RBER O, B BRI A, U e AR MR AR
: S 3 e T e e s b kK AL F
bR N E ik A, VR R W DL S R RIR, ks
N 5 B S o SRS A . L AR R KT AL

PARK BR, 281, 5. ARG NS SEANCHENER
62/, HFRELNEILRT 2010; 18(29): 3140-3143
http://www.wjgnet.com/1009-3079/18/3140.asp

0 51

D] 8 i o 3 AN B 28 k£ 1T 5 i D) i i
ARTEae kB, 48 MW EFR(total enteral
nutrition, TEN)¥ %4>, &5, BT 4P &4
[ &L fe. H 3L TENHAE AL G 1) 7 V5 2 T8UE 1]
SR ST IEAT IR ER, BEA WD IT HOR
R R, I BB R B, AN
B N B &P A (percutaneous endoscopic gastros-
tomy, PEG)HEAT I W& J% H il S 2 %2 .
M, FTELEE G MR ARG, )G P B e s
Bt g 1< £ 2001-03/2010-03 17 1 5% [El Wilson-Cook
A AP PEG-24-Pul I — vk B %60k 62
i) J 2 AT IL96 K PEGYR YT, HUAS A 3 1) 2%
HHLEE T

1 RT3

1.1 A AR EF 624, 54501, L1741, Fid
20-87(°F¥4164) % . ey ifin s 1 fivg 4 1fn 25451, i
FEZE12451, B A A 2 i 6481, £ 45 P o,
AT UG M B R AT A V) IR 6, S BT
Ja20, EEETH. BiE BEATPEGHT Y CE
S B, B SRS B HEANEE.
Horp a3l B E AW APER R, 1661 B BT iR
R EER.

12 ik

1.2.1 RA74&: R & B (R, O H ],
{50 1 SR8 . K TR X 17 £ N 1 A8 5 B
TN HE RO R RS, B, SRR, i
FESI, TF SO I TE, DLORFERAE I R 2 425
F. R B BN, Sk w20, X523 AR A (1)
B, AR OIS S T NI o, AR
HHE T RREORAS . B 1 AT A T 20 B g
2, QIR L3RS A, BN S G
A E 7 K, e T RE R I R B i
J, W IR ALE E B AT O, RS Bk iR R
POLIE A I, 6B A A 58 D (1) DX I A 2 ) 0
e R, R R, B R R S A R

www. wjgnet.com

. RO N B A N SIS R L, A
IR R Sk S R R A S, [ e
B, IS B SRR R R S B OR A,
1.2.2 PEGARJE L2 ()PEGA J& 24 KMk Sz ¢
BT, 3 AP N BTAE 22 9FIE S N T ka2 (2)iE
RO A E I A a0 H L TR A T R T,
ARJG 10 dBF RIS FE M 5, Q)R E IR HE
AN10% 2 Hi250 mLAE AT, WEH LR, Wik
S, R3OREIAT “HbE” ()RR ETEH
A \OULRY T = G - (o s Y (VA A LYV
2530-60 min, DAY/ H 6 RO E.
1.2.3 MERIE4F: M EHEPEGE S . Y
Jal. 356 mof Al iEFiE(body mass index,
BMI) M M35 1 8 K. TR s B A 1 s &
BRI AR R A DL
Bt A TR K HISPSSIL5%AT, Mg TRk
BUATRLI:, T RIEA T R e

2 BR

6219 et LRI T 96IRPEG. 145 4F I} [a]
H15-25 min. i B E AT IRESBE U, 241
O U AMG Bk B EATPEGAR G 524 A 4E
TR, 1 m B EPEGAR G S
AN AL T, 2091 LBEVI, 6 moiih 5E K
MELHEAT A 5TH. 6-24 motE it P, 6244
F25BIHEAT T 3B B AR, Forb 1481 i H 1 £
H H20014F 5 1IKPEG Jib B 1-24F & i 1 I8 3555
1R, 220104 O 6 Ik KRG BEE IR A
Pl R AR A B, e R, 3
J6 mojii, BMIK LT A& (A KT 1 B i3,
BEEE EAN B ZERA G R L (P<0.05,
1), 624, 54 g Pk B 48 113k B i 4k
. PEGA RIS 1) K A2 5 4169.3%(43/62),
RJG EICA14.0%(8/57); RETAJG b %= 5 A
it 2t X(y® = 5.76, P<0.05); PEGA R I
PR R IR A F N25.8%(16/62), RJm 4%
5.3%(3/57). RATAJE L2 547 ok 2473 (o
= 4.52, P<0.05). ARJa HIUEA3H], 2 1
R i e s e . Rl A3 . e
Bl WA SEIKESE] . BRYETH . AR R
NPET 29151, 6451 i3 o Rk H s s 5 B
FIZDRHB L. e XRE AL 5 IR A 75 B 2 fift. A



3142 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFREANEILAYE 20101083188 5518% 55295
iR EE
PEGR E & # &
FRAKERA R,

TRYHEEE R
&5 R RIA
MR KB R
Bk AR B
Bt T, 2
A A TR
for e

R ARG (mo)
1 3 6
n 62 62 59 57
BMi(kg/m?) 19.46 + 1.84 19.78 +1.76 19.84 + 1.65 19.98+1.78
MEBEBS(g/L) 34.50+2.20 34.90+1.90 35.40 +2.00 34.80 +1.30

BMI: INREEEL

HPATIR BRI B i . BRI Jad e
BB I SRR A T AT, TOE TR 2R LS

311
ANRR R, W BAAE DB RN
O3 O TCE R SRR K A 1B 5 (total
parenteral nutrition, TPN), B & & X — Bl
1 2R G5 I B R S 1), JLE RO R
R EERAL B e 840 R R R4 A S
PRI A T A7 B, 6 TR A B B A
REEHRA AR, Rl — LG 0N i Bk
L AL BEELUAR GG R UL
ENLEE, B HARE A RER B R MR,
B WHES VE 3%, 0 Rk Oe — M 30
N TEFRAE &R, SR, AR B RO
B IR G AREA B DL S A g
KR AEWCIRE S, T HARRIR ()8 TR A% 55 B2,
B AR, TR NGRS ERTZT,
ME VAR A WG )2 N .
GaudererZ " 56408 TPEG, £&3d304F Ik
R, AR —Fige) S it s F K, BiErowk
Iz s A R, A B 0 N R N &
12, AN T DT DL S8 B s IR T
WEK N E RS EH, NTiE% E,
&g RS i AL, WEE RGN

T V) IF I REFNST IR i, ARG I RRED. $6 30k
[STHRIE, FAE MG AR I RAE R AR LT
B K 6%-75%H15%-37%, MPEG K% it
PEARAN5%-17.5%F19%-15%. B4 522507 % 15
Bl B H IHATPEG K S i AR AP R R A
FARMKMBET R b R LS TE IR
SiE; ()N THRFRIRIE, TG /bt Jey 30 R B ml ik
ITHAE, RJGIFRAEAS; (3)A TR AT 7
T, BE T DAAE W BE = AT, tn] LAAES 5 AT
(DA S5 FIART AT 58 R R & OARES
TyE, BFEALAEIR, BB, KIHE
T, RIS I FIPEG 1 48 vl LMARIE g “fr

N7 Z PR EGRAARAE, BE ST, I
F /b AT R HPEG AR IE I N8 7%, $E 4
i G Shae™™, W IR BE, STPNALAH
b, MBS T I NS 3R, B 5T AMEIE
W RBOR, TN E IR B PR LR R
S UE, T HLgh ' Wi DAY 0S5 5 R AR
I, R R 0 A R ) g R, R A
W8 MR 40, R R 6 57 i R TR Y 2 40
1E YyRE, Bk i vy 40w A N 2 = A, I
AT DA U ORFE S i S WU S s Dhfig, 9D iR
PR R AR X F I WS I SRR LR
S EETE. BB RN, BT Al
H. RIEPEG ELRA w7 KW N 78 R A4 fE 8 1
k7%, Onishi% PRI T KKK i1 TPEG
R4 MR b, PEGE A G VAE B AR RNy
64.0%. 25E A7 N 55.5%. Al hy S BER IR
WA TPEG 5 A B3t (b 0 AR G Ui, I KB T
T, AR K BEY R AR, A LK E R
IREERZ. AR UL 70151 7 A R A 1) £ oy
B B L PEGAE HE & WAL AT, R IR
ZPEGH UE & 21 W WAL T S L. AhiA At s as
e B2 i IR B AT B Al LK 5 1T PEG
KAEEAT.

