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HbE 244 FAEBERE L N HOE & BTG, H MCV & MCH HAI%, B T2k = I FE %
445 F HbE

HbE 4 & 710 5 A7 1E 5 AL FUKE OEA A RE ARSI, ImARRER IR 3
JERUTF R U WLy . A B s, AU — e, BER T e I 040 1,
{HICHFIESE AT 20-80% AL A M S BB G MERRAR (WK 4.7). MLZLER AR L 85-90%FH)
HbE J kAR (1) HbF. i (f4li4F HbE B Bbam 6 " SR A, o /9F o ZREE A4
LRI Sy 2, PR B LT A TARSE ™ o B B " BRI & BGE T B mRNA 7 B FE
1%, I T HbE 5878 SEU10 8 RNA BY BRI 45 5L =,

47 HHELEENEHAEAR

ot %08 (KSR Y AZARIE AT . B M ST 3 0 A WA R T 47 (B AR v

a) VIR LA MAREL, AR5 X MCV FH/EE MCH FEAIR (1 2408 AT EL A L 21 2 (A AE I 1)
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b) SEREMTTE AR T A S AL R A, LR 20 0T . Hb A, TTARKIN . 7EHBEY

IR & 77 IR B S AT 070, TUAE o HBZEA0 B M2 AR DL 7 LACAE o My

A B MU T LA A 2040 B4R 00 W T 3 202 M7 B HERE e R IR A TV

B A5 FH 118ty XSG [X 4887 8 S (1) SR TR PR s 1 4.2 T (1 7 R 1 B (B b
BETE 4.8, XUCEESREBEN )z, R NS N 1Z A A CHSZ & 925 E. B
MR L BT AL L D A AR I, ASTR] B NPT A AE R 22 5 o IBAh, NAZA LV A S
PR A 2 S0 5 4 R AERA 1
AR )i I8

MCV F1 MCH A J1J v] 5 [ i 1 E S v oSG € o il T VA S A 53 5, — 28 it i] 0.36%
NaCL — BB i MEAR 50V by b ST PR (AT 7 k20 SR, IR a0 AR ME bR UEL B2
DUBRHE, SRR MBURAYES R . P A SR B AE B WO e R H
AN E 2040 M 2 BT A B UMORS A O 5, Cplaters A1 S 0 Bk I SE 1 A0 B Hb 3T
PEIR (Mentzer, Shrivastava, England and Fraser; Shine and Lal) . #& 11, 3X 6355015 80-90%
() B AT SRR o WO e VR A8 A A N
HbA,

HbA, 5E 5 0 75 1 AR IS R 2T 4 R Uk UE I . DE-52 ok 2 M7 S e OBAR (3
XUy U, (HESETIE IR UE A DE-52 f0kE 2 M RE IS 1 ANIE A KA I A . 1 e
OBARE RS (HPLC) S HRAE 2% B3 55 0% . wasiidig th s bk S DR T HbA, I e
5 HbA, PIUER T FER T
Hb S5 Ak

Hb FLUKH TG HOF S8 s sz i (XA AT RER 6 B Hi#A5l HPFH H#5H ) B+
W UL 218 2 o G 21 8 148 44 (5] 1 HbS W HbD Punjap HbC . HbE 1 HbOArab),
XL 2T AR SR ] Y B BB HLAE B 21 8 1 A8 S A4S B 2 T AH HAR HY o 4T 4 T
VKA H AEBE PH 20 N AEBS IR AT 4R 2 Wi kAT o B AT A VA AT R FAT ] (Cnss i 2R
#). HPLC fEW55E 5 HbA, A1 HbF, hAs— D Ir) R R e R 2r 8 8 2%, dbHoRuE
i ELPRIE, 70 KZ 6 3% N ml AR AT R b 58 Bl 20 8 (1 e PE R Mo ARG, WVZTE R,

MUk, BT (FE% HPLC) %7€ WA IMLAL 8 A AR S B I Y 5 Jm RO 2 o 2 5 52 2
W75, A DNA (BEATD 87 LR 4.3). ME—1E15h e HbS(FIZRLLKAL 7)), ]
AL ] BT 22 R B 41 ek 2
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LB DL AR PRk A A ) A AR T T E HBF AR &5 & 24 HbF KRR 2
SEKOF (0.5-40%) I, 2 MBI AR kR AR T A A (¥ 45 . HBF AV 51 40% 0 7 32
J1] Jonxis A1 Visser® WEAT BRI . HPLC M RES) 25 ) & B HOF JERELSHE 6 B HiZT i
WE VN (5-40%) MWSESS R R B & — PRI M - HbF (7%, BAR
PEIEARA) 2 N o HOF LEZL40 i )70 A1 w] JHAE Kleihauer 55 (77 7% 2 FEFER A AR
PEVEREAT VPAL , OH B s B LA S 5 9 e 00 ) [ v IR P B0 BTG 40 i 73 2ROk 1
AT SEAERR ARSI o S S A VA A O A R AL
4.8 FEHRSHBAR
TRE HHEA R

FH A0 1. 194 23 £ 40 M 3047 2R H 13 B BRG0P 28 2R ) A 4 0099 9] A2 — A5 R
SEARA 75 . RIS DNA A I B8R WK 73 12 W BE e 1] @, (R AR U RE IR AR ik
A2 UESE B MU BT A7 AE ) — PP L 1 51 o BR AR 1% & RS A7 By 132 Wi e A 1) 30 11 491
T a 1S BHIETHARZ (6], 8 B HWZUM HPFH 2 [A]. #7 B Hh3T oy 2 ). &
KRB AT (Bl a6 F1 B MBI HSE IS A2t A8 7+ (I F 9T . DNA
R DA ey H S BN B 58 7 T L, TR A 1 BE AR )6 OUER R T BR B 1 5 IRl ) = i LT
REAR 71~ H E R P e 4 011 P B 2 R DRI Bl 2K o S R0 1 st A2 — b Ly B i 1 i R 7 TG SR TR 1)
LAY B T, XA EE T IR S S H 5E 42 1EH (MCV.MCH . HbA2 J2 HbF),
Ha/BAEWE R TR R A, BRE A EY) & s 2R N D%
S RAFRE, XA YIRS W LR . MR EA R 4E R AT (CMC) T %
FEAR AT HE M HR TR, RV IR VAT 2 2 REL EA G5 ik S — Pl 8 id s
ORI AR HPLC bRk S (A BE 0 257k, (A EE BB MOX— DRI = 0. 1
T I 4 SR (g — S gn gn 5B

RAEFEIEH S o HITHRZ A, o W3 o " M3 MR Z IR 7045 T B R I 2 4
EYEH A XS, HERE E A& T T T e B T2 IEHAMA Ca /B BREE AL
FH0.9-11) Ha HET Ca/B RPN 0.75) 5k a sk Ca /B LRI N 0.5,

HbH A7 {4
a W 55— RIS AN L A A AR a5 19 i . 18 A2 B8 Wiy HbH 14
R L IMLER . A HbH AL AR H = ASREHERS o ST #EA7 ZoIRAL, XA %S T HbH 5 (1)
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WOgeR & KR (DCIP) AT HbE (i Aiks. HbE /o B A H 9. HbE
5 37°C (Yo} rp e & bR 2 R0 ok . #E4E4 T HbE. HbH #%5#1 HbE/ B #1737, HOE
IPTHE TR T 2z Rk HH AN Ok R 340 50 40 A o
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S5 DRI R ) 0 002 T 0 5 1) o DNA A0S T HR RS 7 7§28 9T (09 970K D ) 8 2
W PRI WAL
KEAWFR

S DNA A I B E Hh 3T (1) 3L PRI 2R AY, AFZE AT I T2 7 IR B 52 2% A BAE FH Ak 2]
R W) H T 5 0% Ol RS 3 A PR 52 Bl B3 14 L9 27 >R e U 3oL - i
I
4.9 M2 5 I 2 I 18] AR

ML £ 8 ORI AT 77 58 20 AERAEIR 2 R U s, R U T R0 T A
) 2 K KR, ABAE DG T 538 B T I oA AE S8 I S Hy LA ) AUt /2 72 HbA, AT HbF
IEFRGE T /N IS, X ] BUA R TP, o g PEIRE 6 B "HhE (LI 4.2).,
B tE 25 | &R K 20 40 B AR 5 (MCV. MCH A1 Hb KRR, RBC JHi). H™ kS
WEFAT DI TR A 0G0 T IX—J B, SRR 23 145 ) B e R T (R b 2T e & IR IR BR T
Bk 2z AN, AU IR AR 5 o HUZTRT 8 B THLEE A S, Bk rEA I (Z n
P P [R80 Be 3 k (R e 5 a0 I PR e 37 2k B 1 PRI 5 o a3 6 B T3k
TURHSE . o / B BRER FIRES L 3 R I 80T o #13T Ca /B LEH (9. D 88 BT HiFT («a
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IEHIEE A 92k b, Wi — AN HbA, IEH OB ME S0, 76 35S I HbA, 2 fi Y 56
VT IR BOR A I 7™

FEFG A R A 2 W B 2T, JEAHER I HbA, A TR K (3.2-3.5%) AIIE
WKV BR LTG0 B B AR I AR . HbA, AT I KPR 20 40 M B0E 3 10k 2 50
A TE 3 (1 B A a BRERAIEIN, I 0 HbAw AP ATRRRE A HbA. TF 45 3t Rl P9 (3 43 o

