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A case report of renal-limited thrombotic microangiopathy and nephrotic syndrome induced by sunitini-
band
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[ Abstract]  Sunitinib is an oral, multitargeted receptor tyrosine kinase inhibitor, which has been used for the treatment of some advanced car-
cinoma. Proteinuria has been reported to be associated with the use of sunitinib. However, nephrotic syndrome seldom happened and there had no re-
port of renal-limited thrombotic microangiopathy due to the use of sunitinib in China. We report a patient who developed nephrotic syndrome and biop-
sy-proven thrombotic microangiopathy after the treatment with sunitinib, and make a discussion about the clinical manifestations, pathogenesis and
treatment of sunitinib induced renal injury.
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WRUCEEAN A 0], & T AR 2 A 2 AR R R O AR R B A48 5 22 R BN I R
(receptor tyrosine kinases, RTKs) #EERfk, Z2u il JWHEIE AR, BRESmE/myTs I . HEist e
BN KA KT 31K (vascular endothelial growth B8 B B WE MR P A5 45 5 28 ( thrombotic mi-
factor receptor, VEGFR) I IfiL /N 117 A4 A= 4 A+ croangiopathy, TMA) 7EE PN % JCIRIE, R CHRE
Z Ak ( platelet-derived growth factor receptor, PDG- T 1 B2 EERIBIT G B S5 454 AE 1
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1 fR6IE T

B, o, 614, PREIKRIK. KMo A, mE
1 HF 2019 4 3 7 AR K2=075 B B B IE A
B CPFCREPRIREL) o ABE9 AR E HIHIKIK,
PEXCR IR K Bk o A L% MR MLTE 73 g - L7,
FI4npE 6.76 x10° - L', Ifii/Mik 90 x10° - L™',
SULAN T EOE B 5 AR TR R oA DL B 21 4 i
MmAfk: FEE 20.8 ¢+ L', JJLEF 107 W mol -
L', (5 S ekt % 4522 mL + min~' -
1.732m ™%, Hyh =1 14.39 mmol - L~', JH [& i
8.72 mmol + L', FLERMANE 259 U - L', HIj.
P FFUIR AR A% 2 3165 mU - L1, iR = IR
Ji DR R 2.72 pmol - L7', Ji B HUR IR 15. 01
pmol - L™'; Hp NBREE (A . LW . IR%
FREE(+ + +), 24 h JREEH 3.97 g; MMRRF @
IEH o ZWIEWEEGAE . HURIRIIBEAR T . 12k}
JES%  (chronic kidney disease, CKD) M, 13 Bl
FRATE 220, 7 AR S8R B S X HRE SRR YT fE 7K
IR, HBEE T L o-BER . R R 2 ST M A
HURBR R BNAEIRTT , (LS A S 52 B IR R Sk
o ABERT 1A BE PR I B iR R, WU i
KN, TR, R, A Z R,
BT REHZ .

BHABLHI 2 42 (2016 4£8 H) THEATH
HER B VIBR AR, RIG 1 AR e e
(Fdh44: R, BEARAE) L7, SPIH &
HEFREE 50 mg - d7', R 42 57 GAYT (R
24, AE4 2 ), Wi EIER, RAZZ 1
AJa BB TF S, 35 180 ~ 19090 ~ 100 mmHg,
B FEE 259, 48+ 1 76 130 ~ 140/80 ~ 90
mmHg, “PAEJ5 B35 I =6, T 2 150790
mmHg, J&IE M. W0, ER. BIE, 30 R
JEKM, BHEF R IEEE37.5 mg - d 7,
Jo FRRERI AR o IR 2 3 R vh e S I S CT
SO IR RO, AR WL R 58 R el e e 4 M
DU D RE A I 57 o

ABE# iR Il K 140780 mmHg, {4 it 45 £5
20.69 kg - m~*, M, BWEEEE A, O, WL K
(<), AT BB BEK I, HMH A Mer&E 76 g -
L7, SPEEZIAN AR 107.9 L, P35 20 41 i 21 5
H i 40.2 pg, “FYLLMim 2L 8 ik E 373 g -
L', FI402.65 x10° - L', Ifil/Mi 168 x 10° -