AW R IPEG 712 W E 776 mo, BHH
FRR UL GEEA 5, BMIE N, PEGRTG Z %6 %
TEEE G s A EAHENGE, ZRA%0E
B [FIRPEGH P E 77 T jd b DK B e
TS S 1) SR B 98 SIS S G 1 A A
SV SR AT Y g SRAN . LR T 82 P4,
by 2 A FRA ) i N SR I AR

4 SEXH

1 Gauderer MW, Ponsky JL. A simplified technique
for constructing a tube feeding gastrostomy. Surg
Gynecol Obstet 1981; 152: 83-85

2 N ER NERER BEEA R B
£2000; 8: 18

3 WML, M, FENE st EENG TR E
A BURIFZE 2002; 14: 137

4 Gutt CN, Held S, Paolucci V, Encke A. Experiences

HGPE

www. wjgnet.com



PR, 5. ERAE N BEEANGBAE 625 3143
with percutaneous endoscopic gastrostomy. World | sion 667-668 W @ 53R
Surg 1996; 20: 1006-1008; discussion 1108-1109 9 Onishi J, Masuda Y, Kuzuya M, Ichikawa M, Hashi- AR AT, X
5 FEE k. HisbENES. i FEReE zume M, Iguchi A. [Long-term prognosis and satis- &%, %t 7 ik
AR HibkE, 2003: 564-570 faction after percutaneous endoscopic gastrostomy 47 %, £ R T ¥,
6 FRZEE, R, TROKZL, WMLlE, SEIERE, D5, BR7EE in a general hospital] Nippon Ronen Igakkai Zasshi s R E T —
HINER N H ISR S EARRIIE RN . HhEA 2002; 39: 639-642 FREER (R
Hi7 2010; 16: 389-391 10 2RV, IHZEHE, MIUAL, I, #571E, IR, AR
7 HUE N, A B AL T E SRR P T B SR TR SRR L. g
/NIIEEAR TG RIIGINE F7 3R . B Mk Z% 2007; 27: 633-634
“#9%E 2007; 26: 507-509 11 VPR, DR INBE MR B IEA R R E LT
8  WuY, Kudsk KA, DeWitt RC, Tolley EA, Li J. Route B, R NS 2007; 15: 294-297
and type of nutrition influence [gA-mediating intes- 12 ¥Fik. B85 NN B BEOIRARN . HHHE A
tinal cytokines. Ann Surg 1999; 229: 662-667; discus- Z22009; 17: 3377-3380
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BHA HERRBIVE: B omiE o R B AE SLEEAT RS, A TG G, AT RatHER et I il 52 S

BRAZ AT, Rt B ARAETBOR 400% (ARG M, T SC S5 SCRE R A0, e . BUH . T4 . &0 & U0,

PSS SRR A 4L B BRI “ S 2% SO R TR, MOR1EE . B H . T4, B A

TURSHER TG . HER S ), ML T gnH i T R B RO, T KA ) 7 B v ) B R

BE AR AWTT s F i ST AR, R AR B R RO J AT B Ao, BOW T, RS IESCTURS

FI)E, AU EE R L, BT g AT =R TEAERE g T b 8 S B, IR s SO A A 0 S g

. SHE g PR S AT IR B S RO, TR g A A N A AR . Bk, IE

X RAGFER, FEMTTRNER S W RNE S B A, ST AR R ) m

S-BE BRI, BT GRS AT A g o AZE A, ST T B AR TR B, ST RE g T

AL R TR A R HEAT BRI, S AE HL T 4ndE I /EASP. PDF. XMLAE S, G 45 lc &4 22 8 31 03 R 25

&

BINE NE: THEHR TN E, SRS a7 i, BIE IR S0 JUURTERE . WIE SCHReE.
(AR NN ARG RSB RATBE— D AR Z ™A% W A, ORAUIERE e S i B tH R, T A 2 %

WAL RRZEAR SO IR ZEAR T 2 —. A PREVEE T FORR S A, (SR AT A PRIERER

AR BT 4 mo P S8 K. (SR 34T 2545 2010-01-18)
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Abstract

AIM: To evaluate the feasibility of longitudinal
endoscopic ultrasonography (EUS)-guided en-
doscopic band ligation of gastric submucosal
stromal tumors (GISTs).

METHODS: One hundred and twenty-six pa-
tients with GISTs underwent EUS-guided endo-
scopic band ligation. Tumors were located in the
cardia in 8 patients, in the fundus in 45 patients,
in the corpus in 39 patients, and in the antrum
in 34 patients. The follow-up was performed on
day 1, at 1, 2, 6 and 12 mo after band ligation
and every year thereafter.

RESULTS: The diagnosis of GISTs was con-
firmed by EUS-guided fine needle biopsy in
several patients. The success rate of endoscopic
band ligation was 98.4% (124/126). Tumor
eradication was found in 125 patients (99.2%)

during follow-up. During 1-5 years of follow-up,
the ligation site became flat in 86 patients, and
formed white strip scar in 11 patients. No re-
sidual or recurrent tumors were found, and the
recovery rate was 99.2%.

CONCLUSION: EUS-guided endoscopic band
ligation is a safe, effective and simple approach
for treatment of GISTs.

Key Words: Endoscopic ultrasonography; Gastric
submucosal stromal tumor; Ligation

Zhong HM, Song J, Dong WZ, Yang ], Wang QY, Yao P.
Longitudinal endoscopic ultrasonography-guided endo-
scopic band ligation of gastric stromal tumors: an analysis
of 126 cases. Shijie Huaren Xiaohua Zazhi 2010; 18(29):
3144-3146
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B89 0 kEhA F A bTiE 3 B AT R
T Hy F A AT

Fik: 29U ENEEETLHHL T AR
T/Jw‘rﬂ)ﬁﬁlzm H 11841, B k456, &

3961, B #3461, AT AT RIREILRG ST, T
A 7" 1 2rrl0 ¥, B — R LR,
BER: HomaTame, mmEeRh

100%, #4THFEB T RIABHEILK, R
12445, %) %98.4%, # 7 N 557 18 )R & K
P 125%1), KA & 4 299.2%. A 864 %% #1-5
87, é‘ébﬁ’ By BR-F i, 116 7T ARG 5,
EABXRIBEANLRR, RENKG. 4
K E, B E9.2%.

iR ERFNERETHRFTHHELAEBRTR
Jfﬁﬁ’ M, AL, TR, BFNE T EILS
57, Mg MES ARG, BF kEA. A,
Jﬁl’gl,ﬁ' B — JF%)L;‘/&#E}‘.

KR B AR, R TR, EHLAR
HIERE, R, B, oA, TR, Y. HBERNEES
BSHE NERBEEIL126/F]. HRENELZE 2010; 18(29):

3144-3146
http://www.wjgnet.com/1009-3079/18/3144.asp
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03I TSR T 12441, 1iTh598.499.2%. Hi: WA L4 i

B RN /N TR R I2 VA TR, BRAARLIN, £F
Te1) ot 8 K K 4 W e T L e T AR .
BT S BT A DR, B RGN /N W) R
S AR A, AR AR I R B R,
WEE FiRIT i 2. o N AT 5
H4016% B 520044 LK T J& g b 75 P i g
5 E FBE T R TR (4 LR T R UM 5%,
B e D RTHA YT R /N )R 1 A
Jiik.

