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Abstract

With the increasing number of patients receiving VEGF pathway inhibitors in the treatment of ma-
lignant tumors, more and more attention has been paid to the related renal damage caused by this
drug. Effective prevention, early identification and management of targeted drug renal injury are
common challenges for physicians in nephrology and oncology. This paper reviews the progress in
clinical diagnosis and treatment of proteinuria, hypertension, thrombotic microvascular disease
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JESCE,

and acute kidney injury caused by VEGF pathway inhibitors, which lays the foundation for stan-
dardized clinical diagnosis and treatment.
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1. 51§

TEHE G P, IR B BB rBm, R A BREE —KH WAE TR N[1]. #54tit, 2008
FE~2018 4 A BRI B E RT RR ERESE EFE, A 1270 JiIHE KB4 1810 Jifl, HEMEIA 42.5% [2].
B “MARIRTT” BRIRANG, DR BB IR 24 5 A Sk e 200 A 27 473 R A S8 v 2 T ) I 2H 21
P NIRRT A I R 2 N [3] e I8 A B2 A2 K R (Vascular endothelial growth actor, VEGF) & i 11|
FFE H R B 2 (0 — 2880 [ 258, R4 N VEGF BCARSNHIF)(an: FTRIpaE . DA B A H48) 1N 7
TR S R BT 1) 77 (Tyrosine kinase inhibitor, TKls, #: #F2 & 8. Ry, B2 %R WiaTT
FIFEES, 5] SEEFBIEAKR. SilE. AR % (thrombotic microangiopathy, TMA), LA
S e B 45475 (Acute renal injury, AKI)SEAN [RISEBURIAR B2 (1 B IERR 15, s S8 B4Ry 7 ORI TS [4] . R
2RI BB A, ARG R BT SEARAR BE TS A e 32+ B H AT v B = 45w % 0] 4G T R
WAVRG I 7 AR, BIGAR SR RLER T, DAHNIG RIS YT B @ 2Ll

2. BATIRE  IEARRIBISHT
21 AR

KT VEGF MBI 51 R KB AR, I SR A2 2525 BRE 2577 AN DL S R
KAEMZE RS, FBUEROREWE RN e HmEEEHEZ R, 76 Qian M#FH, 4N 36 &%
SZRATE %5 JE (250 mg qd) (1 e S5 A s 26 5, SR I PR AR 2RO 23.7% [5]s 5 — TGN 51 191 R 5 R A e 1
S R 4 2 BT B JE V69T (500 mg qd) EE TR 9T, B R K A2 360N 49.02% [6]. 1 lzzedine R Fi, 44
AT 100 #5252 VGFR 8B HIHIRG T B My 5, 252 HR 6.87 £ 7.18 A/EHIBEIEZ R, 31%
MEF 240 EAR >19/d[7]. H—THFFRAIN 22 13552 VEGF MEHNHIFIGIT 5 HBLE AR EH, 2
YEFR 13.0+8.7 H, JREAEEIX 2.97 +2.00 g/d [8]. X Tl EAME AR KKITE, —TgIA 140
44 TR 52 R0 P s I B 200 PR 2 52 DUARCBRPTVR YT B I AR I, v I e 2 ) Tt J A A7 3 B R AT ifL R 1
W EOARAR T EAANEEK T IREARA: U HRZSEZW P51 RS « & i KA & R ”
TR H U 25 I N TR [9] o AR TE] AR AEATL I v A ) B, A B A A AT e VEGIF i B 410 1) 7746 firb g
MG T AN, T HLUNE N R ) R R rS A B 40 Mg, 3E 1T 3 B0US S0 FUAH B (1) 55
HEAEH[10] [11]-

2.2. BIIME
PaARIE, R B AR S A IR LR EE R . FE— TGN 22,500 BT 12 Wi R 6 FR A Db T
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i, H 26.0%EHEIME[12]. (EHSZZEAWaIT I i — DI maE s R AEZR . fE—Tg\ 1850 4
B2 VRS BUIRIT BB EZE 0, R s i BUR A & R B R AR RN 17%~80%, AN XU A
3~7 £i5[13]. (EAERNZ, BRI A B A O XU 273 R I 1 2 45 S5 1) BB S HEBRAE A, e i
FRFC At o LB 1 A ) B SR AR AR T e B i [14]

