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Nature Reviews
Goes Clinical!

Quality, Authority, Accessibility
and Innovation.

Nature Reviews has expanded into the clinical sciences.
Eight new clinical titles complement the existing seven
titles in the life sciences.

In April 2009, the Nature Clinical Practice journals were completely
redesigned and became Nature Reviews, bringing all the qualities of the
top-ranked* life science review series to the clinical sciences.

REVIEWS
For more information visit: =
www.nature.com/reviews

*2007 Journal Citation Report (Thomson Reuters, 2008)
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Time to get personal with fluid administration and keep contrast-induced injury at bay

Nature Reviews Nephrology 10, 359 (2014); £k % 321201446 A 10 H; doi:10.1038/nrneph.2014.99

VT HHRERYPOSEIDON IR B i 98 T A<
[0 F1 T SR S TS 3 5 771 B R 5 O R
hRRW, SMEHERREMERL, O
N R 1 51/ A T TR SR I BE S (B B TR
EERFESHNAESHRG (AKL) BEE
B, XY A5 R i AR S AKTI =
fEREFEREE L,

TEFZ DS EE R, Bl
PRS0 B 2 A 2 B8 T 15 82 71 Ik 30 17 vk e
RIS FHIAKL, “BAEDH AR
KETREIETT . (HERNSE A TSR
5975 = 1 R R AR B AL K R i v T R T
B, " EE 9T A Somjot Brarfi#
BE, M, SERERA R, HERRF
ST [R] A % AR R e B R AT HGATE, XD
SERIRIGT R EIR R L AL E
K. “HAET, h3REZ Hiria sy mibh s il
TR E RO R B R,

TEPOSEIDON# 7T, WFTE A
DEFTSRARIIE S (BEAI0MENE =R
bR) SRIESEZ ONHEE BENT AIRT
(n=196) , MEE LRGN, bk
BGEE, AR, EOEENBER, W
BRI, M RAREDLLS mikeg &

B4

/NP AT R R R TY (n=200) , TETR
RIATT &, ELER M ZE 2B 2 Y AK TR (R
REMLER,
FEASEEARRE T, ME
FLEF IR EE o TR &25%, 4%t E 3 0
0.5 mg/dl, REZSEEEIORA6A A G
RS, LALESEME IS RE T
REE,
ELENEDRTH, BEHAFE SN
AKI % A3 46.7%, Tk AR A
HEFE16.3% (P=0.005) ., 764 ARE, X
RAFMNAEEFTEZERSEMRET, Mo
ENEDERSARG—&EE, Kit¥L
TRFEEES. I, SHBAMEL,
ENEDHERANEETEE LMK E
(1,727 ml vs. 812 ml; P<0.0001) , 7EAK
Wroed, ShkER/ N BEERL, Wik
BIREE/ NS ml/kgh) B35 & A S 54
RAKIFELFIRLAR, “FRINA, Kk e
A7 L ZE AT 5K AR R ) 52 B S P (IR
R R A 2250 EE 28 BrarPFIIE.,
BARERNE, (HRAEE N X
SRR RNaTT . BRI Y
Bt AN, FEAE R TR A O IR E R

ATTSARBOE N RIE B
Protective effects of AT1 receptor activation

Nature Reviews Nephrology 10,360 (2014); #E£k & 3 T-20144E5 H6 H; doi:10.1038/nreph.2014.83

2R E 2R _E R ek R 148
Zik (ATIR) FUBLE FTRER G HAr 4 bl
H. fEsp R E AR R, B
AR S AT 1R B ] IR V5 ek 2 4 AL AT