1 RS

1.1 #4 2004-07/2010-0476 B AR 4T
S EE 401 BE BEAT R 75 N B A gl s BT 1 Al
TR R 186M1, TR R T RN R R
12601, 1A810.5-1.3 cm, B7561, L5141, Fi%
28-79(F153.8)% .

1.2 7% W HAPENTAX EPM-35007
B N, B 5-7.5 MHz, S\l 12214
4. HASHITACHI EUB-525%8 /2. H
AAE RIS, 45La AR mm.
TEFIK K EILLE, BILBENLI3 mm, K10
mm. S5 N B A R I R T R
WA, BB, BE S BRI TR N A
. R P P RS 7 R K 70 K
S ) TR (RN &, SE b 7450 402
i FIIE S, LR S T A HER R AR, PR
EA£0.5-1.3 cm, BARABIAIELS cmf
IRER DR ESE I N NEE TR 3758 EoE i)
g i, RIS RIAT 8PS R A, AR s TR) it
oA FEILIE A, WA BT RIUA GEK
SR AEL, N BT EREIL. KRG
TR 2 R B FR 25 IR, BV, 1-2 mo
Jo TFUR S A B B B0 N B, SRR I,
B AR 2 @A R, AR A &
A P BN R TR R, LU R LR N B
ERpY A RIS TR

2 BR

TP RN RN R R 12641, BT
B UZ; B8k, HiEasyl, B39, H
34, TR S LA, TSR R AR AL
fE B AL, AR TR, [l R A,
JE) B 120 S b, T e 98 b, el 7 B AN
By, WGARN, WEREX, >5 cm. #RELEHE
2 RSCTHIANER R, R LR A 100%.
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R 75 P BB U5 L ) ORI AR 5 B A, RILRE
FUAE, EREEILRD, W ARSI AL, )
0.3 mmikRFALL, 1% TR R EAAREL3
mmX2 mm. SLIELERE V. BB R P R
Vi IR T BR IR 125491, 35 R #299.2%. 478641
2 1-5TERE VT, BRI, 1T AR A
g, FoR B R R AR WANTR], R IR B
SRR, VR ER99.2%. WITHWLEE, 458 vk Ja
SRR e, A A II.7-6.4 wk, P34 A i
[f]4.1 wk£0.5 wk, 1] &35 35007 80 SIS Je) i B
B, RIHIES, VR R LG 2-5
mo/F 1B 5. VER N IEH AL ZPIEH RN Z
R FE, AT2RERL. RJFIEIRMEE, E T
WUEE S5 LA G DB 1 whN B R
Jii. AR FH LR A L. AL

3 e
T (1) /N A S5 R 2 B LI — i A R R T AR,
Z o0 BRI EA R KA, B Thag, 5l
RCIG RRER, I O MU, IR R AR,
RRFERD. AR, —BOA N EE AN T
T BTLL, H R IR 2 5k AR R A YT %0,
WA WEE R RS AR, BHA, BEEAR, f
BEAR . VIBEA(endoscopic membrane resection,
EMR). &K (endoscopic submucosal dissection,
ESD)F145 4L )5 #1125 AR (endoscopic submucosal dis-
section with ligation, ESD-L). g5 > 3k
RIS 2 Fhoy ik, Horp, AN H 5%

9 18] R I B LA 4 5 HAB B AR AR L,
A R, TR B LA, A L Y T,
B AT AR B8, £ R K ok i AL AR L
BOR, #ELy, nTRLSE R AN EAR13 mm iAo (1)
T TR JTTIRE, R il A o T e B R Kt kA 4L
ARIGBEA, B2 i 51T

18] SR I B LR 4 5 HAR B AR A L,
e 4, HREVIBRAR . R LAIBR %
W, I RERIOE A ZUw B, H2FARILNE T
EHAMK, B ZEO RGN BT ARECR,
FEIE 2 BrA A, I HARILBR 1 KR
TATT20044 2 ML T (1L, g e
K oK IR B LA AN LTV, AR B &b
NEILATTE 1N FRE N, KL N R i
TREAE A 0 4 T AL R BRI N AR 2010 mm X 10
mm /) 453038 N, RETBUE 3 LK /N 1) s S 3L A
FIH RS 4L )5 B s, XFEH T LI

ERSRNEY E-d
I EE AL &
HETRE, TA
¥, BT, BA
FotbAy. 4T
R I EE T F
EA B W AR
B, e ek,

mi £ B8

BT ARE R
R T
18] Jt 98 o2 3 A 5T
A AL b, F
L, Al A &K
WY, HAH K.
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AR () SR A2kl IROE. Bidg e, Bt BFIURkaE, ASCsopb g 1), I K
Wit K e F R

Bt A= K B 1) 6
F7, 3iFmi
KT TRGENL
R FW Tk, IF
RET—2%HF
%, dn sl RAR AR
F RS Tt
A7, AR
B, K3 E,
R Z AL R AN
FRERT B

W & 15 R

A S AT, &
I, AR
I B A L.

JEFB I N ARGV, B R B, 15 IR I 45
FLIRHMI F) 2552 B (A ) AL 28 Hh SR 3 4 30 A
I, TR T 28 AL, R v& i R L 8 (—
WA TG 7-10 d), w45 A e b B T /0N ) o
I8, Sk T AL R AR AL R

T 18] SR (R B LR B4 5 AR B AR A L,
MR, Nz, CAET, 2 M NEE T s
H, Bl A 35 7 VR D B 1 B R A, Bl SR H
EMRAMIESD, {H &1 i 7 Py 8 i s i A I
i) R 22 L P T B BE 402, BB A NLZ, s
M2, ARG TRIUZ. BB e
EAVIE. EMRAIESDYIBRIE A HUZWAE, 4
VIR A R BE 2 L, 5 &8 b e
2 b, PERHRIEEMRAIESD M TN T2 J8 T
W A7 ILJZ 2 s AR 12T AR SC%RE RN 2 $0%
FHRE, B 5ELY, BEVTECE AR WL

EHRFA VLA, HN %R LN 0
(D)EFLARTT 5 26200 LA 75 PN BE A 2512 Wi Fi Bt
V7, B BN AR ) U 2 W ihTT
7 ZE A3 PR R U7 FLAT P PR R S (2)™
6 JE 6553 19115 B R S 4L, A Iy IR OB, 1
SES5-13 mmiPYE ], H4EE VI K, %8s
mmEL R AR, %205 AT Rk i 2 1 1
HEEFAT, QIEROR, T LB A AL,
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Abstract

AIM: To investigate the changes in DNA content
and cell kinetics in different gastric mucosal le-
sions.

METHODS: The DNA content and cell kinetics
were investigated by flow cytometry in 25 su-
perficial gastritis specimens and equal number
of specimens of type N-IIb intestinal metapla-
sia, foveolar hyperplasia, type IIb intestinal
metaplasia,and dysplasia taken from patients
with chronic atrophic gastritis or gastric cancer.

RESULTS: DNA histogram analysis revealed
that proliferative index (PI), S phase fraction
(SPF) and G,M fraction were highest in dyspla-
sia, followed by type IIb intestinal metaplasia,
foveolar hyperplasia, type N-IIb intestinal meta-
plasia and superficial gastritis.

CONCLUSION: Quantitative cytokinetic analy-

sis can be used to evaluate the risk of malignant
transformation of gastric lesions.
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Abstract

AIM: To evaluate the efficacy of Silibin capsules
in the treatment of metabolism syndrome (MS)-
related fatty liver disease (FLD).