AR, VEGR 38 0 1) 71 AF O e L 2L A B S R ) B A e A m i M . LPE 2008 4F (1 — I A\ BEAE:
TG e ML T R 1 e R 4 32 7 J 5 R YR T A RO 7R A I [15], 7E 2 AR 1 28 1 )R8 2 1 A At 300 B
T SIRIT4ERRRIEE 4 BN, R CIAR MEAKSE s (22505 1~2 BN, R IEEKE 2 1EE K.
FRUUE SR R R A RIA T, 02 H AR sl B B S8 i R sl T — TR AR R RO SR B, TE D
Bt pifs 245 87 R(VaH 3~236 K)J5, 82.3% &7 I il A 13RI/ [16]. RE ML, KErH521%K%
W 51 K B v I AT 55 B TR 25036 YT . — TGN 202 444552 VEGF @ B3I va 7 B A,
Hor 43% LI, 1A LR Y B T 46%48 i 25T R LR A S B HI[17]. TR, B
FEVRIT AT 20, WUR s T B [ 25 01 /> IL[18] . hAb, 22 ORI 7398 WK IR 8 e I e <= 48
brebRG, o B 2 S50 I S A IXURS: AN AR AR A 4 L R DAl D 0 I AS R A A2 [12] [19] [20] [21].

2.3. TMA
KT VEGF MERIIHIFIFT S & TMA, BUBE AL, BB R SR 5 AR, iR 0
DR 2S5, — TN 22 N IRLEEOGE g 4252 VGFR B HIHI VAT (0T FE IS, 4 4 B RS & gk

wE M/URARE . A S B ThRE w2 W TMA [22]. TWifeE s — Dt si, 182
VGFR 3 B | 77VE T7 (1) 100 G138 PE e 5 b, B s &I 73 48 TMA [7]. B 25448 VG 9K
A GEE EIEA A NFER N, TMA [ BUSE R AR 28 AT FIG A 2 1B WG . oAb, 45 B BT B %
ZHRAWTT, NEURHEEZNE VEGF @B IEIFGYT, R RGN A R 454030 Bl K™ AR R S SO K
ARB—L TS, MUERETIRE22] [23] [24]

2.4. AKI

XtF VEGF 1@ B0 7 A 51 & 1) AKL, AU D B0 70 HRaE[ 7] [25]. "TRERA AKIL AN A EE B B A 34
RAEM, siHESCRAERWAL, YR kE AKI 23 BEIERR A IR, SORT R FIE N TR 45
iR, MR BT

3. RIERBMEYIRED

KT VEGF JEEEAHIF 51 % B W B4 25 2R, AR R . 7 —TIEAN AN 100 f13%% VGFR
I % A 1 RV T B AR R B I A, BRI 73 B0 TMA, 21 19 B /N BB AR (LA
Minimal-change disease, MCD/collapsing-like focal segmental glomerulosclerosis, cFSGS N (20/21)) [7].
FRIL, VEGF FLAMHIFIE S 51K TMA, 10 TKIs I 58 258 5y & 40 i i sl 3, &I MCD/cFSGS
[26]. BEAh, —TRANN 22 B2 VEGF g7 Ja tERE AR 1 PR 8 IO e b, TSR A 3R TMA b,
A 4 )RRk B /INE R BE (acute tubular necrosis, ATN) [8], %75 S AL th B 5] 2 35 ) 5% .

VGFR JEHHMEIFRI AT TMA B AL A2 000 A B 20 i B 40 s A A/ NSl ik A 41 4 B2
AR CLANBRE R FRIBEE A LR /NN BRI /NER B 40 L 19 ) [27] [28] Jlid S MRV I - PREFAELR
HAEEE M SR I EE TMA BRI, #:52 VEGF @ B T 53 TMA 1A A 2R IE /2 5 B
375 5T 18 A A0S B BN ER B AN MU BN IR, T4 e L /N AS B ST A0 AR /D T B i
Ko UM 2 204 T8 /hEReh, ANERIME TR SR, RAUATEE TMA TR AHHIE[29]. FBIML
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KIMLBH T TMA, WIS/ NEREEREES . LR W R NS RAE7A . 05 X2 |
4 2 R IR R [ 7]