SR, X L0955 5] 45 IR 0 - 20 B 2T 4% (-101C—T. 1VS2 884 C—G. +1480C—G. +33C
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(A5 B 8 R B M BT A 1o 12k Lo s T (35 s 3 (0 56 K R P FURI/ i Bk
R IBEA ORI /B DNA R . R AR B M A A SE IR (AR AR n S AEAT AT LA HbA,
GRS A, JUH R A AR ATT A BC A 2 — AN SR B b3 I (DL 4.4). 6 B°
TR (B WL 3R S HPFH vl 3L 1E ) HbA, R 1 ) HBF 7KK 52 1 - HPFH 2140 i
Fadi 5 B HhBTH5 A LR IR WM 5 3 1) MCV. MCH Gl B 54%A%. 8 BRI HPFH B
AT B 1 RE A CCHPFH ¥ /B G B LG 36 1 BT Ay, 1 6 B 2T a
/B EEG RN 1. 4-2, R P REIRM B DNA Ky ISk #E4T %850 . HPFH [#) HbF 7E£L41
I DAY PR 53 A BT T i TR SRR A A A3 At o T S B ° b I A AL lORR AT 4 43 A1
B A5t FH p BB 1 G 8 27 s, X A AT AT A R T AR AR 4 o (R I8AL B 1) e o S v 2
HPFH A1 8 B ° (X It /LR L. B M FTR! HPFH ik 4 & 14 S 805 B sl AR B 0 )
PREIUAL, [FIE & B "5y 5 MR (Y B M 3 s 3 45 A I A7 AE A S AR 3T 1) XU

L 2L 11 5 ) AR e 45 o 00 A L B 0 1A 97 2 o A o SR S0 AT i T — &R
FURFIR RS, XA R 45 T 18] 4. 3. AT EL K BieIR A rT 75 HbS [WIERIZ T . 1 T A7
b £ S5 18 W 3 o — B S S Tk (AR N FLUKVK B SR TR R Bk e T
KizWi. DNA Wi S OURE A S M — 5. dRfis, M1 o Mg AP o i 20 8 1
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B 3T AN HbS/HPFH (MR BUAL AT I AEI . T LAHER: KRBT
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& 4.3 AR B I

1E % MCV A2 MCH - a Hhgy ik

Il 5t/ 1E % HbA. - & Mgy ik

- Corfu & B Hu%X

TE%H MCV. MCH /% HbA, YA R e S
(Ff IR RS — A% o PR AL
- a BREE R DR B R S Ls 1
A I R S R I Y ~ =A% a KA. HbH JRFERIMY (—/-a)

SHARGE R ECEE CRIEB HITD

K44 LRI I B T AL

FEEAE | R Hb MCV | HbA, | HbF | HbS
PRI HbAS 14.3 |87 3.6 0.8 |38
HbS/ HPFH 14.0 | 86 2.1 [35.9 |62
HbS/ & B HiF% 11.4 | 74 2.2 |28.8 |69
LE HbS/ B "Hi 7Y 10.3 | 71 4.8 |50 |67
HbSS (Arab/Indian) 9.3 |70 2.1 [20.0 |77
Cigit) HbS/ B ° HbtT 8.6 |69 50 |6.5 |89
HbSS CHEHD 7.8 |90 2.8 |5.3 |92




£ 4.5 &9F o WIS a THLEE HbS AMAN HbS 141

aa/aa -a/aa -a/-a
HbS (%) 35-39 29-34 24-28
MCV (D 80-90 75-85 70-75
4.6 W HBE 551N
KA FEPR 7Y AL Y ARRE
TR Y
HbE 44 B/ B° ¥ HbsE(25-30%)+A
HbE a #1772 244 BY Bf—a'/a* ¥ HbsE(25-30%)+A
HbE a #i71-1 2241 BY Bf—a'/a™! ¥ HbsE(19-21%)+A
HbE 4i &1 BY B* I HbE
HbE 447/ a Hi71-1 J¢ 4 B/ B'—a'/a™" I HbE
HbE/HbC Bt/ B ¥ HbE (32%) +HbC (56%)
HbE 441/ HbCS 4l &1 B*/ B "—HbCS/HbCS LRt HbsE (a2B2%) +a2°B2°
HbE- B “#h %% B’ B* PMEFEM HbsE+F
HbE- B "Hi7% B/ B" vt HbsE+F+A
EA Barts
-HbH ¥ & 3 HbE 225 a -1/ a h#g-2—B"/ B* Hh HbsE +A+ Barts
-HbH-CS & JF HbE 44 a H#E-1/HbCS—B "/ B* Hh HbCS+E +A+ Barts
EF Barts
-HbH ¥ % 3 HbE 45+ a -1/ a h#g-2—B"/ B* W& EA HbsE +F+ Barts
-HbH-CS #i & JF HbE 45T a HiFi-1/UbCS—B*/ B® W& HEA HbCS+E +F+ Barts
-HbH %4 I HbE- B #1775 a -1/ a Wh#g-2—B°/ B* W& EA HbsE +F+ Barts
-HbH-CS i & ) HbE- B #h#9%  o« HiFx-1/HbCS—B°/ B® h & HEA HbCS+E +F+ Barts




F 4.7 AR HOE LR 4E ) L - H s

Hb(g/dl) MCV(fl) MCH(pg) #iElfitk  DCIP Hb 2%

EW MI19.5+09F 125420 87+6  31+1.1 N - A2 (2.540.2%) +A

HbE P4k 12.8%1.5 84+5 30+2.4 NZD + E (29.4+2.3%) +A

HbE a 1 77-2 13.1%+1.4 884  ND N = D + E(28. 5 1. 5%) +A

HbE a #h37-1 125+1.4 7745 23+1.1 D + E(20. 74 1. 2%) +A

4[4 HbE 11.4+1.8 70+4 22419 D + EE (E87.7+5.9)

HbE- B “#h7% 7.8+2.6 676 19+3.6 D + E(58%11. 5%) +F

EA Barts

HbE a #i77 1/H17% 2 9.1+1.1 603  17+2 D + E(13. 042 1%) +A+
Barts (2. 241. 8%)

HbE a 1177 1/HbCS 8.0£0.9 674 1942 D + CS(1.140.4%)+E(13. 9£1. 8%)
+A+Barts (3. 9£1.5%)

EF Barts ¥ 8.0+13 63+6  18+2 D + E (80%) +F+Barts (5%) B{
CS (1.940.9%) + E (86.4+8%)
+F+Barts (3.7%1.9%)

ND RRM; N,IEH; DFEAR

R A8 BT H A HEPE ik LB E

ol B

MCV SRR Rl <78f1
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HBA2 MLk G PR >3. 6%

DE-52 fA )24

HPLC
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IEF i
HbF (&) A >5%"

HPLC
a /B BREE FAE A A CMC T >1.2

HPLC
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PLIY) B HhZX S ATARRHN L o SR, AP ASKEIX BE S AR (1) 55 P Iy AR AU 21, X2y 1%
JBR U < My BRI AL 21 1155 TS 1) 5256 3 T
7.1 BB—Fh TR M BRARRIE & T A 2 Bt

H I L DNA Sy HEAl 1 1218 1190512 Wi AR 25 Ay B8 T e B A 1 6 PR 5 3 7 Al 1) Si 6
Ak T AN A G S B IS Wi i A e ? ASO (Ek RDB) 2448 il
ARMS S S P 5 5250 5 W a5 ) Y2 I 7 e SRR B8 SR Ak TR I 2 A AR
WRRMT HOF IR, ToiR i P EEVE B ) s SCVE R IR T — R A R s ——Agi
LS W ARG, AL SO M4 el T 2 5 4R AR R A7 38 7570 b vy 2% B A iy Bk 7 o
(=P SEH0 & h 75 ZORS I8 — S LA I BRI Al 1 PCR,  REME X — LAV WS8R 1 % L
TRBI) B BRER SE NI TINT o Bedh, XSS R T =i Wi, 18 2 1l 1 e o [ 4551
AN BTG )L DNA FEAHEBESE DNA 5 i iR I 5 2 R [ 1R 5 9 RAIE S AN T -
FITLA, X3 A i L [R5, AN S0 5 DA 25 FH I 8 5 VR TF FE ML IR, 3 A TR
IXEEFAR PR FORBOE & [ R = T EA H AR AR AR
7.2 4T 8 FR I TR

M T AR A5 ML 21 B 1A S A EL A P A T R B AR (1 e SR R 4
Wie WA 700 i BIRAH AR 3 B0 B L A 2 W e A H A R . Xk
TV T VURRRA, FAUHTY . HbBart's KB IGZEATE . BN A1 HOE Hh37 .
ERMET



KERSY B AT A0 & /M iAo s, FROVTERY B MUY, fEH/ENS, T HOF [
Fei, B TS TR, (ABEE HOF ARl PR, LA ar i SR s AR
B T 3R . VAT LA S LAGERF I 21 82 (/KPS 10g/dl UAE, FE45 kB &k
TRYT AT B G4 o % TIF AENI AT A 2RI I8RE, 5 0 RTERLC ) 8 P 80U — T 2 o =1
LT Pl XRAIT BRI EAR R R B I, BURA I IR DA IR S 40 B,
A RELEISH T 7 o BT IEBVGYT IHT SRR I, wT AT Kva /i B 2ty 2 R AT
BEASAE . XA iAYT 7 SRR CAEAELN I LTE & F3RAF T Ry, (H 52 BT 75 21 5, o 4 ok ik
oEJE HLA Bz,

BT DA 170 FIANIFI M) s g AR it A B BR AR 1 SR A sl /R DNA 7474 4 A B0
K/NJg 25 bp % 67 kb i FEIANSE () 17 FRR/NEN BR T P80 LD, i Huisman 25
DAY (R — B IR (KR AT LERF M http: //goblin. cse. pus. edu FRF]. IXLETEAZHL
AT BERE AR (B A MERBEH T B REAEAK (B ).