METHODS: An open, randomized, controlled
clinical study was carried out. A total of 60 pa-
tients were divided into two groups: control
group and trial group. The life style of every sub-
ject was intervened to exercise for 40 min every
day for 5 d every week. In addition, the subjects
of the trial group were treated with Silibin cap-
sules at a dose of 70 mg three times daily. The
therapeutic effects were evaluated by examining
serum enzymes, body mass index, waist circum-
ference, and sonographic grade of fatty liver.

RESULTS: A significant improvement in serum
enzymes, body mass index, waist circumference
was achieved in the two groups at 12 and 24 weeks
after exercise intervention compared with baseline
values (P < 0.01). However, the improvement in
serum enzymes was more significant in the trial

www. wjgnet.com

group than in the control group. Although the de-
gree of fatty liver was improved obviously in both
two groups, a more significant improvement was
noted in the trial group than in the control group.

CONCLUSION: Silibin capsules exert significant
effects against FLD by improving liver function.

Key Words: Metabolism syndrome; Fatty liver dis-
ease; Silibin; Treatment
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WM ZIIR A SE P KB, AR S A e
R NG 15 JH 2 A0 JBR 5 B HR TR v g B 25 0l
SE P EERE F IR, SENAFLD R 3= B4 il 4y b
5 NEREFIAR S o8 & 1E o R T, AR ei S
AEAH DG 107 9 28 S AN TR 1 . D48 SBI3El 87312 wk 385524 wk
TIZE 59.26+19.12 38.96+10.19° 33.12+7.54°
1 RIS TIRLE 56.76 +26.33 48.74+16.91° 41.75+14.23°
1.1 A4 2008-04/2009- 105 FH = 2 B i e e B 0377 iz 2l
FI R AR S 2 A S B B s so ), TR 0709 0.013 0.007
Horh 554841, Le124, FERe22-78%, AR TR TR AL
(body mass index, BMI)26.2 kg/m’+2.6 ke/m?, i <001 v BB
LAY AR 56 2 30450 F %t FRZH 30491, k5640 55 23
B, 7B, 43,95 £21.4%; wa Easpy, AST> GGT 1UG 612 widllFPG, TG, HDL-C,
LB, FR433£26.4% . K KRR g DB PR I AR PR
e KM R L 2 A B s e PO AT RACILSR. IR B 7 4 I 3 2
R BRI (1) S s T & 2B g IE, TR di e,
JE <140 g(Lo <70 g); (2)BR M EEMERT 48 Gt F AR I EE R ZH Umean£SDX
SN . A, TR, SRR IECORR K P<0.05H
TS B 7 T 00K 52 ;. () AR AE AR 1 Gt X HISPSS17.03k AT Gi it 22 40 bt
(o R 11 55 [ ] 5 L T e 280 o ) Rl N v 7 4l
3UIETINCEP-ATPIDRHES);, () iiem 2 B
40 U/L; ()M itk Ty 21 AT IRILE AT 57712, 24 wk
Wi kR, HERRRRE: (1) oAb SR Thas o fe POAT A ARG ARA) AL IR LRI IRAL VAT 12,
PR QORFRIAL I : (3)J6TK . VI Sk e 24 wk 5T RTAIELER, M7EALTSAST FRFK
R B OPEEATE AR . RISk 25 X (P<0.01); 4LIA) 43 AT R B,
ASEINAFLD | 9 ook WIS AT A T T (R BIT12. 24 wkiN IS ALT HAST/K, fEIiR5:
j;iff’sz R HED)): G REIEA0 min, REE DS 4,  AUSHIRA R, R A SRR
o MG LR SEARMNARIEH(RH. POk, Sk, B 12 24 WKHERBHE<001, 1,2)

& %, MWK
CEERELS
K45 AR AR £
R s IF o4 B 5 L
BMI. FEH . I
&S B o0 AR 04 A
i, MRk A E
s 7 AR LR A
JE A8 % 8 W5 BT 64
. BMI. %
B . AR Rg By it
HRHG AL K
RIS L S50
BERRAG YA,
AR IE B 3T MR B
EE e R LR AN

UK BEEEAE), BEKiE B 5 Rk B e KA R
50%-70%:; X TGk EEI M, kb i i
DiEe N K 6 52 IR 924 wk, BERKT0 mg,
BER3UK. R R REAT A% 7 A0 (g R 20 +
Wt +izah). I 0] A ARG TT4A A £
Fi. MR, BEIEL M. ALT. AST. GGT.

X I B (fasting plasma glucose, FPG). TG.
% FZ JH [ B (high density lipoprotein cholesterol,
HDL-C). B Iyl 5, & 12518 1
Jiik, B sniny 7 2k, VIR B2 wkoltiz
LR, WK BEIRTT IO 54 wkIJALT.,

2.2 RKI Ao 3 FRLLE 5T AT 5 76 7724 wk B &
BT A RIS IE97 24 wkis FFIEBIE A %1%
2 5 () T 17 72 P e 2 364 56.7 %, T b A AX
30.0%, i 10728 P b e A A E 20 5 6) R4 A L
B AT G 2 L(P<0.05). IRE 4] 5 % I 4
1624 wkML S b R rh, 359K H R I 28 1 n 1
(K3, 4).

2.3 RI A Fe 3t BRALIE ST AT 5 76 77 24 wk BMI
Fo B2 B T AL IR AL 221 VA T 24wk
BMI. BERIYAE T B, Bifyrar. fabig s
HY vl 22 X (P<0.01), (HPF4LR LR % 7 650
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= 3 HBWARNBAETAETRI. SHEBBR &S = 5 HKARNRBAEEEIsAl. GBMIEYZY (7 = 30, mEREE
AER) kg/m? mean + SD) AT T

4348 SBT3 REl 587324 wk DB yayRf:1] 87324 wk
2 o & B $© & X Al 26.214 +2.594 25.066 + 2.426"
R S| 9 17 4 17 8 1 4 NHRE 27.086 + 2.329 26.104 +2.161°
WiRAE 7 22 1 13 16 0 1 HE 1.362 1.708
PE 0.184 0.098

KR 4 HIWAFNRETEETS 24 WwkiTBBHIRSF T

n(%)

baxicl I35 2l ik
] 17(56.7) 13(43.3) 0(0.00)
WRAE 9(30.0) 21(70.0) 0(0.00)
HE 4.344

PE 0.034

THEE L (P>0.05, K5, 6).

3 1iE

NAFLD i BRIPOR AU AR W A B D 32 5 |
AR, LADR I8 T 40 e K e T 7 A Ay Ry
AU PRI R o3 BR 55 A0E, 0, 465 P 4 I 07 P DA 2
FH G AR 1R I 7 72 JHE 48 (nonalcoholic steatohepa-
titis, NASH)AIAELL, i & 32 HRHUA IS AL 2 oK
5 R R FR V). H T, NAFLDJ 7>
Pelh FARPT. . MREEL. BRI RE. O
HLRERTE. AR ERAEAR DGR I T /A NAFLD
fR— o3, TR B 3R AR A 28 S AR AR G AR 7
JH G 5 DORR B 3 BE A PR 345 . IEJE . Gk
ZIB BN IR ARG UL BFEA T K]

JK B T KGR 2 AR A KK R
PRI RIS SR ). 7K B IR K |
] 0 g Tl IR FEL B Y 52 5 P 7). g Tl T O Lk
2 I, KRBT R IR R R R
P, IS B NEBUE S SR PO AL PRI
AR AERRAN MRS IR BT TR P R .