T VEGF 3@ il 51 & B 03 i A= b ic ), 1zzedine BB FE I : X4 B IE TMA 5L /R
415 S 1-1a (hypoxia-inducible factor 1a, HIF-1a) 1 RelA (p56) 8 & 5 T % B 4H[30]. KA TMA K45
SEM I AE LG, iKW HIF-1a DMEHE VEGF 742 [31]. BEEE RelA (2K NF-xB 3% A1)
i, S5IRERGERRE, 5 K RIERI31]. 1zzedine BRI : TKIs % MCD/CFSGS 5 Nk et
BRI R FEE N Ki-67 (FE7n B /NERERIE A543 )5 B /N Bk - 7 40 P 5E) . c-mip (c-maf-inducing protein),
EARA I E) Z A 25 P VGFR HI5& TMA B /INER B HY IEH = B I ik %, Ki-67 . c-mip E1 3 ATEAE[7].
RelA 5 c-mip J& 3l 745 & H A0l FLFE SR v, R B AR e @ #0H] Rel A V& M M2 HE c-mip % -0,
PH TS 2 BRI Fyn BSOS E/NEREANZESLE A Nephrin, #E S80I L5 4RI ThBEH15[30]. 10
VEGF FCAAAMHIFIA ¢ TMA R0 KRE SN, 1 TKIs % MCD/CFSGS NIA R [7]. FE il 2 2 2 40 2 2%
HINLE R, X320 R 4ii A Ry e s ik TKIs BRI R i & Rk, #hmsIk 7 2 gn i Hifi[32] [33].
i LA, 454 HIF-la. RelA. Ki-67. c-mip. MMl (35 2 5 vl 1E A %5 VEGF @ B4 77 B s
TMA FIR89 -

KT MR A br A TR VEGF 18 #0051 5 2 M OB 7220 Weo 31— THgN N 398 il 8z52 DR SR
7 IR S PO 78 1 URARIE [34],  BUR/KSP I A A= sl k-2 I 41 B RS B 4>F-1 (vascular cellular adhe-
sion molecule-1, VCAM-1)H1 VEGF-A 55 3 2 &y il XU G 1A 5 o % 4ERF A B 40 B A7 35 A IE H DI RET 5
VEGF-A 2 Z X HEEIIHF. VGFR (55 MEkfHW 5, MK VEGF-A /KT, Ihig R amp R 4
MEFAA NO Rt/ vk mE, S8GEmERE. mEAEREK-2 A VEGF-A M4 K,
VEGF-A it/ 3 IMLE N A0 42 VCAM-1 DA4ERE B S fads . e A piR-2 F VCAM-1 Rk X 5
VEGF-A KR EMIG, W=F ZHEMRASE 7 AR, ERT . 2EEHREER YT
2~3 PR AN /KPIE, & I XUS: OR (odds ratio) v 10.06 (95% CI 3.92~34.18), Uity 89.7%, 4553
PEJy 53.5%, FAVETRIIE Sy 17.3%, BIVETRIIME S 97.9% . X E6A=Hykmic b 5L B THI ™ 5 2459 5 10 %
O BEIEA R F4R kA BAA EEE .

4. BRI
4.1 EAK

VEGF il g% il FAH S T A IR F 25 R AR E A IS, 2= 1) VEGF 5 41/l VEGFR-2
i, XPE/NERI - PRYEEPEFREESL . BT DIRe4ERF AR 18 B A A 0 2 [35] . #5 40~ E VEGF
AN, W2 SEUE/NEREAME N E A E R NEARIEEZE . SR RAET B AR, &
TERE FJR[36]. M4k, B AR AR AT Re 5 i MU R S /NER N T+ AR DG [37] . 7E#E52 VEGF @ 4|
FYEYT ], R i R ERAE NERIUS 7 SRR SeIR TR IR R IAEE AL, MR
SR ML A RN AV IS I AR ORI FIRRE” SR AAE[14]. TEREURIF IR TR AAE AT, 2
A fms T EBRIEE-1 KT, S8 VEGF AR H FE KRB, X2 = B REALHI[14]. (AR
] DR BEAE A 8500 52 L5 7 ok 5 WA 4 DR 7 2 TR R~ st T o A ) L i B 107 [ 14« 0 A — T5UAJF
FLRM, BIE UUAHA B T EGE 67 e B e 3 KR E 0407, ELEAHF 5N AMIGI7 & 53R 5 At —
K AIE[38] -

4.2. SME
VEGF i #4177 51 & i I 1) 32 BN — & VEGF {5 53831 PLCy/PKC 8 B3k ik HE g A2 A1 3¢
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— M (Nitric Oxide, NO) & B/ T VUMGER, (i &P 7K 14 15T 71 Jik 2= (prostaglandin, PGI1,) AT NO (1]
FEAE s il VEGF 5 5@ T S 3 S PGl 5 NO F=AE/D, 2k W03 IFSHUE PR 5 BUK B B3 A i
B S T I R [39] [40] [41] [42]. &k X VEGF &9, PN 7 41 B 52 31 S8 A0 B0 4k k4534 i 1) 42
SN NO A B4 % [39] [43] [44]. =24 VEGF i % 5 S 4 MU 7 6 i 5 3850m % [41] . VU2 VEGF
R BRI S 51 S P R DhRe RS, Sl MR Ry R D (0. BTAUERER), 4R TR (-
M ¢ %-1, Endothelin-1, ET-1), 2 Ifi & T+ [45].