FA B M ATy BB aE AL B TSRS, SR IR th PR ASIFI ¥ B B E AL B
RABME AT T IS B XL TEAS AR PR, B T80 T R ILF P4 3= 2t X
—— M X L AR SRR T R B M ZR AR o X X (1A AT S
EHRE R R AR, DB MBI T S EU 90%.

o ] B30 7Y

— 2 B AT AL T AR AT Bl R B 3T R R IR AROR A . IR S R AR A A Y
JEHG AL B M TR R, TR L B AT HERE 6g/dl L LI LT (KT iR AL
TUG T TR (A, 1h 9 PR 5 () ik DR AR AR e T3 80, SR o 1A 2 K s PRV L
A 2-6 WP S AR, JREARTTRENS LA 5-Tg/dl ROIMLZLER A AKPA73E,  (HA
BEIETE R A, T AR A R 1 i MRS AT IR YT o IX ANV ) 53— A AW ot B A J A i 4
AREIR, AHHGER I AT 45 8-10g/dl IIMLZLEE FIK-Fo (H), LA seiBR b, Mg S
E RN, BB BRI AR 2 T BLEE A =T R LT S R R A DR ) R
A7 A v ) R L) PRI R ST 308 5 R T 72 T FE R AL I A o s 3 B AT P RIS T
TCHRAERB . — #5318 M 3T S AR L A R (K 5 o T 5 S it

AT AR DK 5 A R R B RAT 5K 1K B T HL IR SR A N e 2 o0 B B (PR T B 584
AR T 7R B 0 U AR ) S, EL ™ B2 Wl i e VA Y M A R . AR
AR BT AT BT BB RAR M A, TERE LA AT B S BO I, 75 O A R Y
AR L P e ) 2R M B R AR, G ANMAAAE I e e R v 1) R B ) PR 4



5B i3T5 AR 8 B M MR, Hb lepore B¢ . VU o FENAL T A A . ThinH
B TAEAN T 3 AR A L B BT SRR A1 RS A R A A BT I o SX R BT A
ot I A 2 S P B 3T SRS B TR Lo B, o MR PRIRIGAH L% . AiG 1
a Hh3Ta HPFH P35 © v —158 (C—T) AR th ks F A B b 3T He DR 200 o503 Dl v 1) 2R 4t 23 (1 0
i,
HbBart”  Jifi JL/K &R &AL

a MBI IR AL o« CHIZT AL G IR, FROW HbBart” s AKIMRZREAE. IXFME
WRHET 4 A o BREAIER SR S8 BIAE S ANRES K o« BRE A BELUHIE HbF B¥
HbA. JRIf A& W 4 2 1 HbBart’ s (y.) FIZbEf#) Hb Portland CGXPiFH 4
i 212 (5 HPLC 23T . vl AR 25 5 i = i i2 D)« i L™ S 4 R 3 3 A L
AR e HUE A LB o P RS WAt by T 2 S X L8/ 7K b IR G g S 28 6 R AR ) 3 ILRE O
P o

a " HFTHY o BRAT VR AR LA o BRET R I TS LB R BT S 8. H it b 2 32
PR Bl IR o ELARAT SRR I, R AR R o I3k A ) d v i R 1 e
RATRF AP ER T (" ERgE), FERE R (D0 BE M F— L8 i
KA RERIEM T R a B LMk, BOREIERIL T —Fh o * I A
(=58, (H D Lo ARV BABOE T R o M TR I AMA . ZEALRR AR —
Sl R BE RS T FRRRIN o C HhITZRAE (PR, RO FARE R, o AT
HRAE.
ER HbH 7%

HF o 3R o M ST SRR BT BN T HbH 95 110 S SUK MG AR 295 ] O A ik
BV o 47 =P 0L o "ML 2R RN A o SEDRRAERAE, o FEIN I IX AN AR 15 o FE AR E 1)
a BRE ARG K. HEBEN S FHURIMAE . XK R 12 el LU .
SR 4 Mo

ST 20 M55 (¥R % 25 IS 0 B AL, PR Ay 5 5 107 TSN 1 A B S IR R E 1Y
PR A T Y v P 1 R L 5 ST B MR JE A BGPTSR . i TRUATT
TRHAAEIG B2 20 2 (¥ 838 LU 29 4 90%. 12993 1A A2 RIS AT ML 25 0 3R 9k 2 T A AR K
AR, SN PSR IR ABE T o Bl A0 B AN Btk 40 S R 4l 7 5 kS, B HbS/S,
WA DA — SN ) R A R AL S ke, B HBS/C. HbS/ B ° M1k HbS/ B "Hif%. HbS/D

Punjap. HbS/OArab FIiIE L 1)/0 %L HbS/C MK K R o



AliGF HOS (¥ RAR 5 I 43 AT e by JLes R SR IRAH AR, L3S S L8 m] S5 pietk 4
i B R 5t A 1R B8 AL DR 3%, BRARUERA T0 5 — NN 1 A R D AN T R B (B A
T AL DR R A o HUZTRI HOF Fh i (K038 A6 X -, ann B B4 BV FEE R JAY o 2% S35 AR S Ik
1-158% v C—T £ &bk, HOF ACFEH A 5-10%/547, Wik 30%. AN[F HbF K5 A B
PRER R A AT G W (5-6%). Beain FIFESRE (6-7%) FEWIN/R (7-10%) FIpiT
FAA-ENJE (10-25%),

£ HbS/ B HiZTH, B HiFLILIA 5 B BEPIAH HAEHIAE HbS A s3] 50%0L 1, 4
] (A HbSS AMATI /KT o R AN IR B H 2T (1 1 PR R AR S0, 1 B 55 etk 4 i 3 o
FR B 5E S TRERIR A o LT8R A2 5 AN 5 g/dl BER TE 2 o A4 AR Z Bk T3k
(¥ B T TAR A . FEARPNIX AL IR R, X AT R TRk L5 XA Pl e £ o LI
SRR B THRAE (88, C—T; 29, A—G, C24T—A) ZHif—FhItiife gt f. ARim,
XU IR T B BT RE DR, IR RAEIR S ek 40 e ST AR AL . HbS/ B M 2E LA/INAL
0 0L RS 0 6 A SR AT BT 40 B 0 SR Ik o 1L B LUK s HBS 60-90%. HbA  0-30%- HbF
1-20%F17E IE % LL_E ) HbA, /K°F-. HbS Fl HbA 1140 % 5 B #hFHFER & B i B " AUIRAT
KF. HbS/ B HIETH a MZTILAFIN A Hb . MCV. MCH 145,

HbS/ & B M 7T ELAIRR A0 M 7% kA, IRk HBF FR 8 71 20 SR A 40 i i 4 T HietR Ak  HbS/
& B HLZTLEVE VY A BRI A Bh RS B R W B R AR, T
EAWEVEH A 10-12g/dl, MCV 2 MCH. HbS /& HbF B] S F#%, HbA, K 1EH BRI

HbSC i & —Fi R A WA FE I AR I IR A s o IR ICRE A% K 2 4L HbSS ik
HbC 7555 HbS JLAFHI PG AR A2 I8 21 0.15%. HbC 28745, B 6 Glu—Lys. GAG—~AAG
T 55| AR A M 0 A 1 R A L 2 B T RV AR RIS, B8O T O AR T KR S k. 18
HbC &l FAMA, LU0 M BRI EaE, 5 b 3000, (R A2 R S etk an itk .

HbS/D Punjap (B 121, Glu—Gln) j&— Ry EALRE A I BOR A M . XRS5
TR CAE AN S B RS [ p s S ma i BV AE M A IR, (] ISt 2 AEL 5 v it XA R
AERN AR R B AT R ST M (Hb 5-10g/dD) FIBRIRILIE S

HbS/ HbOArab ( B 121 Glu—Lys) &R E IR M. R TRIRATAL R
N D LEE SR AMISEM BT . 2L IR 6-10g/dl,  IfLya 7 S Btk 40 i 33 AL .

HbS/CHarlem (B 6 Glu—Val Fl B 73 Asp—~Asn) J&—Ff ™ E KPR 415 . HbCHar lem
AT I e, AERME PH R FLIK IS Pk ShI 8 240 HBC™ . 245 HbS A 3R, BI5Ik
7T (IR A0 e

W



HbS Antilles ( B6 Glu—Val 1B 23 Val—Tle) 7EHLFEPEHE Indies 132 )E 78 B fH—
AMFERPRI . B HbS A G HHRAL . A A TR BRI NUR b S R BIEIR 40 -
5 JF HbS I, J 38 ™ A R A etk 240 s £ 7™ 2 R 18 v 1 1 3T 10 HbS A1 HbC Antilles
5 A R 5 B0™ 5 1) Bl bR 40 0

HbS Oman ( B 6 Glu—Val I B 121 Glu—~Lys) FEZ4H TIRASATPHRIAS IR 1R IA, 1
PF BRI « MBI 2%& 4G 7 (T 17 HbS Oman JERI M BH#BH « #3D. H
o HEBTPEIR 1 AT KRS 20%01) HbS R BESIOIR A0 M o MR P S on R IR “ 4 T
M A RER “ b gk AR (AN T R AR A& o AR, B HbS Oman PEIRFN
AiGf o MBI EFE A KL 14%0 HbS WG RAEIR . HbS F1 HbS Oman 118 & 244 IR
BOAE—LEpT 2B T E k. BEH 25% HbS Fl 11% HbS Oman HLIMER i 4 M
RAME. BEER™E, Hb K24 7g/dl.

HbS HAEE B AR S fe R M Bk g fw s . DRI T =MIXFEI AR 5w . 44k Hb
Quebec-Chori. Hb Hofu 1 Hb I Toulouse™™ .

HbS & IR AR E B A2 745141 Hb Hope BX Hb Siiraj A&7 HCAREEWIM.