A TR AR B R T 5 LR, i
AALT. ASTHINERAEHIERIE. /K WHi e B
L AT, At ] A PR AR K7 A,
BROCERR . ORYHAR ™, AR A 8 TR R 5
MY, KR AT DA/ BUZE S o A0
(0y)+ NO. 141 =45B, 7 ™. ih v A i
AR 2 AN M N I s A, R R
AES AR TR Z —, Z 5350,
(DGR (S SUBURT Tt O Ry e
s IR, AT RA RAFIIPTEM. PRS0
M A RAEAEH. L5 IR (essential phos-
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°P<0.01 vs BHBITHI

* 6 HWANNRATETE. BERENE (7 =30,

cm, mean = SD)

pax el &Rl 5873524 wk
L) 93.093 + 8.689 91.482 +8.608°
WiRA 95.389 + 8.802 93.630+7.791°
HE 0.897 0.904

PE 0.378 0.374

°P<0.01 vs BHBITHEI.

pholipids, EPL)& N A4H il FIZH 2R R S B A
FIC5Y . A MBS 45 £ A2 40 M A5 3 P Lo B, EPL
JEAN B FEA R 4, /KB S B (I EPL &
NN TR IR A AL . IR AR, s R T
0 PR LI T JEF 4 J 5 A5 0 BT,
5T K G AR R ITAE A FRAT TR R
ZIALT. ASTHI NI, it—Dursk 7Kk
] 0 J R AR &35 5 EAH G T 077 A R A P
- BLRAEA.

AR P HZHLALT. ASTLEMK Eraasihil.
BEGIT R G A I A, ALY T 12,
24 wk5 697 AT LRI 22 A Fe il . AR
SR AE AT 5 i 05 T BR Hh o R 4 g i B FE KL,
B B AP UL AR WAL SE AL b, AR ST ORI
B R RIE R NI EAN R AR 3 ) 15 A0/ B
SEIIRES N P74, NEEA 2 A8 Ik R R, 1X
i P 9 JE o 2 o o JBE B AR, B LAk
5T R A OO R S B HR T G B AYT L I A
i 5izd . MEAEEVINCR. Wit
R RE R AT DA AR R ST ARG
XTHAAIALT. ASTEKE . 83hiad7 )5, ALT.
ASTHA B R B, WA sl 25
PR T AR, G T R F BT, B T HE
NEW DR, Wik gdde T I (9 2ORE B 4. ALT.
AST. GGTIWIKTtm 5 5 1T A AH ¢
PELE AT 5015 23— D Ar g,

T B AENE W7 A2 1k, 659724 wk

KRB B E S
7R g A AR
%k g WA 0
5. BMI. f&
B . R e BT
REgEA, T
KR E E AR
BT AR B,
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Abstract

AIM: To analyze the indications and contrain-
dications for duodenoscopy in the treatment of
recurrent common bile duct stones.

METHODS: A total of 449 patients with recur-
rent common bile duct stones diagnosed by
type-B ultrasound, magnetic resonance chol-
angiopancreatography, endoscopic retrograde
cholangiopancreatography were analyzed in this
study. Based on the presence of bile duct stric-
ture and intrahepatic bile duct stones or not, the
size and number of recurrent stones, and past
treatment history, the possibility of success of
duodenoscopic treatment was evaluated to se-
lect appropriate minimally invasive procedures.

RESULTS: Of 449 patients included, 440 under-
went duodenoscopic treatment, and of them 335
patients received duodenoscopic stone removal.
The success rate of stone removal was 96.7%
(324/335). The average length of hospital stay

www. wjgnet.com

for patients undergoing duodenoscopic stone
removal was 5.43 d + 1.86 d, and the incidence of
complications was 6.6% (22/335). Postoperative
evaluation of the biliary tract showed that 317
patients were in good condition.

CONCLUSION: Duodenoscopy has the advan-
tages of minimal invasiveness and short hospi-
tal stay in the treatment of recurrent bile duct
stones. Etiological treatment can help reduce the
recurrence rate of bile duct stones.

Key Words: Duodenoscopy; Recurrent common bile
duct stones; Minimal invasiveness
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#%>2.0 cm#) % &
4E B AL T 2 K AR TSR 2N
. SHRE e s 2B AR
e X 08 |‘§_ (n = 237) (n = 203)
. S . PSRN B ESTHEG 159(67.1) 135(66.5)
/11970 WILLRT, [ QT A% S R P
Z, . Eﬁt bk .fil\{ﬁﬁﬂ\ N Ei% PATIBEF ARG 65(27.4) 64(31.5)
Zh ’fi( #E{\(L%/K}EH JTHEHB o B %ﬁ*ﬁiﬁﬂ B T FAR+ESTEG 13(5.5) 4(2.0)

iR oux-en-YWJ & AR, HER A I IEFARE11
K W& IFRAEZ, K 2 8t AR
Bz, ARHEE A 2R TR 2 FF AR I A&
B, B1974%FClassen® MK awaifsE™ 8 ek
W T FLLFE LY IF R (endoscopic sphinc-
terotomy, EST){&JTIHEVE S A LK, + 481
B B W A LR AR RE SR DA R 9T I R R
K Rk BIRESAEETE. 304k, M
P BE Ak B AN TSGR, P B B TR RO TR
AW S AL IR R, VP2 R R R
HEVE 45 A D Reil g N BE A Bva . i Hoadad
T AR, IR BT IR SV 4 40 2R I R A
A TS T, TP AmE R A
19784 LUk, REETHAEISMEI LB T W
Bis Wi FIVR T 0 RVE SRR L Ak RN R S A
3567741, AT T iR IR R, AW FILHE
2004-04/2009- 1 1A 52 5 R JIELS 7 45 41449
%1, HHEBAYHE A (B ultrasound, B-us). 3L
JRAHEi% 5 (magnetic resonance cholangiopan-
creatography, MRCP). &N IVAT I &%
(encoscopic retrograde cholangio-pancreatography,
ERCP)™, 245 B I AR VA 97 5 DL A R )
BIT TR, IR iR ERY T IR R R
AR G BOREEEAT A AT R

1 MRRTSE

1.1 A4 2004-04/2009-11F AT 6 & & P
RV G 44901, B 51 R 2k EEE IH A 58
(acute cholangitis of severe type, ACST)SUEAT
W& B H S A AR X R (laparoscopiccommon bile
duct exploration, LCBDE)+TA! % 55 A", 4451
D] AL 328 3 e 45 Be>1.5 e S it I B2 JEL A ) O F
BUA+HRE W & Ria 97 4N, TL 44400075 4%
M+ 4Bt iay7 N AARHE. 44061 535 53
16141, L2794, 4 533-88(CF-H4I4E#Y66.0) %, 4
I 12 ANBE23741(53.9%, 237/440), 22 NBi203
%1(46.1%, 203/440). 44011 £ 1, 29441(66.8%,
294/440)BEAE A TR ES TG LA 16T . 14649
(33.2%, 146/440)BE4 A HE T AR 52, Hrp 174
(3.9%, 17/440) BT IE TR LA ESTHUAT IR YT .

1.2 ik VHAl44061 B 2 A E -+ 4Rl biia
Jrakis, He33splot R Btin Ty s,
T AR BIGTT, A RIE AAT IRk B Ik
TIRES . AR BT AR, 510561474
+ RS T AR B, AT+ R
Rf, AT FARBIT.