R ETFMIZREIE, P RR
RABBEEOR, IEXERMAEATIREE
REMS AL 1 2E BRIPELIBTIL- 152 (%, MR
BEIAF4EL,

Ho WTEEEAE, aERREELT)
TR E R ORI B, BRAE R
ZIEERIE, Brarf@RE, “XLEHRETFRE
W= IRk G T, b, RKRETE
T X e A B E T R,
FEE, EEFMHFAKIOI R — &
RIGEK, DR N RUEE SRS F A IphnE
PR T 15 5 15 58 15 15 0 XUB: R Al
AIF B HR T RESE M B 1R 15 7= = R R
F. Brari\>y, EHIRE AR PRI
I NI RIS T RE & 8 2R 42
OB TSR R T 70 3 B2 BRI ik
RIT. WEREZWIFROR IR AT
B, FEAEIEPRIRE thBEA T EPR A
T X SO E (R 5 B IR R A
ITTETR S B T EZAE, 15
NI & FE SR > B A B AR A R
HHADINR, ” BrarR 45,

Mina Razzak

J&3C: Brar,S.S. et al. Haemodynamic-guided
fluid administration for the prevention of
contrast-induced acute kidney injury: the
POSEIDON randomised controlled trial. Lancet
383,1814-1823 (2014)

JEXX : Zhang, J.-D. et al. Type 1 angiotensin
receptors on macrophages ameliorate IL-1
receptor-mediated kidney fibrosis. J. Clin. Invest.
doi:10.1172/JCI61368
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Rituximab is safe and effective in FRNS and SDNS—but where to go from here?

Nature Reviews Nephrology 10,421 (2014); #£ 28 % 32 T-20144E7 A8 H; doi:10.1038/nrmeph.2014.119

BARE S BRI REBIIHLCD20 £ 40
Fll—F 22 E BB NR I 25 RS
o EL B IEBR B A A T B 2 R BB S
L2 AME (FRNS) AR IREME RS
(SDNS) , fHfE, HAEHRF L HL,
BAAL. WS A2 B e IR g T >34
AMIBETEE., FTT & RAEThe Lancerff)4h
RFEM, FZEBHERTILE LR
BRasiEEENT S, G5,

BMERBEREHAREEHEE
BEN—RIBIT Y. Rifi, HTERHE
PR EL 6 A N 2 /0B & TR IR
FRNSEEF—HEHABBREBERSE L
HISDNSHEZE , FZ IR, 1
F. Pk E | BEYERES & R sEE
. CANTERIRE, 10-20%0)L 8 B E 2 TS
B9 24 FRNSESDNS, HEI G2
GG I 0 25 2 Bl R R
0 E W9t i K azumoto Tijimafi@féiE. 1
SN, IERFREMFHEEEEM, X
PR T HAIAN ., “XEEFATASSL
I et R B S B AR e T ik,

2012}r KDIGOIlf R 52 B 45 I 7
T L R R E Z« TUFRNSAISDNS
B, WURBAINE AL AN, ALK
FZE e A BN & IER — 2R Ty
. REETXMESE, HEBERIHHZ

SRR B S AT S R I
PREE. Tijima%s A48 44 B 1 1HEL
P B0 7 2 E e IR s e R4 . e
AR BB R375 mg/m Bk 5
BT, FRARE (AR B2 M bk L B
W) . ESRNE, rE BB EZIRE
BERiGTT (REMRE)  TEDEZ/EE169
RAE BT AR BB HIFET . EEAA
BT e — T E K.

53t AL (RArEos101K;
95% CI: 70-155) , FlZEHpiHBEEIR
BT EROTE LR (hAkce267
K5 95% CI: 223-374) . BARERS,
BAERE DA, 2 KRELBIR A 28
THBEE (711%) E5—ERE T irE &
BRI ANE R, A TSR
BRE, FRERENRZE BHET R
BB, BT REISIET,
lijima™% f&E,

BRI, 42%F2E b B E A
83% L RIFINA B EIRTT K, BITESS KNG
% . 1E86%365K 1M HYFRNSEISDNS, &L
RIEAHFEMIT, “AEFERTRE, ]
RS ERIBE, WREEATHE
Vil SN = A N IR = =K T
ST, TijimaflReis, SRR T
BWEHTA NS 55 LIRS,

