EEEGEYE 20004 6H #$2% %6

SRRAEDLC SR, W, 0 OB BRI T BE
B USRS N 0RO R T 0 RS, R A

BAKTH B B3 X XA VE B A S%, (3) X

REEURE, FXEBREFHREERIRELS PE
Biski®, ARMERDY, BEERLWNSRENHER
EERPCEAHEEXNERE, MOEESIQETH.QET
M.SIQM(ST,% I 8BS HAER, >1.5 mm IEFL;Q
OENSBEIqB:TH FNSKTHHER)  WH XA
PR, B E M K ERA O EY K. S RO
AR BB ERES

3.3 HEEBZE PEMHRE FARMMHATRSER
BERY WP EHTERTRNRE A REHER TR
LERTHANEE., FHPE AEEARENERIREER
Bt MAERERLI PENBEXANEE, PEBENEAE
¥ 83X F2Hi PE AR AR, S 288 PE NE T
ZARRMTNARRRLHRE ERELF W, BEEE
FABREARINER BREALAERE R EHTIER
SALW EED-RESHAMBRENKEMA, 1
W FHERE, CRRRSRTHER RE—ERTE
DR BEELH MEBERAN D - —REABFH,
CK~MB A, B ERBER STQNTH, LA L3)E
s Bk R E, MR PE MRSt R, BE LSRR
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AU RRE OB E AL E R X RNRETLE
K PE MHARE N TNLLH PER—EHIEL,
AHMFRHEEREVEE. RERAKRRIWIEMN
KB ERRHSLRARES REEHELN . BERER
Bk, hERR T,
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Reaserch of vascularization regulatory factor and multidrug resistence in Wilms tumor DONG Chun - giang.

Department of Pediatric Surgery, the First Affiliated Hospital of Guangxi Medical University,Nanning 530021, China
[Abstract] Wilms tumor( WT) is the most common malignent renal solid tumor in children. Dramatic im-

provements in survival have occurred as the result of advances in surgical management, irradiation and chemotherapy,

however some cases are in poor prognisis and recidivation, metastasis and the fail of chemotherapy are the main
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cause. The tumor’ s recidivation, metastasis and insensitivty to chemotherapy are correlated with vascularizative regu-

latoy and multidrug resistence. With the purpose of improving the therapeutic effect and survival , this article summa-

rize current researches in WT and their mechanism of action,
[Key words] Wilms tumor;
Prognosis

58 40 58 ( Wilms tumor, WT') R/ JL# 0L 19 B AE Tt
Lk, B FT JRITRIFRNGEA A, BRI ZERE
WS EAEFREED 9% ,BIHYN 10% 1B LaTHEXR.
BBLURXN LT AN A ERIBRITRERETIEL,
FENEKEENEBEEREALE, RN SRR
ST R RE Z — , B OB X540 R A B
ERFETBEFMEAMGHTHR, ZI0EXMHTER,

1 hEERFSEF

FEMESHENEE ZR EBEETUNEKER, B
RIEB A K MAFRY R, RYEWIEEYESG N
WEERR MHHLENERXRE—-MRELRNIE,
CREEFEREROEERRRERE ARSI ER, 8
R IR FRAYE, EBREHWL R NESMNENTE LS
T8, X REnEEREFEFRIEY.

1.1 mMEARAREKETF DENEAEERETF (vas-
cular endothelial growth factor, VEGF) J&—fpF 4 Y123 bl B
IEFYERR, B a-F &% 18 ~24 kD K F5-ME[R T 84158 13
ZHERES RS TRY S D HRAT_RAES, K
YR EROE RS R AR SR, I &
HEB DA RO 4R RSB B, AT (R A 4% A B 40 1l 4 5
ERAARN, 1ENMEKE RGN E BRI X, VEGF 7
B E AR B0, 5 K A AR 4 B2
G4 B FH WYL R AN IR R TS,
MR MRk K, SR A RZH B, FAERNA
RO AR X, RIBORTAE I A 4, 7E B R A K TR 2R
BRPEFEERRER. HAPRIES, WE VEGF %k
B O AE B A K R BB H . & WT M3 PH
BhRE VECF BiRBM R BRMR AR, SHERER
RUAR SR B A%, 7E/0)L WT BFSE P & 3L, VEGF £E
WT 8RR AMF0 b pr ik, P IR S A e i VEGF %
HEWHSS , VEGF AR TG HE" .