L' iM%k 15.66 pmol - L', ek 1.48 g -
L™, Bk 593.30 ng - mL™", I35 AR LT 40 A
2 134.00 mIU - mL™", MR, VitB, WREEIEHR; 1k
A LLEIER, AEMA 225 ¢+ L7, Hh =
15.71 mmol « L™", JH[EE 11.78 mmol - L™, JRZE
11.40 mmol - L', JJLEF 161.0 wmol - L', A5/
ERkyEt# 38.03 mL - min ' - 1.73 m~*, FLIRBE G
229U - L' %, ANCA, HU'B /NERIL I BB 14 |
DIC # HLIE % . JR& . 2040 M 8/HP, JREE H
(+++); 24 h JREEFH 6.80 g, AN RIAMAT
I, JCHESMPESTmaEys, TR, g, VB, kit
MRk Z s IREH . MLEERTAERE BT, 54T
B oEiGk . e BN EE 18 ~19 4>, Bk
itk 3 A, FRBEA] LT B asR vk 20 A e L s v A
WA, 3 ~4 D/NBRERIERGE SO BetdiA, 17 BRI
JEERT O, “RUCAE” oA, B4 I A R ISR AR 5k
HP BB de iy BT 24 45% "B /NEEAR, /D
&R rh B AN 2 45% B 18] T AT 4E AL ARk
YA, RN AR, BN A e AR AN B
o RPESICYL AT UL 2 NE/NER IgM (+ )5 IgA |
IgG. C3, Clq, k (-), N (=)o FeBRYf: WL O
(=), 7hPHI (-) . R L2 ME/NER, R
XY R, RS X I ~ K IR Y B iR ;
BANMAE Y KRB IR Y ke 285 5 BRI T2
JEYHAL UL RS, MR E AR, S AR R LS
%, AW VEGE 255 Fr 20 ke e fdum 4
AR, FATEBUFHEF RS, (HEFEHC IR
BORBSRSAT ], Wb a S R,
B w) DCAR TR, AT, [RIBSHRA RN . FIK . #h7E
HEHERAEIRYT . HH S L5 % 206 ol -
L™, mE ST R eIRIr . 15225 2 A JE K
HIR, MEIER, 525 1 AR A&E U6 REHY
AU ME (WUEF 143 pmol + L', 24 h JRE [ &
4.05 g) ., BEZORLLE R CIRIT, BARLLARH]
EERERIRIT (37.5 mg - d7), KA AT
RIEDIVPIE, FER U1 WIS Thae s oL T 4R Sz H12Y,
— F B oKl . K RS, e
IR EIRIT

2 iTig
2.1 /W KA KE TG P AER
Kt R, M8 W EAERKKE T (vascular
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endothelial growth factor, VEGF) 7E'/NERE 40 fitg b
ik, WYERRE/NERN AN ThRE R G, 2
AR LA B T2 —'7* . VEGF 5 VEGFR
MIEEG 5 RN 2 A B A PRI B IR 1L, WG 2
A TN TESEKE, B98I AdEm, B
WA TR IR, 875 N R ML A A . BG5E. IT
B, R I 45 30 3 M R0 HE 1045 42 8 . Eremina
SRR A VEGE fJE R ML 210 7 S 4k
RIS R, /N EIRAG B A VEGF 223K 6l
A SO A/NRENRE B A4, WAE AR S B
RN R R R B MR ME IR, 4812
O Ay IR P A AR AR, 2R IR A T A
VEGF X 4 4 & /N Bk Uy g B A 5 24 A, 30 il
VEGF Jyge¥s T80 /NK DI Re i 13 o

2.2 VEGF #7147 5] & B 4 17 & 4F &

VEGF 1l 570 245 4 7648 FH (%) 23 72 v BT B0 5
WE, BN WA IEMEAK, HE]EH
EARR DR B IEE, SEOEWEGAIEE A
UL — T O T DL AR R BRI B IR 19 1 Meta 43
Mrigss, 12268 HABEPERARKAEFEN13.3%,
KEHEHIKR (24 h JREH=3.5 g) KERMNN
2.2% , BIRLGRAAER Z A RN 0.8% , FEER
A KRS BE A DL AR 2R B BT R 0 3G 0 i
Tt T T G R SR o 7 5 A 1 O A
F/b, — T [ A RO R R, 155 Bl AT
e e i B E AUA 1 B3 By A 2R
B

R A B B T i B TR R,
HRZHRIR BRI E IR, #8538 /M
BEAR BT A 45 A B2 D A B v S 38 I 55 XU T A%
TR, BRI H R 2B E i, CA 2
P PRI HURGE , ARG INRAS . SRkt Bt
ANERTEAL (FSGS) | PR R ™ L Ak i bk B
21 R BRI AL PR A R NER A T TR
Tz KWk SE I TMA B 5 6 i & W&
BT  evey I AE 2008 AEARAE T 1 AR
M AET R R T e B L . & PR A I
PEZEIL, B TERERAR TMA, Bollée 25" 438 1 1 4
BEMAE RERIBITY 2 MG, BEMNAEAR
(24 h P 0.25 ~1 g) K, BiGkuEssh
TMA , %96 1A B AR (1 (5 T &7 Je B e iR 97 I
PR B 4, O A e 1 A Y Ho At R 5