2 ER
4401 B F BEAE VR IT T 0L WA 1. 44901 B, 4
i) R HHTE S i B A5 (K E>1.5 em, E#3>40%)
TEPETF IR A O T A+ W) & ARE T, 51
ACSTHH SUFAT IS B I B VAT, JLR
44001 B F LT iR A (R2), ik
+ AR VAT 33501, 324BHUA K, Kk
& 496.7%(324/335). SUIHUAT J AT IS I
BA - feass. IHIESTGTT, 6BIESTRIATIE
Jes I S IR B YA T . 105411 35 s B 25
S EORN AR R R (R3), SBAT T IR
7, ERCP I8 7HI(ZohE364), 1841, ERCP
WL SEENBDIR Y. + 38 BEUA )
B BRI ) 5.43 d+1.86 d, &0 K 4B
6.6%(22/335), HoH R AES647], 2948 h vy
B ST 1T 5 SR TR AR 28 171, Y HILTFATEST
R, 1 whE IR AEIR BARTE N 2K, ICTEHE
71 T U ST 0 R e i ) L TG 28 Pk 0% s ES TS
M4, 25T o SOAHEVRTT S IRAE R 141,
SHIEVAIT Ja VA R oM 2F fL & A I F R,
432451 F A VR IT G AT FEVRAL . 32441 N B
B RS, 3697 o I Vel R 431741, 1
TG Dy RE P SN B 7401, 10841 B i B394 97 & b (19,
TP TR, V97 J5 IHIE VP4l R 459941, A
TE D) REMK AN R 248, A5 I JIF T8 50 v AFD) B A
HeSIEIR 7. 166 /FfENHIE D REVK B AN K ol
FENH A S o AR e A . HEASIEIR ¥, ATE N B
SRS AR, SBT3 4 3.7%(16/432).
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SHIFRBESG 6
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ESTSfE 9
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g B E M IE NG OL I S PE, IR R D
& E AT IR s A va T, B H AT R
fif = B R BV I PN B VA T IE S 52 R 5 A
UERIAE SOiF, A3 8 R 7 IR 2 R 4 0 i
GRS TR ERAT TR AT 2 4E (4 50
P IR B VA T IR R R A A 3G AR
AR AUF BRI FEE, R KA.

T AR B HCH VAT R SR A A
UE: TCBEIRYTT 28 s JIH B e v JE Bk A 3 Bl H
SRR K <1.0 em#; HMEE RS0
HAR<1.5 cm; difa#E/D, 7] — kg EST/E
PO K. RS A BT IHAEER
SEAAR SR IR i K E>1.0 em; AT
JHF P IRAE G547 IR 78 B 45 405 EST i f i
R TAE N BB AR A R IR B, RN —
WAIE SR A B2 DA TR B D) 2, T 3G I o IR 9T )
A, R AT P B IS B R VR YT
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WMENET IR RS At HP, &
BHEMEMY, P8R, S s A
T AR RBUE SR iR Ik, W
fiala I B e =, MBI T DBIR 32k
HA e =0k R, 20, BE
J&, JAATERCPH: A, 1 — 2 J Mt N B A ) )
REME, A R I I FLR B BEEATES T 4540
<2 cm. ZAHER/D. G, &
BT IR E AT, AR i oK
AR KE<1.0 cm3, HAFENEL FHCAHH
AR R (R MG £ 45 4>2 em, >28 G IFIH
WIRAE 450 ESTfE; S FIHSER & S EAb)ik
PERRAS R)JEATENBD G L. 48 A0 A+
ARG, HAA>2 emlf K45 A & A E G, H
AH 2 — 853 o T DA 1), R SO i A
ARFEFE L 270 AHE R 55 IF RO,
It LA 2 BUBOGIE AT T RORE R I 1) £ K6 P 3=
HARFE— 00T, 23 Gy s B0 Ak, T ELE
ik A K> em, RN BE FECA SRR, 61T
ENBD?5|it; #5345, XT3 B N Bl 1R YT 1 R
T, BEAEATEST, {HAFAE IR A g o B 2 (1) n] 8
FAER A IEY IR FLRAR AL, BEAEARAT
E ST 1) & AR FL Sk (1 2 B R U [ IES T
s, HETH 5347 B I UTE . ESEDIIT
W WRE S IV R A T A,
ATESTEUVRZEY 5K )5, RIEST/E U)K
SEAT IR T KN B SR IS B W A
Jik, OS54, SE IR TT .

WHNBCA AR £, REFEIAE:
F= 28 H TN R H [ R 45 4 2R =,
EHCAVE: IGIRECA T . RIS AT

miZA2E
‘= mE R
FA B A5
4E % B 18] 42 69 45
&, R B AL A AR
RIeE LR %G
REARBET &0
F b7 L E)
BW&HF, AT
Ak A2 4 24 6 Y
R &,
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W @) 15 B, K/ANEE0.5-1.5 cm, 454 S5HEBE Y (1) up after endoscopic management of retained and

— Rl R

A8 A BRRE LRI W WE 5K T2 — AT B8 56
WERTT. A IR, S FERmA T2,
H LB NSRS, 5EENBD!Y; 5=, fF
Ak A T1.5-2.0 emBEK AR BOR G PSS
A, B IR S FLR R L, 51
L BRI B 2, DR T Y I 8 LA A
AR S AR S FRREAT IO . AT SO,
BHE>2.0 em 2 Ras Al 228 . 2 IR
A, AR RS B RN, T B R AR A R S
S50 5 W IR AN RE DR UE B, 18 <3 S B
Jii G5 BRI T RE IR IR R, ERCP
MELLR I, TE RO A2 45 4 38 TR R R 1 %
Lo AT T FEE A e v T IR A R Y, 53K
WA A SEAS, RN EE ) sk — IR e B AT
I 245 AU, 40 G NATENBD S i vk
(PYEBOIM B ER), AR R K i R )5 FEAT
BCAWRTT . AR T 450 B R(EAE>2 em)f#fr, M
05 2 LK T DL R 8 A AN S e o WA B A T
WA, 0 DR 2 5% P A 2RI BE, 7 EE P D 5 |
AT H 1, X6 22 YRR A 993 S 1 SR B A A
Jei T A TERBD W 519, TS AIEE 3z v ke A,
75 I R 4400 02 A4 52 K 45 41 1R H AT
T e E . EEEERT R, AR S
MRS R A A B H 2 A IE TR L, FR
FARMEFE K.+ 3R MBI 16T v LU S P
RFRM I, Y7 RIS, AR A, A
i, AR, Wit TR SRR B,
AT YRR . BT e A
J7 SR MERH B 45 A IS AR A% B M A7 A
Feil, Y56 35 A OC I S5 Z AT R 2 0 o
Geit, e G — VR TT I8 AR A8 SE.
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Abstract

AIM: To investigate the association of a single
nucleotide polymorphism (SNP) in the promoter
region (rs16833431 A > G) of the signal trans-
ducer and activator of transcription 4 (STAT4)
with the risk of Crohn's disease in the Chinese
Han population.

METHODS: Genomic DNA from 132 indi-

www. wjgnet.com

viduals of Chinese Han origin [including 66
patients with Crohn’s disease (CD) and 66
healthy controls] was prepared for analysis of
the rs16833431 A > G SNP. SNP genotypes were
analyzed by polymerase chain reaction and re-
striction fragment length polymorphism (PCR-
RFLP). A Chi-square test was used to determine
the association of the rs16833431 A > G SNP
with the risk of Crohn's disease.

RESULTS: The frequencies of genotypes AA,
AG and GG were 0.545, 0.303 and 0.152 in
Crohn's disease patients, and 0.576, 0.273 and
0.152 in healthy controls, respectively. The fre-
quencies of A and G allele was 0.697 and 0.303
in Crohn's disease patients, and 0.712 and 0.288
in healthy controls, respectively.

CONCLUSION: These findings suggest that
there is no significant association between the
rs16833431 A > G SNP and the risk of Crohn's
disease.