1.2 BARAREKET BAEAREKET (fibo-
blast growth factor ,FGF) & —2&f FGF 2 R kMM
MRMEER, KA FRE—RAE20 ~30 k u, EEBBRIER
A EMIE K ETF oF - GF T R4 4 41 i 4 4 B8 F bF-
GF, S MB TR EEEMNIER™ , bFCF £ Mm% 4 R
PERERRR RS, R OE A EARPRENRIRE T
BAET EdAARNREAREEZASSBELOYE
[t RIEF, bFGF 3B AT #3004 S i B A A 1, Rt i B T AR,
YER BB F , bFGF v AR PR A0 S FP4IH, 3FE
AR E H KRS B RRESS , (3 N B M3
B RRARSMEREANES BENFNERY . #5

Angiogenesis inducing agents;

Multidrug resistance — associated proteins;

MR AE AR FOF, B iM%, BT LAY AWK
3543 A8 T T 40 T {2 EL 388, Al W LS A ke A
A9 A0 41 4% B 1 2 AL AR 6, DA T 6 P L 0 R R AR
BT E S, SN T R4 MG I R R B o #E WT
B FCF R AT EARE MRS, R FCF BMEHHKS
WT RIS RAMAFITG % 7 B 41, FOF 775 B ok & 5 bR 40
g RmE LY,

1.3 SEESFET SEIFEFETF ( hypoxia inducible fac-
tor-1,HIF - 1) B—REHBHEREERT, BSHE
EHGER MR FE, HIF -1 Z@ HIF - 1a f HIF
-1 BB R RH TR, P HIF - 1o R —E
VPO, PLE HIF - 1 f9iE 4, EREAEKHST HIF -1a %
BRE, - 5HEBEE T CBP/ p300 SHEEM, A M
BEENEE. FEHERMERSHENERENEER
ERTHIF -1 553558 TR EE VECF 1k, W
MEER, LR ARNERRE , 7 WT Kegd
R FRRIHF -1 " ZHEETHEARBENBSP,
55 VEGF B33 B IE A 56 0 3 B 4 4 6 A0 37 4 I i T
AR FIE RIS W1 B 9 32 35 35 1 R 300 650 Bl 4 B 4
A=) HIF -1 MRk 5 WT SRR AUS %, R
BOE TS R,

14 c-MycEE c-Myc HER Myc FRBEEFKTH
—BR,B—ME R RAT R, CEBHESERATER
Rk, EmeR R E G E R EARISE M AR
FHRREE SR EFEENEAY, c-My ZRES
ShEnERER, ROEHEN - EERFEF, X—
PHSEHES VECF Y & REAMA X", VEGF i
HFHEEFEES ¢ - Myc 5, TI%S VEGF A LH
TRk, 30K E RAE O RE, BERREN,
miRNA 16 Myc™), B S0 & Myc BOMETE AT 4B RIR K
RUSIRETF IL - 18 M F MR, 3R 5 s, 2
Myc ES 005 & 4 A2 B RIBB o 7 WT #1,0 - Myc 7
MRAROREETEES WI £ENEREE, TKFH
TR 242 A B 0 80 0 o A AR

15 BRUIMEEZHNEERBEFIEF, mnEERR. £
FERECH. NER BUEKEFS, xuekBTHE
$o (R I A 2 A R, B L Bk S AR IR A,
HMEMEARNA N, BRHEDEHER, hHENER
EERRUEEFINEE,BE WT HFRD, BLHARET
MFE B RERE. B2, M e R L% &
ZHFRAQLAHRELEEREFALE—FE8R, MR
— 552 o, M o] UGBS KA 15 S0 F R R
nEER,