BRMZE RPN B R EGEL T
ZRIA, (RIXEE R M H naTT
B, IRITHEP R LN AREHFERED
MM, kB 4H R AT Fh R gE R L s e
HPEEZNAREN, HERTHKITH
BN, FATRBT I AR T HBEAOIE
i, IEBRE/DELER, Flgd it LE
W%k R 24 EFRNSRISDNS £ 224 H A
R, Tijimalit,

XL L RS A) JL2 BAFRNSFISDNS
BE AR ZE BURITOMR. A,
TF2 R RRIRE . R & i RE
TERX MRS, BRI RERITEZ AT
., Et, WA K A2 b
FOSER, BERIEELE S, EEIRH, &
SRR 22 s A T e P DL (o P 28 [
BE, BEAREFMERMEISARES T
WS, (BRATE RIS .

Tijima 2 H W PAFTE AR S A TRI ST,
“Eb AR 22 B BB 45 25 05 R AB AR K
BHERYTH . TR,

Mina Razzak

JEXZ: lijima, K. et al. Rituximab for childhood-
onset, complicated, frequently relapsing
nephrotic syndrome or steroid-dependent
nephrotic syndrome: a multicentre, double-
blind, randomised, placebo-controlled trial.
Lancet doi:10.1016/50140-6736(14)60541-9
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MAPPING PATHWAYS OF CKD

Nature Reviews Nephrology 10,423 (2014

RESLERMAXIIE (GWAS) &
AR S 5B EMRKR (CKD) B
EHX, EHE, HRGRZ W B ERS
A S T RER 4> FHLAIN T i,

TE, WIS GWASEE, Btk
A AR AE BT AT DLOR e 28 2 R ]
FHRDREIAEE I CKD 2T Hi /&
Matthias Kretzler [z H[F 55534 7157
BRI S 1 1 PR H 401> GWAS K Y
CKDELEER I FRIA K, W& TR E
HICKDAT 10 7E R b E &, 7EXEERE (R

F2NERANERFEEESR, 18MEREY
B e S KSR S SN ERE I R B A

R BERA - EDTAX&SHIRE— R 57

FEEZ ZEREK,

) FEZ & R T2014457 A1H; doi:10.1038/nreph.2014.117

K, WL IRBIAR 5 18 B X X LE A R Y Th RE
BRI TR, A5, BEE=ZERE
BT A EHITRHEIE AN,

“UE RS T B T A 2 R
SEAR R AR AR LB, DINRF2/ 5
B SELAY I 13 5 I 388 B 1 g S B B “rh
0, 7 KretzlerfFitiE, RAE(E SiMEg
7S (L ARG T RE AU 2 0 3E 22 CKDAY A
REARET —MFE, A CRiEE
rRC AR B S B 1 K B 4 — e A B
BT FB, BEWTEL A IKE L2 CKDI
%, 7 N5k CKDEIRIINLEEH 4,
HFPERICKDRY AR RB T EFR KM

T B

Bardoxolone methyl promotes sodium and fluid retention

Nature Reviews Nephrology 10,422 (2014); 7E4& & 3= 12014426 H 17 H,doi:10.1038/nrneph.2014.110

X R AL £ R TR T R R R R R
HHIBEACONIR I HUE ATV EF 0T T
R, SRS Uk BB TR S A AT AR S I
& T RS AR SRR, B S 5.

IR S HTEER A-EDTA K - #ET IR,
HRRBEIFIFIIA B R ACE T L R B RY
JOVEEIP S RTRE S AR T 2 R IR T B HERRFR
HE, AZZ AR ARG A5 T .

