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Progress in molecular targeted therapy resistance of renal cell carcinoma
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Abstract: In recent years, molecular targeted therapy for renal cell carcinoma (RCC) has developed rapidly, resulting
in a variety of targeted therapies, which greatly improve the survival rate of patients with advanced metastatic renal cancer,
but due to the presence of drug resistance, patients often cannot achieve complete remission. Only by grasping the mecha-
nism of drug resistance can we overcome the drug resistance of targeted therapy and improve the therapeutic effect. In this

paper, the resistance mechanism of molecular targeted therapy is discussed, which provides a theoretical basis for future

clinical research work.

Keywords: Renal cell carcinoma; Targeted therapy; Drug resistance; Research progress

0 B

"B 4 Jif1 g5 (renal cell carcinoma, RCC) 42 I IR 4=
A 2 45 e H LR R R T AR SR
WA AR AL ZZ R RCC 4 AN [R]EAY
R UL 2 O B A0 B L 29 5 BT A RCC R B 1Y
75% , HoaR 25% 7% 5 21°F RCC, WARIEE B 40 i
I ARG L S R A g R (LN P SRR AR S
I

— I SEER ¥ 405 [ 70 B 71, 2014—2020 4F
RCC 1Y &9 ZARFF AR S E , 290 4.1% , LT 5
IR T REL 1.5% . 3535 Bl AE AU et 76

VEH I - BT, At P07 1) WA DR 2 IR B2 51276

S OGN R RCCHE BYEREIR TP 5 LR
5% e YRR 1 5 FL 2R 3%, 43 BIAE B &
PEF WL T HEZ S 6 FIEE 91, RCC EBH B S4EA:
ALY N 78.1% , AN [a] A9 By B 1) Tl )5 22 5 . 3%
Jar BRPE R RCC R I S AR A A7 R i, A
93.3% 3% FEAF 35 TR A SMRFF R 9005 SR BR %
M0 R 1Y S AR AEAF R YN 751 % RS I 2 &
A AN RS I R 5 AR A AE RN 18.29%  HE i
1 RCC B8 10 A5 A7 2002 M Wi I PR T I ) B Rk R
SR, e 91 RCC X AL e CTT Ak T T Bl 5 A il
. 2005 4F LR, TP 2 FE 40 L4 2 2 (interleu-
kin 2, TL-2) 2B RCC ME— 0 2 B IR 7 ik, (H L

AR VR AR B R AT RO RS 1 M PR AR MR 45 8T

=702 -



iR 22 2024 4F 12 H 45 14 4555 6 1)
Anti—tumor Pharmacy, December 2024, Vol. 14, No.6

SPRCABR . A 2005 4558, #E WG T7 25 W)t i T
llé A&, W RCC A8 3 1 I 1 e A= 77 3] (progression—
free survival, PFS) 15 3| T i F LK G I7 A S 45
B 7 W EUGE . R ENAYT E O RCCIRYITIY
FETFB B2 T0% S ) %0 $E 1] 36 7 B5URR ) A8 A
Ko A 21 T LAY 30% Y HEE IR IT T ER
EANEURE S PR, ER R T 25 VAL X 3 Pk RCC
(metastatic RCC, mRCC) WG 7 A HEZ 45 =

1 RCCHIZEWHI

RCC &A1 VHL B 2848 45 5¢ , VHL A 5
[K 4 PBRM1,BAP1 Fll SETD2 %8 7% th 7£ RCC 1 & %
SCHEAE ] o VHL 3 K 3= 22 67 5% 4 % VHL £
(pVHL)' 7EIEH A #RA T, pVHL 5 A5 S
F (hypoxia inducible factor, HIF) 45 & Jf % fi
HIF. 34 VHL 3 F 28480, pVHL o7k 5 HIF 454,
SECHIF BRI A0, 5 8 R N T 45
AL S REER R, 5 LMt A1, dnn
A A FE S 1L PN 2 A2+ - (vascular endo-
thelial growth factor, VEGF) % , PUTiT 412 #2F 1L 45 £ %,
G MIRETE R T 2% RCC & Az it i i 3L A
AR N AT 55 Tl PR AR VAT 25 -

2 SFHEAY

FUAT, SR A HE (0767 259 204 328 N
A K A F 3Z K (vascular endothelial growth factor
receptor, VEGFR )/ % IR i it 41 1) 7] (tyrosine ki-
nase inhibitor, TKI) , iN&FJE & e RPrAEJE amkip
JE AR AE s VEGF Ml 57, an DA ST e ity &
BT DT AR s i L3l TR R R FE 1 (mam-
malian target of rapamycin, mTOR) 41 il 7] , 4N/ 4
TiE] P B SR

3 SFRERTTZE R ELF

31 MEERAWHZAE (E1)

311 HFERERLBFERBRESER TKIsIAIT
J& , WE 5 VEGF JC ¢ iy HAMAR 148 A8 UGS 72 2%
VLR 2500 . RCC 40 it 52 AR A A L) 2 — 2
HIF %35 B, HIF 7ERAEKE 30T, 2 51
B A R R A R R A0 B A TS A O S 3R
IR HIF AL A R E A S A FRE o 3 (HIF-
Lo AT HIF-2a) , 35 ¥ RE7E SR S0 B J406 412 00 4 A g

ORI A R 1. HIF-2035 1 5
B AYE Sl ek 2. HGF/c-Metfs 5 1£ Gk 1%

| R A IL-6. IL-8%% [l
FINSUESEN ED SRR

| miRNA miR-130b. RRM2
e MRS Fi

— Wl —— wmmaoAnE

L IR TR IRRELLE Z45%

B g8 & e 25 4 i 25 AL

Fig. 1 Resistance mechanisms of anti—angiogenic drugs
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Fig. 2 Resistance mechanisms of mTOR inhibitors
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