HbE 3%

HbE #177, iXFf HbE A1 B MY 53 A5 A &R L — i/ 2 [ R4 B 0350 43 X AL
(KD o e T B B MU BT AlA T (17N RV AR S PR I R I, 3 P A T 28 b 3 38 vl [ 28 b 32 11
B, RTALRRPRE . SR E ERT TR AT B " Mzt /M, WH A KL
40% HbF, JLA44 HbE. HBE F1 B "HiZT 15 &4 & TR R I HA A 5K HbA. R4k
LR LAMLZE 8 40 A HE LA X 4 HBE/ B "M 2T M4l 5 HbE, 2t —2utot, Wik R/t
Tt

HbA E Bart’ J f{RFfIE /£ 77 7E HbA. HbE FI Hb Bart’s, iXJ& H1T- HbH %% 544 T HbE
MHEAERH P41, © &3 HbA B Bart’s Ji PR AL : o “HhZ%/ o © Hi2T-BY/B " Fla®
Hb7%/Hb Constant Spring - B/ B "o Ji5 & LTI # [ ACHER B 4 7™ . HBE 7K Pl 5 4 13-15%

(W% 4.8). o WZTMA7EAE S BT HOE (K7 A M S B0 G I RE N o BREE IBET S, X Fh
o5 (R DR R oh R A FEAT /0 Hb Bart’s. 21400 A4 (HbH ALiffk) TUIESE 5 2040
(1) 5-6%, FHIF/DER HOH (B4) f7AE. HIKI RSB S 5.

Hb E F Bart’s J% L Hb E.  HbF Fl Hb Bart’s AFFfE. Hb E M M7=/ 80%, HbF
7 10% , 4 Hb Bart’s. Hb Bart’s [RI/7F/EUEW] v BREE (VBRI BRI, AAAAE AR AR SR
1 HbH, IR A 57 B " BREE (I BEANRETE VUK k. LR B Hb E F Bart’s i (¥ PUFh FE P AL .



HbH Jp5. a °/a W77 8k a ° #1355/ Hb Constant Spring & 3414 ¥ Hb E 5 Hb E/ a 1M1,
. Hb Constant Spring FI/b ] HbA [ 7E « °}17%/ Hb Constant Spring 1 Hb E/ B "Hi3{ 3k
DRI (1 SR PSR B O T IX A SE R A, TR EEEAT K RWFFURIAE— D 1Y) DNA 204015

Hb E 44 1 MAH Hb Constant Spring 48 1A LU IUA R A W B 2T, ABAITHY
MCV JERIM 75-80fl. MCH 7t 23-25pg 2 [1] (W3 4.8). H4li&1 Hb E AL, AR
LA MSCE . XTI AEE DT o #3758 B M STAR FAE BRI T Hb B 2REE (A BT 4.
7.3 R 5RRR KA EAEH

B 20 AFEAE > TS W AN R 4% S B LI T b SIS TRORHIREE . X
— b AR R PRI 2 R A e AR ok S 3 b AR L £ B P I R AR S P ORI R X
— TAEM B IR T X AME AR 4N, ik T2t A e s . AR,
FH 7 DT DR 2R Y0000 e S0 2R 0] Tt AT 5 1o TR L), A7 S8 T TR AR AT I 18 ATV 1%
TR, REAAE LR A, HATE RIS A AN S 40 1 o FRAT T AL
TN T 22 2% b 1 DR 28 5 5 T TR AR DG (10 S5 s AT ] IR e o 1 1 W0 I AE SR
A I

AT 4 RS A B (ke A 5 9 LU AR AT e A HE AT DG BIRS T I wes , 7 e Bk DR Y i
P SR AT — S AR (N R T o B S — B R A AT R BB AT AR W B AR AE LR AR
FETE RS K53 AT N HE 35 AN S R P P Tt e AR 2 T FR A EL AR P F 77 B P e W] AR
(R, A5 B P THD HR PA 5 0 1 TOUU AR DRl o 55 =2 A2 b e L e 3t A DR 3R 49t o M 20
HPFH ZERAH AR . Ben, REZ R AT, JEIUE HOE/ B T2 4R
R IR BR AR A 2 VA N 3 A A s £ S AT TR

IX LT e R AN T B0 1 TR AT AN SRR G R I R 45 ) o AR, G TR 24K
ARG I A ) T RERE R, FRATTAT NI, B
a Hi#Y

FTAE B o M 3T S & TIRA Y Hb Bart’s /KR4 AL . ERGE LA, A5
IR i T 3 A8 A 30 2 S0 L B0 BN 25 JRI A N B S L S AR R AT o A X S
ARSI P LAl F SUT A B BE R AL, (LRSS T ACRE R v KU R0 iR ) LR 56 R B S B e e
(18] vy RS AT AT 1475 10 5 A SR R0 B 1% 2% B T2 W 2 5 2 b Ak

HbH J5 (R IALVEH 98 B2 FE4G, PR RS AR . A A e B2y, 2
A g™ FE AL HI HbH /K IfE & T = Riis i, WL 7.2 5 pTid .
B H 3T



B MBI Sk B TEL B Y, KB HAH IR HAR A& 7R A A 7 AL S 8
AT, (R BRI AR, FE A W O . AEAR I, AR
TEFREIE Al TR I R R Y R 5 e B i 2R SR AH A FH (10 5 S D T 1 i 2 3 1) i
Bo FRAVRE XL A ER SRR (5 IER HbA2 FNIEHR MCH 475%) [FM B 5848 i AT (1)
RS TR A B MR A AR, B A sl R A IR R I e 5 LK 2K
BZ7 —JE-101C—T 5848, HEFEEL B39 T—C 5k B TVSI-110 G—A Z5 3 K ffist 4% 2 A1k
il PR R IG IR R S o L, 0 B AT 1 F 20 A8 57 i DR 1) JXUS: SR 1A AN 2% B A T2 W
FIFE, 0T =K a BE Caa a) B A7 A0 B 3T A7 BE DR I¥) &% HbF. HPFH (Hkkak
FEHRD LRI B AT B wris . (RS, SUEAr B RS (292C—~T.
5 UTR 548, IVSII-844 C—~G. +1480 C—>G Ml 3’UTR %€748) AN T ff. Byixseigiy
TEALJER D LIRS, AAFAELES T, 5308 B M 3% 7 DR L8 A% (10993 49 (04T D B o Aol
Z.

TR B RSN, A E B oA, CAP+HIA—~ C FIIIVSI-6 T—~C, KZH N
Fok. RAiG TR SHEER MR AT (Fg, A —Leflsh, i IVSI-6 T~C, 7&
— L \ B LAl RS R 2RI R I BT S E AL B TR AR R LR B2
FERIAS I TN IR . B0, CAP+1A— C SEM B Hh 3T A5y JE PR AR FH = A= 7
o 7 7 3 A f) R I

T e SRR 3, B o HZTaH N HOF =i 13kt e DR R I
BRI M PE RSN T AR 2D & — B o BT AR IR S8 ) o (Rt AL W 2R A 2 o 1N
AR, SRS TR B b ZT AT B S A o BREE (LRI 4l 7 A
o ) LM 2T (AL 2 L AR B SR AR R A o BRI BE IR M EL A, R T AT e AR Y
BHLZT. DH B HETTAL T, BRI L4 T S £ X4k, LT A ST & T HbF 1KF
A TR I, 15 6 B BB R RAR Iy AR TR o — AT B R R A I 15 7
A ARTR —RAURIE by 2l B — P sl R AR (R A & ] . —SE T RISR, il
B 74 IVSIL -1 G—A FI CD8 (-AA), AIRESIEIIMIEALIN FATIAR, WH-158 "y C—T
RAGFH—F Xmnl () M. fEXEpfd, AR h AT, R T T
AL B HET. (S, 288 Xonl (1) ZAMEEE HoF P=idlem, Bl Xml (O £
ATEA TR —HE, BRAEAF R PG HED, 75 MR M A R 2 R A [ T
I

7.4 FRIfEER IR LER SR BRI AT



ML ZEEE P K~ B2 WAL 1974 4F 1 UG I i M ERORE SR 5 38 1o T3S 1 1R (82 26 b VA B
B O LB TR S o AR AR LA R A6 4 b i HbA 3X— 5852, Xy ik
BT T 5B A SE N =4 . 3 18 Z IS, BRER (TRES U 10%LL 2 B BRER M1,
I R AR AR 53 AT B BREE VRS UK BRI E = 2 W4l 51 B 3T T R
g soa/l|

ML O (4 58— RO v B R AR 75 A 3 R MRS HIUIR L. BRI VR S A 24 e )
(¥, (AR — P& ) LAH PRI RE AR IR S P AR AR o BT L 25000 5 B — s i AL )
BT R GRAT AR A AR 2 5, FEAR 2003 09 vh 75 22 2 0 A b A T B3R A 2 8 B0 10 i ) L
Mo CEESLT LSRN LA MM IE, S HIZ Orskov B2, 1ZFE/F LALL T B 4R
e AR A TR R T HAE NHCL R NHHCO3 F77E B 0L T AR SE W -

PG R e T i i ) LBE R A AR ) LIMUAR A IR BLE R MR 2% o e W] AR B AR L 1R iR )L
FRRIILA AR e A iy 0 14 PR Ak P Bt BBUIR ILBOR B Ao M5y 388 X — B
R RESRILE 100%)IG JLAN FIAEA o X — 50 o5 R ok I s 2 PR el vr e Iy v i
HEAE A SR AR A T AEF IR I, AN PR RR R LB A BR
BREE HEE LA RN B

) LR AR B A AR G HE R A0 s 6 75 10 o I vl B [ 5 U v 9 77 16 L. &
J, PR I R P 2T 4 2 2Ry B BR A 1, AR5 e SRR RN Y K Bk H 1 55 IR TS
PEf . X B MRS WOk B, WsE B RES v BEFE R LRI . EIER G L, B BEIG
LT v BEI 10%, B/ v LA 0. 1. B B HIZTPRIRIMG L, B BRER (14 B AT IEH 1
W, B/ Y HLRLN 0.06. B AL ARG LERER A (WAL B ° ik
MaliG1) BUXAE G R 1 B BRE T Cln L B "M A& 1) IXPIREBIIN B / v L
HHACT 0.025. H)E, TERA B ML RACIINIEI T, BESREHE B HE A& F i E A4k
EFHAME TR RAER . 952 b, BB "EAMITGL=E B / v LR/ BIE L
R 2 T ABS W kA R B T ROR U B KRR

ezt T HAG T MR A, AESEX T AR I — M2 W b DA S Vr 0 22 57
JOFT A 250 S A M P B, DT Ay R ELADAG T FEA TR (1 DX 3 P R BRI B M 3T AR IR 283 R i 51
56 5 R P I 5 VE BRGNS o 0 3000 S B e R 1 Ty 12k

g FEMLL R A T X BRI o "Il RS (Hb Bart's K if
CROE) IAFIESRE o BREE G MR Z . WA MEREE S B BREE IR, 45 MA8 St L2104
B o ZEBRER A PRI ARAE SR, 58 ZREE A1 41 HbS . HbE. HbC. HbO"™ Fil Hb lepore

il



(KIEIRAIE 5 B " BR AR A A AL B AN AT o
HefRBAR

AR OM 214 A EAT U T IR = RS Wi g th T RE TSI 45 L, (R e AR B9 5 FL2Z 8
DR A V22 4435 7 1 2 T F4) PO 7 R ) P 38 20 AR B K R PR AR , R 1 — S8 m i )
RS BER R BRI LA 1, R RSB € LT AR 45 FE R AR Bio-Rex JEATAE.
G 3¢3