ET-1 S0 % B BARHLRI TR, HArF 2830y & L4 EE) ETA F1ETB 24k
23 ET-1 fI35 B WAE, 1 ETB 281N ET-1 KGRk, R~ VEGF B4 P S50 ETB
TAREDR, MGG ET-1 Fhm 2~3 fi5[46]. ITH Katrina (R AL R, EFEME ETA 5XE ETAB %
A BELWT 751 AT 5 &7 JE 3 Je B 7 AR K BRU P v I e R 1 PR [38] . R RN BEME ETA B2 AARBHWT I AT §E 7= 4=
P KB AR TR AT, (HBEE D RIRN, A S ARER G RO — R R 2 .

4.3. TMA

TMA B FIER: AT 259 B N B A s M 50 TMA 58 SO | RN VGFR i #4011 771 5
A TMA 5E SO 1HRL[A7]. 1B TMA 5 R 8 [ 25 ) B IR VEGF 7K1 BRBHITZ 5 38 B% 3 B0 FeA FLIN
R RAIERIG, G| RS NI B O5[47]s RN, W5 VEGF g RGN ER A a4 i) 4
AMADE T H AHARAMAR TR 7, SURAMAREOE A 95[48]. Ak, L. FER. AKE BLRCE/NERGI
MAETE o2 VEGF EEANHIFIFTG S TMA FJIUBRHE, XRIMAS VEGF @ Bl 7175 B /N BRI
W A 1 B A O

B AR IIRAR b, RS P IR (O S . ARERT L ORRRME B AN SR R (1 ) A B R AR 5 51 ik
TMA [26]. B 70 &K EL ADAMTS13 (A disintegrin and metalloproteinase with a thrombospondin type 1 motif,
member 13);2 vwf (von willebrand factor) &5 [/, o rT LAYIE] vwf 2 544 DL G ifi A 2 Rl [49]. A ALK B8
AT R 2> I ADAMTS-13 7K FEAIG, JCHGZ R AR iR % ADAMTS-13 & AT R [ 50%~95%
[50]. FEMLILA 92 VEGF 1@ B FIa YT, S EUE /NEER A R AR AN v BEBOE N, B4 B IE TMA
KA. AL, EIMTHEBEAIT S TMA FX[26], AAST5IREE TMA AR5, HERAY)
T B2 0 AR BRI BE T 2R [ 7]

4.4. AKI

VEGF Gl #7751 & AKI FIHLEI I AE 2. CAEsE TMA mJREFE & AKI FLEF #Eoh™v&E, &
& HEBENTIRIT[51]. BIEEZ ZAMIRIT 5 T TMA 5 AL 51 &k TMA iTRgE AR FH, HYS
AKI [ B RBRAPE R M ANTE 4 o IR F SRR, 452 VEGF Sl BRI 776 T J5 B iR 3~ ATN ££7E[8],
i ATN 1] 5E2& VEGF Gl 067 AH ¢ AKI I EZR . 2990380 ATN =M = ZHLHI9[52] — =2 244
2B I HEE R A2 32 B BN e 5 B /N ERDES, (B TE IR AR R AETE 29 S N B, S8
B NE E R AMIATE . R 25 S AR Az i /N DURRUN AR AR B I B INET B ZE . =R A K
FARPII R IR T 4% o (EASE RIS, Ja AL S 257 B EAE G

5. JATIHRE
5.1. FRARK

KT VEGF JEER I 51 AR FURIETT, STl — TN 124 4 B R s 52 VEGF I B4 511
TBIT BT AL IR K9 JE 7 [53]. AT FE R I, VEGRF JEER 775 3 1 8 PR 20 B AR, R AR %
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P FE AR E 2 S BRI A BE i, e R IRIT4ERE > 13 ANEIH I = 28 R)RT RN R R R,
Wi s > 135 mmHg 2 &E FIRINERIRER . M %Kik 2 #5017 (angiotensin-converting enzyme
inhibitor, ACEI) 5 I %7k & 11 24K +5 4177 (Angiotensin receptor blocker, ARB)EEIEE (M R kK A= A
FWHAEARIEZER, MEEEREANEERER. ETZARER, X VEGF IS5 & & 3 R IE
7, B EE B E R T B 25 A I R s I [6] [37] [53]; HL IR NIRRT BEIk D 1Z 38 2547 & K AF R 53]
ACEI. ARB v LA Tt 5¢ N B8 A RAE I, T 4% a6 1 PEL 1) ) 75 AR . AR B R Fi i, BLE
SE IR TR BRI AN