I

VL 4ok Mg 2595 5 TMA /Y & A4 R
15% , % )& VEGF il 5% pr sk, Hd 2 hot
VEGF HifA""™  Tzzedine 25" ) — I WL PEBF 52 2
7, 100 il i K R B VEGE $ip ik 51 i
TMA £k 61 fi, W2 R haliFiiE; mzima
PRI 1 50 5 1R i TMA B 4 A 3 fil. Bk
TMA LAY A REAE 0 B /N R 20 100 /N 3 ik e B
K, T E AL, BT R B WA T,
S 2k e 2 B vk B N ERAE AL, BRI R 40 B i
K. SUBAE . 7R [RIFLEE A4 2R s e S SR S By, &
2P 08 P TMA piest™ &7 e 8 2 51k 1
TMA 3, WAl A 2 B /NVERsE, KA
B, BMARKIENEE SRR, KA
B s,

ECRE FEY TMA AT 2 0 35 01 R B A
LR B AR /DA DR 0 P S, DA SRt A o
VR IR I R /N R R AE 2 AT B
PALE R, TR MIBE A A S R L
FERBTTE R, VEGF M550 TMA, 41412
S R I R B S R AR X
KEERMEE P, A HERR & Az R Pt 4 s
ASHYATREYE, R A 1 SRR TE R A TMA A9 44
SEERAE, LT 2 pE X X 2 R R AT I R R
i/z\%ﬁ‘[lS—m] .

TEAGGH, METELAF R RIEIT 1 A
WEH PR LR . K. SRR, T
CEOE . BFIIRE T M, EIC I A A A
ZI A I R 26 BB M B 2 B R A 41 5 1)
VEGF #7175 F-119 TMA (s Bl B — 207, %
BEEA AL SR TMA B, . A
Bt i (IR G BERRE ) . kIR
SREN, Bt R B R IAIT 2 S KR,
MEIEH, #5225 1 A JG 6 15 Shak KR 8 (34 W]
B, WEE T R & A g TMA
VEGF 25151,

2.3 VEGF ##| | 5| & B 15 T #& t9 AL

ST VEGF #0070 5 2 ) 15 R B R %, Ll
W ERTARSE 05 4, 4 VEGF 2405, 3k
AN — A LR (NO) HMIRGFIFFE (PCL) ™=
R, TR B LR R & AT L T
W T A R M (5 S T B LT, T RE S R AT
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FMEF AN . T VEGF #4509 & (= R L
i, AW AT REE T R A 351 VEGEF 5
B /NER N B2 4 L 35 9 VEGFR-2 AR B AF 52 431,
PN B 200 Jf R I i S R A A, B /R DE
BRI IR O B VEGE Ay iR & S 8UL 40
N 2L 19 nephrin (15 F e, S /IBRZ
LRSS MBI S e A A3 405, ol B /N ek o A 1) 3
BEREE, HET I R

HHT VEGF #iiil57] S804 TMA X 5= W & AE
MR R A T RTERE, AR S haeR %=
ORI A T TR S TR R R 2 7,
A ARDBEFEN N 5 AN B2 VEGF Bl {5 519 T4
A7 VEGE 4 T AR P9 B2 40 R A A
AeJT, FFo I MAE I i sl 3 it b e BE i NS 2% R
W, SEMMIERE L . [ VEGF ]t ]
RESS AR 20 40 i A= e 28 0 7= A, ARk 20 40 i A
SR IR, 3R, DT B ot e TR A XU
7o, AREVCAFTRES AL AHSE, W von Wille-
brand K724 H A EF (VWCP) 5% M V K1 Lei-
den R &, HHBIEFAES W, HRHE—F
st
2.4 By RTE

FL I 1 T 1 X 1 2 25 ) T B0 TMA. i 75 1) s
TBIT o XA Bl B e R B TMA A&
#, Yt VEGF 25 & 4k L2 5 T7 75 BEAUS A1 8, 4
A2y, NI D6, (R B R ] 0l R K
BERY, LR E 0 A 55K R L EH
PRI O S | R LN T 11| AR | 7B L3
PR TMA P S0Me B /INVE RSB sl A A ™ 55 10405 1)
LT, ST BE E3EYY . B RETHIFR R &,
TR N2 10 S S ARG, 8 I % B 45 515
AR 020 B A A3 AR A R
J&, AT LA AT B AT
O, 4 & A BE TMA 19 A 2 i i 22 1
FEARRON B, ATk R RS he S

gi b, ARBIR E N E RGE ) ET e e g1
B TMA J55 4% . #E VEGF $i i 71 51 &2 9 TMA 548
PR I R 38 B0 7 T ) B M B i A R
FATHI B S . W, 766 Bt VEGF 254 i i
o, N DI D e ORI K, BER TS
TERL B2 W, B B DR = AR 0 B VR T B
et TS
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