T R MLOREREAT MO 2T 7= RS Wi vVF 22 1R )32 SR A HL R SE AR T, AR VA2 15
% b, HE Alter™ FHEMIM 1974 4 6 J1 % 1989 4F 12 S5 20 A4 fuiitt
ATI% 13921 BB IR, 4 ISR B 13T 4G (R EMET) RN
W2 DA WK 24.9%, A 63 Blidsk e Chalim 0.5%). I 408 MR K,
A RE) 3.1%. IX SRR 2 MR W IR ) LI SR 512 W R AR Bl JE I T B I ol
(1986-1989), fR RFEEE FVHR T 5N T s 28 X — & ALl iG ) L iobs 48 i AR DA e —
Tl B 7 B AR LB A 2 TR A, B R e A0 € T R A5 SR AR R o I8 45 5 %l 3l i I
ICREREAT HO 3T 7= HS WAL ), S50 3 6 M AR M e AT SE . iR LR R
FELE 2.5% /41, ZWHRIRFART 1%,
DNA 2T B4R

HEAME IR AT P BT S W2 — A R AR e, (ER BRIV T — AN, HITE 18
20 JE 2 WIS REEAT IR LIRS, KRR AG BRI A B A S50 o R B0l IS FR A — A
TRIB IIEFENER ™ o KBS WT b JUF- A0 S AZ 23 8 42 T RO 17 AL BORE: 3 A U1 DR T3
TRTAR (¥ T BARFPE L PRIH DNA 20 BT BRI @S SR B IR IV 5N
7.5 DNA HIRVE
M3

ACBEXUTT () DNA 385 A\ 5—-10m1 &b i i) 2% o S0l ifn 25 ikt , 5 St EDTA $idkt.
DRI A 25 w] g2 19t PCR 1R Ik B o DNA (1) 43 125 ] 385 My - S 0 AN SR ie b T vk A7
B T I — S ER PRI, 1 p e A% I B AR R S AT o RIDUZ % R 1Y) DNA LAk
APy TO30T, BEJGH#AF(E-20°C[¥) DNA FErp . G AT 22 DNA g, LT AR b s () o g BV ]
TEAE EEEPR I PCR 12T AN Iml A1 BRI RTHEAT 54 7007 o T8 3 1 2R b 289k HAT &
AF] PCR SR R AR )L DNA MBI, Fr a4 gn 2 ir s2
100%K H fifi Lo
FK



DNA 1] B4 /K Al Bl N2 5555 5 1R K A I 4% o 2F /K Al B R 7 22 2-3 IR et
8], 7E—A> 25ml [T FRIM AR R A B . (AER IR AUZ PTG 5 1K DNA (BL3k
MIRLE, MOXFE— NIRRT 77 Y 40-45 0 g, A L8 1 DNA $UTAIER . H
At R ZHUE LN IR ) S50 5 A8 T (MR T B B RE 77 S A IR G B TR0 40 rh iy
DNA #4712 W7. 15ml £/ KLIHERRS 5u g DNA, 6 T PCR A0 Mgk i #i C 2% . (HE,
il Southern ENVAMHATIENTUAMTHIGE, Sug HAE—kEk. B RIS 00 R B
AT DR TR IR . BRFIRRIR SR TR AN ML NDNA 45 5 R A6 25AR ], 4[]
MBS % DNA 7R
RENR

DRI EURE I W R E B VR A P4 SRR 7 A 4R I R R
A A iR )L DNA 2 Wi fit i BT AR AR SR 2 1) DNA BAHEBR 2 15 B4 [#) PCR F Southern
EPIZE AT e BATEAIIEATI¥) 200 5] CVS DNA 1217, DNA “P347= i 46 u go A B3R
KT 5ug'

1)L DNA SRS ) 35 B AR i) B RE A DNA 5 3 U . X B T IR R Bt i 5
RBP4 . SRTT, 0 Rosatelli ZE4RIE ¥R IR, 7EH 25 BIBIIFEBI T
NN B TR L BEARIROR A5 4% (K i )L DNA ARAR, 78 KRB 3L 457 1 22515 B b
WAL " B DNA J5 Y40 K 2000 B aldnd 5 48 e 2 At | A brid s — A4
BRI R AN QU S A SEDRRHEBR " o oy TR kv it i 538 DA S S ANk B (1)
DNA il % dedt A B,

7.6 A Iy
S0 — R R BRIAAT

EAMEEE LI PCR BOAJERG S PSS AL IE R SR IR SCHREE (ASO ). &Y 11
H:M4 DNA 54T Je Julf o 3 DNA BLRCIRIE S & T Je Jul b, DR eA7 i HY s Bk
XAARERIRZBA o % IVESE TR R R A RS RN, — R 5588 DNA
FPAVEAR, 53— M SAER AL B IR B BB P A B A PREFE N2 5" diH 32P-ARic i 4
A =g A AEW) 22 SR B BRI . DNA FRAR [ L R R T ik 5 58 AR S P e
FOE S BRE 2S5 SAFAE S B M . ZBRC N TR 2 9250 50030458 T EORI ),
SFFAAT — PR WA BT D i S I AR GG, A T 1Y

B, X T REAE AR AL, IXFP IV Tl ZE AR b AR REAT A4 A
Ve sZ BIMRE. 7E 2 R PR T b ok T e Rix — )l @S2 T — P ) A ER . TR



BRI B E R AL 4] DNA 18 T A6 o RERIC I SER T IRIRET 5584
S 1) DNA P A AN LR sik 4 (B € 1 e el 4 b o9 5L 41 DNA DL
SR A SR ER B AR AL ) DUTP N FRES & AR R 28 S TS o IXANIERE SUVRAE —
IRIAE S PRI 22 Fh I8 AE o AR SN F b il e m R A S AR AR
AU B MR A IS T, S DR, — D R R A, BB S
KAWL ARAL o
ElkZE s e ki

H T S 728 DL s S VR O RAE AR . X3+ 5 PCR 5| W HCx Js B2
FRBARAEIR K5 BRI AE b AREON B S e 24 XM 2 N BB TR A ™ 1 AN B
RAFYE (ARMS) ), BEf DNA T — M mERE S A S S RS S5 | 2 — R
1o e ARSI AR (B HBT T 1) HAMNI S NS AERAA B EIER DNAGE
WERED) HAbe X B ERER IR AN R AL TLAMY 5 A FEAE PCR AP, RN 18— 7 B
VE Y M RA L BRIR I BRI T — AT ZALATIE 2R 10 (PRI 57 25 5305, o 3
S gy ) g A e e B M R P b S IRA LB e iy BB, PR B R LR e R At
55 ARMS 514 Sxt 1) [l —347 5 14120 46— U PCR SN (22 5147 1] LA [ 0 25— o AL 11
FEAR AT SIS R b i L™ 38790 7E DNA J B A 870 B A B4 Mg Y,

FETA] AN J SRR T NMER IR IO RAR IR TE W ARMS 514) & RAE ARMS 518 3L 7] 5
B8 EATTEMB B AR 48 A AR 7 51 1T 5€ A 38 SRR A 8 P S A% IR 51 3) (COP) Hoifs
FHA ARMS 51905k 5r bR . St R Fbric nl @ B B Ak Jy sURIEAT . x e
BRI D A2 A AR BE ) 51900 220 BT L, W DU 730 5 A 7 0 K AN SR 2 W
KRR A 52 B3 R A ERE Y. (MS-PCR) [RIEIARAE & 8 CUl N 31 B HO 22 1007 RS Wi
23]
I3 YI i) R R e AT

LRI 40 B L) B Hh 3T SRARRE ™ A2 s — S BRBITE DI RE A o Ferp iR 23 m] i
REH DNA PR A DI > A PRag R o R0 7 s PRI AF A Bk S o B TomH sl 2R A O 1
BRI LK D D) BRI T 5 (8o AR — AR, XM k] T B IR ALY
Wi 187 B S P A7 00 P BN T 52 BRI ISt el T A 0 — 6 py DDl AR B0 B 1T 52 21 PR
il A AR AR B BRAE AL £ ) 583 T e 48 2 AR BRIV R (ACRS) Kiz
o ST AL T 5 1R BT R S P P RN BT, DAE R AR BRI A AN R R
TR AL Ko AR AT B TR SR — NI R ©AN R A i PCR 74 i) R 1



B AR TAS I o B O T AR 2 AT B M 223 IR 2 4,
B0 PCR

B R AR 5L DN e 41 v (1 e 2 5 A T TR AR T AT (1) DNA XSl F P AN 547 S
RITE SRS FAMR S 1 AAG I 2o S TS (i, 8 FE 0 385 1 0 47 484 7 g L e Al 2k
(RSB RAS o BT AN S I IR E B R KM B BY IE % DNA. 7EXFMEAL R, IE
AR R AL x5, b — R S RF A AN, S — 4 M DNA B AMKY 195
FRIRT L 1 U A TR IO, e R A B JEIM I 1T 8501 Hb Leopoer MARZ & B 11 7%
FIBALVERFLENG ) LI 21 2 (A3 . (HPFHD S8R B bE B 2T th ) IRt 7 i =™
ARENZEZH) PCR T