5.2. BME

Xt VEGF il g5 AR < Rl S 19VR 97, NICE #6519 HRE E XL R far . s MEam . Uk
6 Lo JUE I 2 212 [ o JUE W2 i R S B A1 P A5 8 AN B VE G 38 3401 1 7510 R G v I s i 3 g R
NRE[45] 0 RS &5 g B4 H T (1 v L L 289 75 A4 DAl D o LA A XIS, {ELAE J R 2 B85 o I 5T A
TRt 3 v UL SRSy 5 7 20 1 g ¥ T 7 AR AR AR P o Chris BT ) B 2508 11 G 408 58 2 b DU BT 5
MEHER, SRR, @EGUR AR LT RKANW, HIE 7 ERT &R S 1 SC 77 %[45]. %
J7 R HIRE A — RN PRIESTMEIR ST BT RREE, R Im PR IS < 160/100 mmHg MUAAH X 22 4V,
REBFERA “HAtOMEERRER” B0 “MIFE S w157 . BIEHHEIRIT T RIFIT 86 DR R 5ThR
J7, IZXHLE DO T HARSR R . X SN B I R LR AT TR R JRHE BRI
FE H SR MBS VEAl . =X I LR DU, AR 2 K 5 e Bl 285 I L 0 e L B A ot s 00 e 5
A EAL. DUV ANFEFPSE VGFR I % 1 751 51 6 e i e 599 20 AR OB AN ], (BB AT T L) 0 T
REAHA), OB HR 0y A=, ) 2IFARPSE VGFR S AR OGS AR, HAR AR
1. E 2,

[Dﬂﬁﬁﬁﬂhyﬁ“ 5mg qd J

‘m&¢ﬁmﬁm’
[
[ BP < 160/100 mmHg ] [ BP > 160/100 mmHg ]
| I
B W FRV T ) M R B M | HAAS KM KBRS MIEMRME | €=
T R RS ST . ] : - :
]
[%Ziéﬂﬁ <150/95 mmHg ] [ PIHME > 150/95 mmHg] i
FIBIIT l , — . i
rsgiarr | (e ngorsinr | (Comammnrns)  [memrnres) |
!
]
d
i

[mcm'aﬁa&ms&maﬁ, zﬁafaﬁ%]

A

THRIRST
Figure 1. Flow chart of hypertension induced by VEGF pathway inhibitor before treatment
1. VEGF BEEHIHIFH 5| & S MLE AT LRIz E
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{ P2 TR TR YT 0 )

BP > 160/100 mmHg#f, [SBPEISOEEDBP zllommHg]
SBP > 20 mmHg, 8{DBP > 10 mmHg

PR A7 1E T HL 2 B A l RS
SR B R [EW&E. #iﬁiﬁ*ﬂ%aii&ﬂ}i]
Yo LI
! (pmmnr|  (Caemmn)
(rcprinsr] B
JARFEME FRAL)

HEHF Smgqd

2 EEA O AF L)

VARAYGHE (FRRL) izt)\mcsfgmmsamﬁ}

VERE: IfiLJE (blood pressure, BP); 44 % (Systolic blood pressure, SBP); #Fik /% (Diastolic blood pressure, DBP); 4k —
X (quaque die, qd).

Figure 2. Flow chart of hypertension treatment induced by VEGF pathway inhibitor
2. VEGF BEMHIFI 5| & Hs MLE AT F iRz E

Daan thifilE T T E[14], SHTEAAE = AR — =& FFEZDR ARG ST B B s i AT
SRS RNV . R EEIRAEME R F T SO T, 29RO L% G R EL
FoAth ™ H O A R AR A SRS 25 B R YT . =2 (RIS U 2 2 I e 45 5% 1 e s i £y o 2
o AW RAE: —/2 Daan (177 ZXf ML EERTE ™8, AR AT BT B A0 MRS (BL “<130/80
mmHg” A EFR), BEAEEAA O IUE PR« R B R 0 8 T ROk, A B S DA S A &
TR BEARAE( “<140/90 mmHg” ). TR I 4 2 B I IX 5T HT# (<140/90 mmHg, 140~159/90~99 mmHg,
>160/100 mmHg). KT R RAEAEIRE, RTINS, A Rt —BIGIRIT .