RESEARCH HIGHLIGHTS

EHEME. Kretzlerfith, XFWELERS
KA R S IR R — L,

KK, WFFA UV R T R P
FEAIPAR , KPR (L FICK DAY IR
TEFRZ AIAYSRE 2, MU T2 8 T A5 e TR
CKDpERANZ AR FE £, DI AR
TEREWS RN —H 5y R BB RS HOTaTT #LAS.,

Ellen F. Carney

J&3L: Martini, S. et al. Integrative biology
identifies shared transcriptional networks
in CKD. J. Am. Soc. Nephrol. doi:10.1681/
ASN.2013080906

JE3Z: Meyer, C. et al. Investigation of serious
adverse events in bardoxolone methyl patients
in BEACON [abstract 4074]. ERA-EDTA Congress
[online],http://www.era-edta2014.org/press
/4074_meyer_after_discontinuation_of_the_B
EACON_study.pdf(2014)
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AN

RSR[5 S 18RSt

Regulation of fibrotic signalling by TGF- receptor tyrosine phosphorylation

Nature Reviews Nephrology 10, 484 (2014); £ 4k % % T-201447 H22 H; doi:10.1038/nrmeph.2014.127

TGF-BELF4E LR, T AKX
ol 200 M B - (0 & 24 ALV P A BIL 38106 2 B0 g
B AF LR E R, Ry — T
HEH, EZLETFEREHBIESE
FEFATGF-BRARIL (TPRID) FURE S B B RR
LR F TARE EERIE.,

ERIE XS ZAET, X0
TRRIIF k& EL i ER AL =] DL BB 1T 7 Ak
ESE%, 7 Ambra Pozzilff 5t Bl fRRGE

“HEAN, FATEIIT A R, BERRERD
al B1E] DL i3S — M ARG TCPTPHIAS
S T A T T Tl O £ e R S T R R Tl
EAE, 7

Pozzi®s N&EHL, 58 AERUNEARLL,
MR E Mo EAR/ MR (alKO) 5
W 2 FE e DL ISR A = E R AF 4E M, 12
TREEEL R ol BLE —FRAF AL R

T MITEMAIP R, B4y
TntERE & TGF-BI5 5 & SAUM . 4 T B
FalBlE L FETGF-B(E 5 (£ S MATHL
i, M TE e TR AR alKOLL R 4%
P T GF-B 2 4 B B /N LA B8 & 5 4 e i
FTIRARKRE TR AR S AT B 5T R A P 2
A KRR 27 4605 S il ER U TRRIT
ES 1

LA TEFITGE-BZ R, Ff14
183 52 22 R A0 o R R B R AL 1B /I 1 2
R, 7 Pozziliid, “TRRIIAIEFEL I
SAEEERR: Aifn, fbITERHIZIREL
DU AP EALAE S 12 SR i e M AN 28
FAIOTT R, ERBEREBIAY
I TCPTP#LGE , X FE T TRRIIYZ
BEEaL, T5—51H, ek Z R AR a
gk, TCPTP& A IhkE FETBRII

B% S R R R (L 3 M DA R 7 4k L 15 5 il Y
ik, 7

“... TBRIE: SELRBRL vT A ELIRR Y5 47 4t
LiESER...”

BAE, RN AREHES STRRITEHE
FRALHVBS AR IEE , i E R T TCPTPE R
A HME A B R EERE R T TRRINE 5 18
B, “fe)a, BRI TBRIIES =1 % BRa L
RETIHI TGF-BS RRY IS, HEifn i Adnst
BB TROFEE S R ER, 7 PozziliiiE,

Susan J. Allison

JR3Z: Chen, X. et al. Integrin-mediated type
Il TGF-B receptor tyrosine dephosphorylation
controls SMAD-dependent profibrotic signaling.
J.Clin.Invest.doi:10.1172/JC171668

4 DEC 2014 VOLUME 2
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Mechanism of AKI sensitivity in diabetic nephropathy

Nature Reviews Nephrology 10,484 (2014); #££k % 2 T°20144-7 A15 H; doi:10.1038/nrmeph.2014.125

IBHEENER (CKD) BENEES
s (AKI) kAEFRESTIECKDEE,
{HX 5 RSN RI L A E 2 . BLAE

—IRHRIRT IR, S, p53u&QEH@
TR 2R AR B BR TE L R R B T SR
HITEH.