VP HR TN TOERTEAR T M5 OB 10 B Hu2T SR IR o 1X 6753k v 1 F e
2 AR PR FEREIR VK (DGGED o %5 VAN JE Rl AR PEAE — A BB A R A AR ok
GBS DNA B o 55— A FH AR AR Pk S e LBk A T S0 2 B2 oAt
ISR IC AR (CMC) BB Z A TE T (SSCP) mUa 11 A 156 46t A2 Al A
FNTAR A B o AHIXEERARATI AR N T LT H PO R 2 1

SRR T T S T G RR T A h S AR B DNA 2 A PEIAEAE o SAR I 8 A7 7 B 1k
ATY Gy o & IEAE ] DNA B Sl 0GR SR E AR T, H i SR AL
XAIEAR T 10 F e H AT AR B Bt (HBEAE SE A R0 B ARSI, BeA 2 Rl 1 2
PR BAIG, L DNA W FRAT AT RE ROk SRR KA A i, — ELld DNA )7 %58
— R ILIISEAS, 1% DNA ARACKEAE R 37 ASO R4 5 ARMS 51 R, DUEZE AR
T3 p B
B BRE HAEE BRI 4T

B kAR (L N AR AL MR (A2 T- 57 #% (Hind 11/ ¢ 3£[8; Hind 111/° v %£[K;  Hind 111
/"y FEK; Hind 11/3" w B fl Hind 11/5' w B) ffJ SRFLPs MIBAMLT 3" #% (Avall/ B
JEPRRT BamH/ B 26K () RELPs #4p°%. H4R RFLPs #:4] /& H Southern EIZNEAKI A1,
PLAERR T BamH 225k 2 4h, B4 19 RELPs #AEIE ek PCR BRI s 44 11 25 5 iyt B,
BamH I RFLP {/ AN LT |ERAZ A, LT 88 T CRIIXPA RFLP
s AFAEESUR T, AT 37 5 B BREE LN Z 714 Hinfl RFLP J8 4 B2,
7.7 RERESIA R HE
B H TR

TERZHOSWISEIN S, S5 B M2 AL S AR T~ T M4 075 2 AN A (i i o o LR



AR R WL GEAR T AR o LT AR B 4 N B ) A I 22 R SR 1) PCR 5 ARIEAT 34T 6
BITRE T E 90% L bR WLSEAR,  [R]IN X ] BEA7 A8 (0 LS8 AR BEAT BE 25 IO B A
AT JLAR IR A B b o ZE 38 IR A 2 S IR R NG, T8 7 P AR S PR 7 vk
91 1 A P 5 P K R 7 5 AR p 2 A o T 2 DNA I A Aok s o SR R4 A
FH I PCR BEAR O RIR A B 5 S8R IS WA, ARG 4y S50 5 H A 1E A FH R T
L) — M R

8 BHiFX. Hb Leopore 1 HPFH fKRAR

& BHiZT. Hb Leopore FlIl HPFH ik 2k SAZ fpc )it ik B ik i 7 €l S Southern BRI
Yo SRS BTl e SR T Sk e S T 2 S R R AE R S DNA B e iz . )
A AT A DR A ) I 0 e B T e TR A IR I T 265 s R & IR IR R LB RRAE
R PCR A G PCR VEHEAT 2 Writs ZAH AR 5Eng . BRI PCR H BN T~ Hb
Leopore 18 Ff & B 7% Mz HPFH GRTAL, X LETRAZWTZL 1K) DNA FF 41 gl th o
a IR

a MBS FE A Y o BR A 1 HE DR i 2R AR R AR R i, IX B RA T o BR AR IR DR %
R o BRER BRI R R, AR AR A @ BRAR PRI T i AR Py o TSR DL
w7 BRI A H T ST, XA BE DN H H R AL TR T PCR MBSk IS W,
BRI EER C il Southern ENEIM ki ir. ikt Tl fE— kg iz W 24
SERT R, WO o M BT 4 TS R AR I
B

PR LI o T TR R BRI o TRl o M ARAT R B 5 A o H 2T R BRI - o
—a ™ a0 = a R (a ) *T S L R, RGBT PCR N PR,

B 11 PCR RIS T~ B BR AR B R (R R R AR i AR H At SRIfT, o BEERIE IRk
RY WAEHAR FERAERF 2 o XA RS BT o BREL IR IAR T4 s GC & =t 2k, — 16
S E AR AR O A AT XS 51 A B IFAN AT RE, 57K 2 S S0 A5 A7 KL PR I 1 1y
TCIET ™ 388 J Mo SR, BBl AR M2 S LT Ot T e TR 4 R 1
S R A5 W INN = Y e £ Y B DRI 7 FA R 3l 386 2 e Dl e O
RRAR

FEb RN B T H BT SRA AL L P o BRAR IREEIAR I PCR MR % ERT 4
Jo BN RE TR (R 38 7= 38 T 43 A3 24 11 L 98 A Bl R PP 4105k S 5 IR 58 o — S8R ek
GEARR T B AR T, ELA IR BRI R AR AT, CARE M oA A T R



A5 5 1) Hb Constant Spring /& DLFRIRE BRSSP, 398 b, AT o] ELRERI) Ay
{1 SR T ARG Gt 5 A e DRV e S A PR A A8 B A A0 DRV R ek 5 | P S v Al etk o™
HOZT ST o AR, 484 ME— 0 R0 T L0 KSR 2 T SRS 08 B I FH AR e et e
ik (DGGE) MUBHE ST (SSCA), 4RJ5 Ei#%E4T DNA M5,
Southern BTt
P LA o M ZTE RSN b 3 TN 4 FE o SR PR ] E i B Y FH B s A N D)

MIEIZREN 1K) Southern ERIE/p M EAT H M2 . & N BamH I #1 Bgl 1174k o« F1 € 2k
AR e il T2 Wik - o ™ Ri- o T 2 AN BT E L o 3T kB PY . Southern
B AT (R B g — PRI A2 2% a BRER (UG A (KA A, LT DA b= B i 4 SR U 52
) 2] T7.
Hb &5

AT 700 BRI LR (AR, S DNA J7 i M I B I R
B X4 2 HbS.  HbC. HbE. HbD Punjap A1 HbOArab. iX 5 Ff-5 i M 21 8 1158
AR CUAPE I AR TR A S A B AR R S T . e G4 ) 57 A S R AE DNA ZKCSFIY, B,
SRIXBESARLEAR 21 15 AT ER 2 R R 1 53 T 0, AR SL R T 0 IR T 5 (2 Ty vk
MRS BT, 2] DNA SRR SHCUE SR 1 4 25028
HbS

HbS (B Glu—Val) & HH—F B kA AHEBIMEE 6 B i 2 ME IR A—~T Fiifenm
SN XS T = A BRHIPERE R T, B Mal 1\ Del I I MstIl. HAlfE#
BT, HURE M R Th SRR i Cvnl. OxanI B8 SanT JRACHEAE T . Mst 112N ]
Southern FIZESF AR B © 4547 KL A (R PEVERE,  DXUA A5 R 23 DI B R AR 11 DR 1y B 350
LT A2 K I DNA FrBE. 8K, Del TiXFhiig ] T PCR 2 Wi, Del T &—Fhi WLIK Py 1)
i, —LEELL AL PSR 1 B R Berh M i 38 ) e A VAL I . B S R
A m] DL & AR T PCR ORI ASO/ s ENEEL ARMS J5 12K i2 Wi .
HbC

HbC (B °Glu—Lys) RAERFEANHM T LRET G—A B, W74 Mnl I, Del I,
A1 Mst 1T BRI e AR, & ABOH Del 188 Mst 1Tz, U RAR 22— EIR
R B AR SV EAZ IR T LA Del T 88 Mist ITABE R0 B © 5848, w] LA ] oAt i 7
LRI RS S SEAZ IR A 1 DNA A5 (7 3 PR S R BER

HbD Punjap 1 HbOArab



5| R AF 51 HbD Punjap ( B '?' Glu—G1In) H1 HbO( B '*'Glu—Lys)Arab [{]5¢45 1)
REOH AL T3S 1 121 1) EcoR T A7 iile eI IR A 2 AT . W4 40 5 %80 1~ 121
(¥ )7 17 S F EcoR 1M AL =4, 45 & ety 0iBURH €, 15 3 H kBl B AT IX 4 I F s i 4 121 48
Fto BT B ERHE IR BTN AN S JUB EcoR T A7 i, T LA [R] I8 AT
A IE ) DNA A
HbE

HbE RALH M1 26 2 G—~A R4, BUH T Mnl TALe(, wE PCR 481 4)
) PR S i Mok e, SR, i Minl TS B M AL P A 24/, i HBE 5845 1]
ASO #5T 5 ARMS #REF RiZ I 224728,
7.8 B HESLERIEEE

KT PCR HARBAT P A2 W7 ) 5 B2 i) {80 6f BE A&k DNA 5 38 JE 5 m i Bluskvk . 4R
i, S A 3254 {5 i S W KR RE IR I — S5 AT 10 4 4E 5250 % R 5 iR L HY
PEIIEAR 0 Bi47 9 (8 13542 ) Southern EVFF (5 f12:i%) K& PCR HiA (2 fil7ist), fuf%
JES 50 & FEARPE RARAE N ) PCR P2 HTIS WIS R AT 0.41%. UFIIZ LS AT
(1) Southern EIEHIA (BR12% 0.73%) MIEREARES K (RIZF 1.55%) A AEE.