Key Words: Signal transducer and activator of tran-
scription 4; Crohn's disease; Single nucleotide poly-
morphism; Chinese Han population

Pang Z, Cao K, Wei WX, Huangfu Z, Zhou CL, Shen BW.
Association of single nucleotide polymorphism in the
STAT4 gene promoter region with risk of Crohn's disease
in the Chinese Han population. Shijie Huaren Xiaohua
Zazhi 2010; 18(29): 3159-3163

i %

BW: o5 #FTAERIEERT
ASTATHA R BFH FRREHLFTR S &K
(SNP)1: 41516833431 A>G#Y % Atk 5 F H X
TRAFE LT B B0 AR KM

Fik: Rk & T BRE 6665 45?./%%
8 466 4 AF H B 5T %, :hb%wi& H4DNA, &
AR A X E-TRB R BEKE S SH
(PCR-RFLP)7 &4 M L STAT4L B & 5 T X
% 5455516833431 A>GH R B A,
AL A RME, KA AT 4R

%% k4
£20014Hugot%¥
WEHINACDY
B A FCARDI5/
NOD2v. %, &.48
HEINT A4S
IBD % J% 48 % )
P BB Fe 5 R
BHEFR AR
(SNP){% ., A #*
EQ RN S 3
Ay Kk RALA R
HE. T A
IBDZ —#F 8 %
i %KW kEm, &
ok W R % A
LREE, A%
BE APk 25
P A KRR
AHREEXB S
Z & MIBDA B
HEMXERE
FaSNPAL &,

W@ 7% LA
BRA, I, T
MFH—ARE
Iz R A



3160 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFENBLAYE 20100F103188 185 552957
mzz&ﬁﬁ LR STAT4A Hrs16833431 % B45.5AA. LG M 23 Ak, B3 (R S48 7R STATAJE Al 1) 5%
/iil;r;:}rﬁg :;k AGAGGR B AR F e Ja bl 28 ¥ 5 5] 40.545, A5 5 RS ML BRI (systemic lupus erythemato-

ICEORNS- B
A Thl a0, 3
B Thl &m AL e 7 A
FBSTAT4 A Y,
42 % STAT4 42 Th1
o i, AL i A2
# Bk AR B A5 R

N
ok,

0.303420.152, {23+ B840 % 4-%) 4£0.576, 0.273
F20.152, AFe G452 B 69 37 & f5 5% ) 40 4
# 40.697420.303, £ B85 5] H0.712F=
0.288. iZAx & & B A Fo 545 3K B A 72 % 151
40 5 3-8 4 ¥ K43t 5 £ F(P>0.05).

2518 STAT4A H & 3) T X 3%rs16833431 A>G
EEBFREZERLS PRAAAF LT B
JR & A TR BAE R

KA FEHISRERBEE T4 =5 BK, B
BHERS B, URAR

XESBHERD I SPENEAB PR SRHEOVERIE. tH
UL N SEIVZYRS 2010; 18(29): 3159-3163
http://www.wjgnet.com/1009-3079/18/3159.asp

03I

FREPEMY (inflammatory bowel disease, IBD)
Je B VEAERE e W RAE T, A
PS5 % (ulcerative colitis, UC)HI 78 2 A
J#i(Crohn's disease, CD)!"?. i Je Rk FIIEIE N
FErIBD A 8 i, W AR R, 2R
T T 2047 2K 1B DAE M A b 1) 05 52 I
R ey & FA IB DI DR RTR 0 HIL I i R 5 4% B
i, HETAIBDIIR & hEREE . ieife ., kg
A 3% 55 22 B DR 2 AH BAE BT S0 (R O AU AE 1
FER A, IBDIN SR GBS MITB D A K]
Tl 2 Stk s abt A% DR 2% I B DA o F5 v [1)
—ANE BN ER . A SR A QIR T S A G T vk
FHZE A P DR 2 R AR 5 5 R 0 AR TR 6 R
AR T IBDI & A2 & R FNRE TR K42
. H20014EHugot %P 5 25 11NCD 5 K3k [N
CARDIS/NOD2LLK, CAH4k AL T 24~ 51BD
R P AR S IR By B R R 5 IR AL T IR 2 &
(single nucleotide polymorphism, SNP){V/ i, 5%
HE DAY 5 11 PR R OC AR AT . mT DA A
(12 IBDE— M 2 1) 2 BRI, 5 kv
FEZAFERNL L, HAAE BERR R ZE R 12
A I AT $ 3 B E Jh 2 W YHIBD A HEW]
AR B HRE P FISNPAL i, PR A 06 AP A
T b J T U S S DR % B B SR AR 7 kLI
Y. A5 5 5 31 SR S0 A 4(signal trans-
ducer and activator of transcription 4, STAT4);&Th
R R i = a1 Rt NP/ S 475 R U (VA R RN
2432.2-2q32.3, M FIL-1218 %0 5% N 518 15 Tk

sus, SLE)FIZE XA 52715 % (theumatoid arthritis,
RA)H A, R Z R B S e vhpcm RA 3L
[l [ 2 S HE ™). STATAIEIN A7 4 £ FISNP, H
Hh R Bl 1 XS NPl e e 5 i ik PR A T A
FEAE L. O AEDUR AR H S STATASE N 15 70 %
U IRIAH LA, AT A 8 00 STATAJE A
JA 81 K3 —NSNPAL 55 1 [ P& AN FEC DI
AHRVEREAT T 2047

1 #RRSE
1.1 A4 WAE2007-20 10476 5 M T 37 B2 e b
DTH AR T2 2 B B R PR 12 W 98 R e 4
(T B G e AL 222 RN i
N CTEEM AL R Mol Z oK R
[11C D i 6641 (12 Wi br Ak 415 Hh A2 B2 2 2 T ik
W3 5723 o3 RAENE R UL E (1) b B E
PE R 12 W96 7 IS I U ) )™, Hop 5
320, L34, FH)FE36.26%5 £11.82%; Ty
BEBIBRAN G I HoA B B e PP, 21 mo
KA 2 2697, 03 mo KAl It S e
TR, TG WA R s, o A A
2. KGR, JTER AMRE PRI S H At A 23 WA
W, I B Thaedi e, I B 20 etk m e
S DL A A g RE IR 6644, YT
SRR R, Hoh 334, %3341, TR
35.42% +13.14%; PRALAERSFNPE IR 23
PEZE 7 (39P>0.05).
12 7k
1.2.1 A FZADNAJRI: KAEED TAGUHRER kil
2 mL, #ZDNAFE A (SK1342, gk T
PESC IR A Al MU B2 UL ZADN A, %5 fi# T TEZE
M, A -20 CHRAT.
1.2.2 STAT4A H & 3 T X Hrs16833431 A>G
155 % Ao H: I GenBank #4L I A
R4 41 (NC-000002.10) [ 47T B3t — X 5]
M): F: 5STCAACAAGCAGTGGGGACCA3'"; R:
5'ACACCTGTAATCCTAGCACTTS3', 4 #fu45%
rs16833431 A>GAL riAEN I 1 Bt, PCRIZ M4 K
432 bp. 17 GEFAHE R BT DL BRI Py
YIEMsp 1 1729281140 bp, 1085 A7 LK (1)
JBANRERE DI TT

PCRY" 1 [ WAk 2220 uL, P& 3ER41200
ng, dNTP#%-200 pmol/L, MgCl, 21.5 mmol/L, 5X
PCRZE M4 uL, Tagli2 U, L. FHi5141%10

www.wjgnet.com



BE, %. STAT4AERBI)FXEEME RS SPENEA BN S RReviERIE 3161
WA\ % 8 5
A BB R AT
P OE Lk A BE
G ’ STAT4 H B % F
ax:| SRR BRA PE X 3% 4 SNP 1% &,
A/A A/G G/G A G 1516833431 A>Gi
CDAE 36(0.545) 20(0.303) 10(0.152) 0.697 0.303 >0.05 7T % A,
RERWRA 38(0.576) 18(0.273) 10(0.152) 0.712 0.288 >0.05 #eal T % AL A
CDZ 5 i 3+ F&
28 6 B A
‘ \ PRI
pmol, K —7%8/K¥h320 pL. PCRY 1 W4 bp MBlank1 2.3 4 56 7 8 9 B
1+ 94 ‘CHASHES min, 94 TAPE40 s, 55 T ggg 432 bp

40 s, 72 °C 50 s, 36/ MR, 5572 C 785 LEAH
10 min. PA_I [ N AEPE4SOFE R4 #8447, PR A
PEW DI D144 %220 uL, LA PCRM&“H)10 L,
10X g2 uL, PFRAGIVEN DIBgMsp T (8
ANEBA )2 U, =Z8/K%b 5220 uL, #2537 °C
JKIB3 h. BBV =015 pl, 1.5%3 IR
UK, IR SRR G, BB SR A AR S Uk 1
1iff e DA Y.