KT B Ry e b, e 1) B K PA S IR 78 BT 4R B -5 WO I 7 23 (R WA TEAR L Z A
Ny ACEI. ARB 5 S A g 4% 18 38 PH 771 /2 e 15 5% T #2il v ILHe 1) — 2R 24540 [45] [54] [55]. B 324 -
T FRIFIR IR A 2 258, AR RS R 250 5 RS IE TS I, R PR 2 m = K A e R R L. AR
SN 24 T FH A 77 T RESRZUE] CYP3A4 (BFJE B Je A& hu R Je AR i) =5 ZE R [541) FH H A 24 4R 1
BEESR RN 7y VEGF B IHIFIZ5907KF, SOS 4 AR F Uk 5 RIR77[45] [54] [55].

5.3. TMA

5T VEGF @il 5151 & TMA 13697, 7E 1zzedine 55 Vigneau IR, KR HI1FZ)E, T L
BN 6 Y7 (B4 ACEL. ARB. H5IHEBH A7 WEBRS AL 7 77 A 4% v JR) A R i R IR S5 B 2h
REA A A RIUEE[7] [8], #oN THZZRAMPT 5K TMA ST iR 45 25 . A S B R 4
TMA {XBR T8 /INER P HLAE I 73 2047 25082 ) 5 F VEGRF 3@ BRSO 1 0L 5 15 DA e 44 A48 )0 vy
PEREERIHAD PR IRYE TMA IR [7]. 0 & PO 2 B R ITE T TMA SRR ZRIE, S F /D
ERAVNEN K, RO {52 28 s il 2 B 450 i P A3 R ATTORARAR,  DORHAMASI 6 T SN AT [7] [26] FJRE T
BUTMA TEAEBE IR A R T T 2%, (B tERERRE = B BL[26]. — T FedkiE, FHAAER VEGF
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AN FNETT 1 4 N, A 3 44 B L PR EL 1 TMA, B U8 FZ 38259 vT e A 58 m WU [ 7],
EEEER. RERZZRAWIRT EHIE TMA JEEFER, & — BN 2HE ™ = 5552
KEHIRIT[8]. A IR E R A PR D RE TR AL U LA B A, DLHERR HAR B A AT RE (U ATN).
FOERIESNIGLE TMA B 3H FAt B AT IHERINE LN, AL AR SRS VIR T v %58
ZREEAERRFIAIT[8].

5.4. AKI

WF 7 R BLE I 2 B & AKI IR fE R K & [56]. Rk, VEGF @ nH7i%E A TMA 2% AKI
I 7 S RICE B 2, 2 A R B I B AT . ACELL ARB VRYT KAT ik 2R &8 #E[51]. T
ZANIF R ATN AH I AKI IR EARALE 1A B, SOFE RV6 T 77 AR 0I5 R G IR 45 85 75 8252 VEGF
PR ANERFETT WAL “ eI FIRRE” SR ARG LS 8 A AN N ERS7), 6 A PRI T RE
vy, N ATN AELERIRTRE, Az RUE 25 3E AR B TR B i2 W7 . Vigneau HIBFiliE, #:5% VEGF i
FEAMHI AT 10 B H RIS RIESEA 4 408 ATN, fEA5 25 )5 B DhRER 1 AN, Horp 1 24 T B4k 85dE T
H 2 %K BT B ThAE2E 5 (%) 30 mL/min/1.73 m?), 1 1 4% B34 B ThAE K & IE#[8]. it— HAESZ N ATN
RIS RIE IEIRTT, S DRe & R BUBRALEE N TK AT IEHT .

6. NEERE

B 7R bR B v 25 AN AL SR 1A FRR S 0 BORE  BLRTS AN S 2 . 803 iR L i 254
TSR AR B BRI AR R, T RAN 5 B4 05 AR I A RECIR - S 36 = A 2 Ak = SRURR RE MR S 1
RHGEEFE | R WANRTT . S R R AR IC IR . (HA T R ATIE PR IR R T . AR
PR ERAE, BATH EIE 0 F 4R VEGF 38 B 1A < B 1 075 (K5 AT 8 2 mOR AR AL, 3 D)L 5 24
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