PRSI & R A TR B R S . SOR G A B P . 2 SRR R A Rl i
ML 7 0R DNA X BHiE e i & BB 2 . B4l B 22 MBS I, 5 57 B2 Wi
SURBAR A DITTR S o v LTS, SXFIE 08 AN B M LAt S5 560 = 0008 P 505 2 RS 1o o
WEFTTEAT RN GE R o R 1 AR S 5] S W e 1) J L2 15 2 B AICRR B2, 2 iH i )L DNA
Rl B © S B ARESR BT IR RO R WL B 3T T, B ° RARFRS.

ST 5 JE A T A AN 56 A s 7 B DR AT Tl o LA 5 A B B SR B, 7 v R 1o
T HEAT B AR AR SO — bR AR N F B RO (2 7 i (BN EL 4 588 K J RFLPs;
TG AT I Ko 48 PCR B¢ Southern ENZEUEAT BRAIPERE 73 HT) . 28 PCR MEAT 22 AR PER I
BN T HEER T BEAR DNA 75 QeS8 G AN 3 8004 % o S8 115 W s 50 = 0
ApoB. IgJH fil Ha-ras nJ 2% H EEF5] (VNTR) 241k, i RREEE T XL
W G N T SEIR S B, AH Dk T G S RS 1 S AR AU AL

R TS T TS 1, 7 R AR T R 110 7 T 188 A 2 TR () 22 e 380 e G R 1 5 552 B 1
AR o XV DU Py H A N 22
1) IR A BB AR A KT, DAEAS 73 S BF IR IAY KO iR ) AR A A3 65 1) DNA X
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2)  RUESRBIRRATE WIS T AF A 25 0 2505 YLt BRI .

3) 25U DNA [ IS BF DNA A& K DNA. B2 R )L DNA Z3Hr
R SREEE

4)  AEARFTRIREMITEDL N, N 50 A — Rl R P VR R IE SIS Wi 4 R

5) U AT BRI IRECHAT I HAAE IR LUK RER DNA J741 104 18 Bk 3 R AR B

6) ISR A R DNA V5%,

7) i)l DNA 2 Wil 5 N AZ EER B A DNA 8L, I35 2 HhRIA th T LUssoB i £
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KAy HKINTY DNA 2t
1. 4isRE

a° M (—/— Hb Bart’ s ZKHHA S Bolt/PCR
a WEr (—a/-a) Tolf IR S Bolt/PCR
a HFE (a'a/a’a) HbH 775 S Bolt/PCR
B H3T

B° EREMB A HERMME PCR
RAYBRAR Hh R B b 3 PCR

8 B Hh3X F ) B 3T S Bolt/PCR
HPFH T IR S Bolt/PCR
Hb Lepore AR PR EER PCR

HbS i i PCR

HbC ToliARAEAR PCR

HbD ToIARAEAR PCR

HbE To i ARAER PCR

2. BEREGTRE

a® HFT/ o HIAY (—/-a) HbH 75 S Bolt/PCR
a® I/ a W (— /a"a)  EH HbH K S Bolt/PCR
B° /ERIBHIRE EARMIY PCR
BRBT/B° MERS HMR wAR: PRBEER PCR
5B° /B° BREMB wAR: PREZER S Bolt/PCR
5 B° /BT HIE ESIE R BRIy S Bolt/PCR
& B° /Hb Lepore A [a] 7 25 S Bolt/PCR
aaa/B° RERB WA 5 TR v ) 5 4 2% S Bolt/PCR
Hb Lepore/B ° ERER B "Huy ERIHTT PCR

HbC/B ° BT B %Y FAZ: B HBEE MR A o ) PCR
HbC/42 70 B " Hu gk P 7SN PCR

HbD/ B ° BYHEZY B 3T Tol ARAE IR PCR

HbE /B ° ERER B AR WAy hEREER PCR

HbO Arab/ B ° i3y FEAR A PCR

HbS /B ° BRER B MY Bk at o PCR

HbS /4270 B " Huzk 3 2 TR BAR 4 PCR

HbS /& B Hh7Y T B BRIR A PCR

HbS / HbC PR R, ERR PCR

HbS / HbD Punjap i )iabe PCR

HbS / HbO Arab etk 4 Ha s PCR

HbS / HPFH 2N DORERON PCR
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Joanne Traeger-Synodin0Os

PRI WORE 1) 7 1) S SO Wi Nk (Rl F e 4k o — R ik 2 AR ARG JLICRE, DA
FETUERESN A MLAGFR b ()R L AR M 2 2516 )L DNA 238 A R8s (I 8.1 ). SR, X A5
AT AR B 28 EIE R — = W2 Wi — A 2k i B RN AT 242 (PGD)
A LM . PGD & —FhEeR Sk, F A BN T S E 2 DRI, W,
8.2 A .

8.1 Ky BHATEER - (K14 JL DNA RS L4t B JEB A= T 12 0

JUAFE i R BAE 3 L3 P AT i) LA A AT, 53 N ST R0 1 1 2% DNA HEAT 53
TR T AR, RIREA 2 A AT B R )L DNA RIEESE DNAPL. i) L41 R
2t )L DNA Sy Sr B ORI LA IR Je ki) IAER AN = Hi2 Wiy 80t T
WAl N TR IR X AN T ST Y T AL R R
PR 6 ) L4 B BEAT R R\ P 2R R4

Gy B IG )L MIEAT G )L DNA KL 200 2 B A4 @) iR ) LA L AU A UK A4 T
REATIR, AR ZAERT 5 8 IO G LA Mt B AT ok ) 2l (iR 41 Mg
TR A AUE AT HER) . D4R E) 3 MRAIG ) LA /e iR JL DNA KIRIE, B ke
M. EFRZAMMA A AR 41 s NRBCS). NRBCS A& ) LAH M i id & ik
RANMEIEIS W, B e T 5 oAk XA A e i i BRI AR R HL 7= J5 AN Rt
CRE AT A AE SR IR AT 19D . i JL NRBCS 177650 HARMG, B8 55 45 4% 21 40 i 1)
1/104~1/109, FrLA, JEIEZRER bk 2 gt 16-24ml A AR /D NRBCS (B H
] g S S (1 P RRRAS U R S5 A AR AR R ) o
s SRR AL IR/ Sk DR, B ficoll %5 B0 SEGEIT AN M 434 (FACS)
LLRAEREHS i )L NRBC A REAAER i X 43 ke A i —Fh i )L NRBCS F5A IR il A
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() HFRAE
Ja 1R o
(1)-110 C—~T B (FfILTY) oA XA 1

(3)-90 C—T B* 6

(5)-88 C—A B" 9

(7)-87 C—T B mE AN BRFA 11, 12

(9)-86 C—G B+ 2, 14

(11)-32 C—A B* BEN 15

(13)-31 A—C B NN 17

(15)-30 T—C B+ HE A 19

(17)-28 A—~C B+ 22
(19)-27 A—T B* 24
5’ —URT

(20) CAP+1 A—T B (FfILTY) R EIF: SN 25

(22) CAP+10 -T B (kAL A 27

(24) CAP+22 G—A B Mo XA 28, 29

(26) CAP+40 — +43 (-AAAC) B™ HE A 31
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(II) RNAINT

BYHE R
(@1vs1 (-1)&k CD-30, G—C; B° Mol XN SEE A 9, 33, 36
AGG—ACG (Arg—Thr; HbMonroe) e

(4) IVST-1 G—A B* Ho AL 38

6) IVS 1 -2 T—G B° PPN 33

(8) IVST-2 T—A B* =o N 41, 42

(10) TVSII-1 6—~C B° RN 45

(12) VS I -1(3” %) -17bp B° BhEEN 46

(14) TVS 1 -1(3" i) —44bp B* Hb AL 48

(16)IVS 1 -130 G—~C B* BAFAL HAA. 36, 50, 51

(18) TVS 1 -130 (+1) B¢ CD 30 G—C; B° HFARAN 36
AGG—AGC (Arg—Ser)

(20) IVSII-849 A—C B° EJEEUN 55

(22) TVSII-850 G—A B° JERRA 57

(24) TVS11-850 —-G—~C B* EONIDN 59
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AT A YA A
(25) IVS 1 -5 G—C B° WA EIHZ N, KT X A 10, 60

@27 IVS 1 -5 G—A B oA XA 63

(29) IVS I (-3)8; CD 29 C—T; g+ A PN 65
GGC—~GGT (Gly— Gly? )

(31) TIVS 1 -129 A—G B* (EAESPN 67

(33) IVSII-843 T—G B* 69
(35) TVS11-848 C—A B* FKEBAL RN FBA 66, 71
W B T B R B A

(37) TVS 1 -110 G—A B* oL 73, 74
(39) TVS11-654 C—T B /B’ FEAN. REEA 76, 77
(41) TVS11-745 C—~G Bt oL 38
AR B AT

(43)CD 10 GCC—GCA B* R RPN 80

(45)CD 24 GGT—GGA [ EREA. HAN 82, 83

(47)CD 27 GCC—TCC(Ala—Ser, Knossos) B+ oA 87-90
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3’-UTR
RNA ZfR: FIRHRUGEY
(48) AATAAA—AACAAA B ESE N 91

(50) AATAAA—AATAGA B ETIN 92

\O
w

(52) AATAAA—~AA——AA B+ EEAL EEEA 4,

HoAth

(55) CD+90,-13bp B* THHA 97
(111) RNA BHF

JA B

(1) ATG—GTG Be HAN 99

(3) ATG—AGG Be A 101

(5) ATG—ATC Be HAN 58

(7) ATG—ATT Be FEIA 45

ToE B

(2)CD 7 GAG—TAG Be AESPN 98

(4)CD 15 TGG—TGA Be WAT N HAN 58, 105

(6)CD 22 GAA—TAA Be A EA 93

(8)CD 35 TAC—TAA Be ZHEA 14, 108
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ToR N, ()
(9) CD 37 TGG—TGA B° YHHEBTRIAA A 109