1.2.3 PCR= MR =k &l 2 $5UNIQ-104F =,
DNAR R (SK 1131, gk T)#fED
BRIFPCR™ ), (IS BIPCR ™ 1)ik 21| b2k
TAEY) TREH AR MRS 2 717, W7 b i
T 5E k.

1.2.4 A PR 5 5 A B AR Foag 51 A s am-i5
{1#% %€ ft(genetic equilibrium law), % &A%~
a% 7 MR IR FER AR a ) ii%, AA. Aa. aa%y
MFERAA. Aa. aa 3FPIEF ISR AN E). B
P AL ER, WA A% = (2XAA+Aa)/[2
X (AA+Aat+aa)] X100%; a% = (2 Xaa+tAa)/[2X
(AA+Aa+aa)] X 100%.

St AR R G R AR AT o b
(SPSS15.0 for Windows, Chicago, IL), A4/ il
A pet A% 3 DR Y (1 43 A o SRR DR 28 DL R A
IR, £ THardy-Weinbergitt A4 -1 4 56,
B TR TR L B 258 7 5 DR AT 3R [ EL 3SR R 56,
P<0.05% R ZEFRAG R XL

2 BR

2.1 — e R FRHE B 6 s CDZH N e XS
R ) Pk ) A B b A 08 2 e I T O
(¥3P>0.05). CDA L& i sl 5EU(CD activ-
ity index, CDAI) 4 179.25+62.45, i 517.244 +
3.684F, IR R (LY Al A2 5
48, 18f9l; L1. L2, L3. L4%r5%I 411, 15,
32, 8#l; B1. B2. B34l 436, 20, 104.
2.2 STAT4 R B 3T X R SNPAL & A B A v, ok
R KHPCR-RFLPIL T ZAL S AE ANTEF )

www.wjgnet.com

1 PCREEMISTATAE RS F K iHirs16833431. M: 100

i bp
388 432
399 292
100 140

2 PCR-RFLPHIUSTATAE R F ) F X 15irs16833431. M:
100 bp DNA Marker; 1, 2: GGARAY; 3, 4: AGERAY; 5, 6:

FEERIAY, AABEDRIRUAY AT 432 bp 145417, AGHEH
RIE ] 432, 292, 140 bp 35545, GGHEK Y
Al 292, 140 bp 245415 (K 1, 2).

2.3 STAT4A R & 3h-F X HSNPAL & 69 F B AL
A AR B IR R AT AR FRUK 45 SR g vt 4
FHIB ISR IE AL GR 1), o A 560951 41
550} HR A AR A2 A n RS DR R % S5 A5 S DR A 26 43 AT,
B75 frHardy-Weinbergigt £ -1 52 £ (P>0.05).
T2 PR DR 28 DA R S5 e DRI A A 0 4 4 5
X AL R e it 2 22 7 (P>0.05).

3 Wie

T4 R 2211 R AN B 4 S ST R W, A IR
ZHCDII R AEZE DI IE. HarCD Sy B LK
FUZ BN FA, H20014E R ILHZE 1A CD &)
JEILRINOD2/CARDI5Z """ 1 4 SCiik AR
W RIMIL23R. ATG16L1. IRGM. NKX2-3.

PTPN2FISTAT4E K £ A 7E 5 CD¥A HH
I T W.C DS & 2% 1) 22 5 R 3 [R) 4 FH i 95 .
FEL DR 5 2 BE D AN R AE T, A R
O T A XS BUR AR, 5 A R 2y
A 70 55 R 3R 38 T 45 X 3 (bb i 3l X80 1 5
AR, XN SEAR ] DA AR B TR ) A
KT SE W FE R R T B, STAT4FERI 584 1] g
O LA KT S M Th 5 Th2 40 i (1) 4461
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W@ 5 fiis, MIIAECDI R A R IR 2N 2507 SRR 22 e gt 23 X, $&7RSTAT4MKE

AR, A
PR A — W
& kA5 & L.

MR 5CDASE, BLAAHGPEAL RIFECD R AR
FAARAE FH 5 IR

v B, CDJE—Fh fis RAGTYES, Thi
T A 92 8 it A1 B T2 B 402 9 59, W Th1 74 41 g
D7 R 23, 23105 5 & Pl BEAR 4k, AT 5:CD
)&=, AT Thl 5 Th2 40 M i 20 A6 4T 4 C D
T 5 9697 A B S T 3 A
LR 7 11 N e I O S R Pt S
PLysk 55 [ Fh S Y (1) 434k, AT REMA Th1 5 Th2 4
MR oA P47, 9, SMTL-452 9k, Th140 g
(1973 AR AR #. Thl5 Th240 i 1) 40 1652 2 Bl
R 25 2, ARG PR S AL S I A B
A EFRIRBL, PURANE . IR ERROA LS o 4
LR - 45 ey S (R R IR S 25 52 A Th 5
Th24I 1504k, PItinSTAT4. T-bet/ETh141/iE
S 3 S R U,

YE A Th1 40 4 46 ok B2 v i) S B R 7,
STATAMH T 1L-12, fETh1 40 f rf 4 7 K ik
WursterE ", 7ES TATARE R BRI /N R
ANRESAETh A A, U W Th1 48 o iy = A 75 2
STAT4% 5, (HESTATALETh1 40 /Al fi v
() EAAAE FATIAS o035 2. EHUSURIL T, TFN-y
AT 5T A HETIR 40 0 23 A JF R STAT4, #E—
AR T-betfy /= 2E, MMTEGETh A F2 i
— RN T-betBIFN-y& A T T, 1 H.
IAETh 40 by et ik, (HSTAT4 5 T-bet2
(6] (1) 58 R W 5 E— D WF9T. STATAIE R ZETh1 41
Jf 43 Ak R R — AN SR AT, fEC DR SR 97
W — MR RS AL

Glas®EU M T AR ABE P S TAT43E [
HRTAN S WL 2 A A A, RILL T STAT4 SNP
1875748652 AL A 5 CDAIIE(P = 0.047). 1
Diaz-GalloZ P YL N 5047 R I 1%
STATAREK 2 240 55 5 CDMISE, (HIL W HUCH)
AL S Ik AP = 0.012). XL HSTAT4
FEPR S IB DIIAH DA AEAS [ P rh A7 AR A8 . A1
HoA AR ATE R, X T STATAFE KISNPAL 5 5
CDAH IS SRR E L0, £ T STATARE B JH
B IX 8 rs 16833431 A>GA7 5 5 CDRIAH I
G3 BT AR LR . AR B O0) T G B
STAT4KE A JE ) 1 X A SNPAT firs16833431
A>GHHT T 2815001, Kl 7 %47 RifEC DY
A91) 2 5 0t JFRE 0T FIR 2L % S DR 2R DA B A58 TR A
I OAT, AL E A 7R CD R %A S A 7R
WA S A e DRI A3 5 T 5 N DR 28 i % A

R 5 1 X 38rs 16833431 A>GAv i 5 v [ Vi
IBD & AR 2y Bk vl RETC I ARG, AR5 4
FABRE— D VEAE TIBD S I R 2 25 M ol AR A7
T bl B P 1) 2

H T AT 5 05 461 50 S R8¢ e PR, )
172 P KEEAR TN BIWE I, A Al fe 2 W i
STATAHE R 2 25 5 v [H PURIB D A& 1 AH 5%
PE, hyidk—0 0 1k v 5N IB DI &) B3 R DL R oA
kR RIEIRE Wi R I6 7 B AL .
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