hEMKHEY 005 6H $2% BoH

2 SHWE

#2425 ( multidrug resistance, MDR ) 2 Jif8 4 B i 25
PLE, RMBLT AU T ERAZ — REB—HEYE
% (ERFIR X3 R SR AE R R OB AN
AXIRAE, MW TEAUTILNIE: (1) B
BEAN SRR, AEEREEGYIMER, T
HARKGYEEBREITERBELS 6, ERATH L
M. Q)BAeiH. C)RATREREAFIH. KR
GYTEBTBREMA TR IEEH, BETS WT 2HARE
BIREBHNEREER AT R YSMNETILH .
21 P-WEH P-WEACP-p)RERTATPEERER
ERHEET, R—FEREEA, 51 280 M EERRE
B, BEFSHRFELAERFIINK, AREL 8% ,5
—EBA 6 MBTERE AR~ A ATP E5 1,2
FRH1T0KD, P-gp (EAERY mdd H B, L FREK
TR2L1LET od EEARRA. MDR R4MULHTIER,
Hep, £ EE mdd SRBY P - gp REERMANER
PE.P-gp BAABEKBGL HE IENEBEEER,
T IE B T O3 K S B Pk B0 LT 25 YD 3R S 40 S 5P A T B
W GEHE", EXHAT mdl BRHEE-YEF EE
i B MR RAER LR CEREM/ANE B ERE
DT SEREARSEREL, CRARN—FHAR
BRFHLE, SR LEMPA BT X BIFRENR,P-gp K
B mdrl ZEEY K mRNA 8 50 3 b0, 40 IS TR 25 1k 75 B
2, P - gp AIRERMFESHAYE SR, BMREEH
HMFE R HEX SRARAEY KEWL RUBA
FRABRL HREEDWAGHE, KBFARRP -g
BEAEHEMNBABEAR, THEIWEBETEFMHE
U, 2 WT P, mdd ZERKK p - ep FETHRARE
MBS PR BRI LR AT, P - gp BIFRETHEK
HREXRMERTHRNFENE, EFEARKRES]
EHRERBAMEEER, Bit, WT % - BEREAR
THAREP-gp RRZWIERATHRATHRITRANE
RN, BRTRES M RIE , BT WAL Y
YA RN, P - gp MERIBHER
2.2 ZHWLEA HHHLES(MRP) 2H MRP £H
(T A 16q13. 1,3 mRNA & 6.5 kb) 4545 1 531 ME#
B, HIX A FRA 190 kD 4k P-gP 25 RANE 2
BHHEEAR, A ATP 4B R BRKBNEYSME)
8%, MRP FELHH FAMRM, 5 P- gp /+ § 4 MDR R
A, 20T 2 22 R 3 S AL TR0 P 90 40 B I G /R
g BN, AT AT BN A TR FEAR
R BE5HVPBTFRFELERFEHM(AAZ XK. EHL
B4 R) MBS, MRP2 B8 580, 7€ WT 05
e R MPR BEE T HR R F A MAE MBS %
EEFRRATE MR, FAB O LTHEUREHNE,
BiERr™ HR, Ly E MPR 9K RIRE.
2.3 WMRAHEEER WWAHXEDS(LRP) KHEBER
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RIF 16q13.1 - 16q11. 2, 5 MR HEAEA 27 em, HRB
110000 EE" , REEENAGEEZEE A LRP/MVP,
RERAMXBEMAREMRE, 452 WEBEAMTH
AEAWE AERRE S YNSRI FE L TRHRDE
WY - F%iZ. LRP RMUMEF L EYH AEAEER
FEATRE, B AR B DNA h{E AP -
#1 MRP 4B 25 E4A . B D 2 S AR Ay~ &
ii#25, LRP B[ MDR T EEIRR I, S 5HLHYN
BEEBRNTE, K ESDEEABTHRE, AT
MDR,LRP 7 & MDR o /£ b & {R Bt ATP RE 2, {8 25
s A 2 AR, B AR, E WT
LRP * B EH MMM EERERF B SERS A H
BENXEY HESNEESHERAEAEEXE™ B
BI4LSTIE LRP (A B R ARE,
2.4 DNA #H$hR RS DNA #f3h R+ 8§ (TOPO) £ DNA
HERERTENEEE, AN [AIHEEEARY
MDR, H# TOPO | REMBARA LA BAYHERR
&, TOPO I BRGZHAN AHZXRHWEERL K, X
Y5854 5 DNA THFERILH T4, 5 DNA A ABREG
( DNA i3Y) , B3 A FE T, B R S BE L, TE bR
%, 54 RBOMEEMS. 7 WTHBRTFREZX
REBEMLITEY, T TOPO 1 MBI %, MR k4
Mk TOPON 8%, RX N FHRKAENEZX R
P REBBESTREEH AL REERER
KR RE AR R AARENRRHED,
25 AR MDR MHEIP HAABEXWAER
(BCRP),GSTs #1 PKC ¥, P53 # bel -2 ®%, C - mye,C -
jun,C -jon HREE B 5 iR MM Z, seobh, FE AR E
¥, R IR S B IR, pH (B A BE % R v TR 4
RWZ, BHERRRE WT EAERTE SR
3 Ra

B # AT i B AR A B F RE BB AR
ALSH3 A Mg R BT BB ARRBEANE
R UFENBEEROENATREHMEMETET IR
AL TR A R, R A K S, B BN
SR~ H R R MAR T . M £ 2 2510 [0 8
AR BRIEERRTERN EEREZ — ME#TLE
FABBITHE BT B FEARIT  BEEB RS B HEH
BN R I LA R B 34 7 B R MR U R 1R 3 2 7 B R T i
R, ESHLTT IR B S B IR. BAXYHRE
BBk T HEME R SRR H B, KA E AR L
FOHE BB E KRR BRARNG YR RAALE R
WT H03877 FFRESTHT SR
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