Jianping Peng®§ A& 56 £E P MkE IR

199 /N B Y e BT 5 T R R

=3 = |

FESTZAEWERF MR P, FRE (HE) AL
ZRBIRRGZEHERAMAT, Eifcaspase
3L EPITIEM . BN B Nature Publishing
Group © Peng, J. et al. Kidney Int. doi:10.1038/
ki.2014.226

(R) RN, fITRIL, SRR
/NEAREL, VRIGIEREIRE R (STZ) AbEE
OB PR/ INERL PR D 2 s T R Akt N B FR D
T HEGMEAARING ., EXE RS,
AKIH™ B R S 1K SRR FRSE

e N USSR 2R T A A 7 AL
B/ NVE FRzgElE (RPTCs) FUER], {EATP
FEVBELERE G, AR I A A0 M R O
TKPE TR, MindET RN
P18 7 Bax fF 28 (R AU AR A1 e 6 3R o R
W, RAARERIAE T B 8

BEAERT R FHE, pS3fIERMPEAKIZ
EIfFAESBE, ik, W AR T ps3
TE & M 2 AR LSS B RO E T . M
& B, p53&E KR A ER 3R A h

FIRPTCsFIHE FR /IR £ )5 B9 2 A Hh 2
BFE L, FEAKitali RPN R % T p53
NI, pifithrin-a, EIIHE] T URIAG 5

1

RESEARCH HIGHLIGHTS

MAiRET, HEREREE NERG,
if, {4 p53siRNA =] LU Akitati BRI /)N
SRR JEHIp533RDs, FEU/D T & 20
fR AT AAKI ™ B,
T IR R S I AK TR

W aT N AFESTZAh B BE PR /N B A e 5
TESE., BRFERTALUREEVRIRG

SFHIAKI, HHNHpS37T AR (R 4m i
R, TERAIITH, XEEXEL
FERAES (RS2 98I 5L, B imAE w] IR =4l
N B T AR S R AL R R AR O B, 7 WO
A Bk,

Susan J. Allison

JR3L: Peng, J. et al. Hyperglycemia, p53, and
mitochondrial pathway of apoptosis are
involved in the susceptibility of diabetic models

to ischemic acute kidney injury. Kidney Int.

doi:10.1038/ki.2014.226
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Critical role of mTORC1 in tubular cells

Nature Reviews Nephrology 10,483 (2014); #£ 4k % % 1201447 A 15 H; doi:10.1038/nrneph.2014.124

WHEIERIA, WS ENE R
EHE AW (mTORCI) FEE/NENF
« SRR RSN Bl I I 50U R A I E
ZUEM.,  “HEEER B I mTORHD
TR — LSRG M7 VR DL R X S 25 W 1E 15 7%
TEAEEE IR T RO ARG, RAEET
X —EEHIERANSRERREEE

” {E#Florian GrahammerflTobias B.
HuberfgfeE

Wt AR, S84 BN AL,
B/ N R mTORC LB B9/ N H LR

EWINAR ik 45 R0, LIRS oF 4E (kg
o, R ERECE D . KRR AR,
Z—ENR, BRIEIREA KRR R
RIS, 2R IR A W & RN A L N s 1
FERAEFEEE/NR R RIE M, 1524
fwsr%l. DNABE . 4w fiy, AR
A2 N A/ TR S g B TR 2 7 B TR/ N
Rk B, R AREATL, mTORCI
FE B/ NER AR R I - PR TE R S R B/ NE R
PP E RGN,
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The search goes on: suPAR is not the elusive FSGS factor
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Inflammatory processes in renal fibrosis
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