(11) CD 43 GAG—TAG B° PIEA . ZREA 113
(13) CD 90 GAG—TAG Be HAN 114
(15) CD 121 GAA—TAA B° FE AR e A 51, 116
2L

(1)CD 1-G B oA XA 117

(3)CD 5-CT B° oA XA 119

(5)CD 8-AA Be oA XA 110, 121

(7)CD 9/10+T Be El - Y NSITEDZ(EPN 123

(9)CD 14+T Be (S SEREYN

(11)CD 15-T Be =P IN 126

(13)CD 16-C Be R EIF: SN 39

(15)CD 24-G, +CAC Be WmEN 128

(17)CD 26+T Be HAN 130

(19)CD 28-C B° WmEN 133

(21)CD 28/29-G Be HAN. BN 58, 133

(23)CD 35-C B° =P IN 81

(25)CD 37-G Be JE

B2
=
=

(27)CD 38/39-C Be R s N 137
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A (45)
(29)CD 40-G Be HAN 58

(31)CD 40/41+T B° LEIESPN 135

(33)CD 41/42-TTCT B REAN. KWL EIEA 39, 140

(35)CD 42/43+G Be HAN 58

(37)CD 45-T Be (B8 15:EPN 36

(39)CD 47/48+ATCT Be R EIF: SN 144, 145

(41)CD 53/54+G Be HAN 114

(43)CD 54/55+A Be R EIF: SN 144

(45)CD 56-60+14bp Be FEIN 148

(47)CD 59-A B° NN 149

(49)CD 64-G B° Fiit A 150

(51)CD 71/72+T B° LEIESPN 152

(63)CD 72-73-AGTGA, +T B° HEEPN 153

(55)CD 76-C B° NN 156, 157

(57)CD 83-86 —8bp (-CACCTTTG)  B° HAN 130

(59)CD 84-86+T Be HAN 58

(61)CD 88-TG B° HAN 130

(63)CD 95+A Be RPN 160, 161

(65)CD 120/121+A B° EIHE PN 164



®2  BHITHRRA R

25 bp Bk B° FARAN 47

44 bp HK B° AN DA 165, 166
105 bp 2K B° 167

290 bp Btk B° THEILAL RIFNEA 168, 169
532 bp itk B° BA 170

619 bp K B° RIFIEIE RPN 171-173
1393 bp -k B° HCYNE ESPN 165, 174-177
1605 bp HLk B° R NI N 178

3485 bp Bk B° ZEA 179, 180
4237 bp K B° - A e A 181

7.6 k AN B° THEILA 182
10329 bp 2k B° EEN 183
12023 bp B2k B° 1y IRIIN 184
12620 bp 5k B° TN 185-187
27 kb He ok B° RN 188

45 kb He ok B° EIHE=IN 189, 190

67 kb B2k
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CD 28 (CTG—CGG) Leu—Arg Hb Chesterfield J&[E A 192
CD 32(CTG—CAG) Leu—Glu izt & Hb Medicine  EFERMEAN 194
CD 98 (GTG—ATG)Val-Met, Hb R} lake

CD 33-35(-6bp) Val-Val-Try— Arg Hb Dresden (EAESPN 196
CD 94 (+TG) —~156aa Hb Agnana R RCAFIN 198
CD 108-112 (-12bp) Ans-Val-Leu-Val-Cys-Ser I N 200
CD 110 (CTG—CCG) Leu—Pro Hb Showa- HA AN 202

Yakushiji

CD 114(-CT, +G)—156aa Hb Geneva Fifs F8% E\ 205

CD 121 (GAA—TAA) Glu—Term (120aa) —IE R mnZEAN JEERA 14, 207, 208

CD 123-125 (-ACCCCACC) —135aa HbKhon Kaen  ZE[E A 210

CD 124-126 (CAA) +pro FEA 203

CD 126 (-T) —~156aa Hb Vercelli Bld=w. v IN 42

CD 127(CAG—CCG) Glu—Pro Hb Houston ES T PN 201

CD 127(CAG—TAG) Glu—Term (127aa) DAEPN 214

CD 128/129(--4, +5, -11)—153aa TIRZEN 14

CD 134-137(-12, +6) Val-Ala-Gly-Val-Gly-Arg- CEEPN 216

IVS1l-4, 5(-AG) TN 6



£ 4 WAL RER B MR RABM IR (%) —%
(a) THFERR

-90 C—T 1.2

CD 6-A

[\
]

CD 15G—A 7.9

IVSI-1G—A 21.0 11.5 10.5 8.7

IVS[-110C—A 11.5 16.5 25.7 4.3

CD39C—-T 37.3 50.0 41.9 34.8

IVSIl-1 G—A 1.0

IVSI[-745 C—~G

—_
(=]

2.8

CD 121 G—T 0.4

R/ HiAth 0.4

(9]
el

9.5 13.0

PASERUNSE 252 103 105 23
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(d) Jt3E

-87C—A 0.8

-28A—C 1.7

CD6-A 1.7 17.7 10.7
CD 25-26+T 0.9
CD 30G—C 0.9

IVSI-1G—A 0.9

IVST[-2T—C 2.6

IVS[-5G—~C 0.3

IVST-6 T—~C 15.1 33 6.3

IVS[-35C—A 3.0
CD39C—T 1.7 21.6 27.7

IVSI[-1G—A 3.4

IVSI[-843 T—~G 0.3

CD106/107+C 1.7
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IVSI-110 G—A
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-88 C—T 0.2 0.3 3.0

CAP+1 A—C 1.2 1.0

CD8/9+G 24.1 12.0 2.0 10.0 4.0
CDI15-T 1.0

CD30G—C 23 1.0 1.0 4.0
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—at? a” TS 265
—a™ a” TS 265
—at a’ SHEEDN 266
—a’? a’ Ei- N 267
—a® a’ BN 268
PIAS a BRIk

__SEA a 0 %‘T\E‘eﬂE)\ 269
__THAL a 0 g:{A 270
__FIL a 0 jﬁﬁﬁ)\ 270
-MEDI a g A 269
-MEDT a g A 271
- (Ca) 2 a’ UL NEIN 272
_sA al® PN 273
— (a) 2 a’ A BRFIA 269
__GEO o )\ 274
__SPAN a? i N 275
-Ma a’ (B N 48
__BRIT a 0 %A 276
- af [EEIZ PN 277
_CcAL af PEHEF AL BAFIA 278
s af oA 279
_RT o EAIN 280
__YEM al WA 281
__McC o EAIN 282
__CANT a? i N 283

SRR (AR X R CRLAREAS o FETRD)

(aa) s a’ ARA 284
(aa)™ a’ S 285
(aa)l a’ S 286
(aa) ™ a’ S 287
(aa) ™ a’ S 287
(aa)™M a’ S 288
(aa)l a’ S 287

(aa) IoF al? AN 287



R2  aITARBRRAE R

(1) RNA JnTR3AE
(A) BYFEAT oAy

a2 VSl (= 5bp) fHEAE (GAGGTGAGG—GAGG————

a2 IVS1 —116 %4k (GCAGGA—GCGGGA)
al IVSI-117 24K (GCAGGA—GCAAGA)
al VST -1 4K (AGGT—AGAT)

(B) RIRTFRRAE 5 R
a2 (AATAAA—AATAAG)

a2 (AATAAA—AATGAA)

a2 (AATAAA—AATA—)

a2 (~16bp F =% CATAAA)

(2) RNA BIE A
(A) I RAZ
a2 (ATG—~ACG)

a2 (ATG—A-G)

al C(ATG—GTG)

a®" (ATG—GTG)

a®" (ACCATG—--CATG)

(B) # #1584

a2 CD 142 (TAA—~CAA) Hb Constant Spring
a2 CD 142 (TAA—AAA) Hb Icaria

a2 CD 142 (TAA—TCA) Hb Koya Dora

a2 CD 142 (TAA—GAA) Hb Seal Rock

a2 CD 142 (TAA—TAT) Hb Paksebb

(C) BhRA
a2 CD 39-41 (-9bp, +8bp &)
-a® D 30/31 (GAGAGG—GAG—G)
al CD 51-55 (-13bp H{ft&, {5 1E7E CD62)
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(D) T4
a2 CD 116 (GAG—TAG)

(3) FIEMEEIREE

(A AFE a R FERRE

al CD 14 T6G—CGG (Trp—~Arg) Hb Evanston
-a*" CD 14 T66—CGG (Trp—~Arg) Hb Evanston
a2 CD 26 GCG—ACG (Ala—Thr) Hb Caserta

a2 CD 29 CTG—CCG (Leu—~Pro) Hb Agrinio

a2 CD 59 GGC—GAC (Gly—Asp) Hb Adana

al CD 59 GGC—GAC (Gly—Asp) Hb Adana

a2 CD 66 CTG—CCG (Leu—Pro) Hb Dartmouth
a2 CD 93 GTG—GGG (Val—Gly) Hb Bronte

a2 CD 104 TGC—TAC (Cys—Tyr) HbSallanches
a2 CD 109 CT6—~CGG (Leu—Arg) Hb Suan Dok
a2 CD 110 GCC—~GAC (Ala—Asp) Hb Petah Tikya
a2 CD 125 CT6—~CCG (Leu—Pro) HbQuongSze
-a®" (D 125 CTG—CAG (Leu—Gln)

a2 CD 129 CT6—~CCG (Leu—Pro) Hb Utrecht

al CD 129 CTG—CCG (Luo—Pro) Hb Tunis-Bizerte
a2 CD 130 GCT—CCT (Ala—Pro) Hb Sun Prairie
a2 CD 131 TCT—CCT (Ser—Pro) Hb Questembert
a2 CD 136CTG—CCG (Leu—Pro) Hb Bibba

(B)  AFE a HER T HUMI K

a2 CD 30 (-GAG, Glu)

al CD 38839 (-ACC, Thr) Hb Taybe
al CD 60/61 (-AAG, Lys)

al CD 62 (-GTG, Val) Hb Aghia Spohia
al CD 748,75 (-GAC, Asp)

a2 CD 113-116 (-12bp) Hb Lleida

al CD 37 (-CCC, Pro), Hb Heraklion
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VNEERION
A

PEE YN
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A
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B[ €N
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