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Abstract: Molecular targeted therapy plays an important role in the treatment of malignant tu-
mors. Apatinib mesylate is a new anticancer drugs,targeting vascular endothelial growth factor
(VEGF),and vascular endothelial growth factor receptor (VEGFR) signal pathway. This article re-
views the latest progress in basic research and clinical trials of mesylate apatinib,and the related
mechanisms.
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55 0g 1 M4 A B AN T 4y OV BESEIESE , VEGE
1 VEGFR-2 A 5 (1915 5 T 380 [ 2% ] 42 o g8 1
A B AR ER T

VEGFR-2 5 i it 45 o 38V 2B 0l %5 D0 AH G
VEGFR-2 9% TA 2 2 e 1l 48 25 pl iy 5 8 X -+ 91 hg
TR VAR YT BB R A . H BT VEGFR % A 45
VEGFR-1(Fli-1) . VEGFR-2(KDR/Flk-1) VEGFR-3(Fli-4)
M VEGFR L3z R+ 26 8 8 1 1 Al VEGFR L5721k
M EN 259, VEGF & VEGFR2 M4 & )5 4%
20 it P9 s TR A A A R A, SR TG
T I DT B A I R SO DN R A R
iy ol L S g 22 7 TR FE R R T o R JE A
Sk — Tl R 1) /NG5 s S TR AT R, T R
PEPEAY 35 4 400 N VEGFR-2 19 ATP 45 4 13 5, B
Wr RS i, kP mifl VEGF 5
VEGFR-2 9454 & VEGFR-2 B A sh# gk, 0
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Jifugga 4 FH -0

H VEGF A S0 08 - L1 5 9 (5 5 1% 5 &
BLiE i VEGFR1/2-W5 IR M C-ERK1/2 i& 42 S .
BT )2 5 i VEGF A5 BT I8 T HIL il 2% 04 F 5%
Hi, Peng S5 HOTURIE 5 28 AL I s BAT A B Je nT 3E Ao 1
73 B A T AL 2 e ik VEGFR2, A& P13K-
AKT-mTOR #9335 | B 240 M AR, 75 5 40 il
/2

eAh, B R e ik n] LA il PDGFR-B, c-Kit,
Ret UL c-sre 45 I 22 9 0 Tt 2 400 4] b 988 40 it 144
W4T TR I e 2H 20 A 2 B AR AR B E
GEIE R BT JE mT L] Akt A2 ERK1/2 05 2
b, I 0T bR 4 R R A A 1 p21,p27 BT A
M2 2 Cyclin Bl,cdc2, 51 &40 M & W B T G/M 3,
1C50 11 B i 5 J2 3 ] 1 FH 1 2R 4R i 42 1 15 5 i
S A0 A T

2 IR Tr 3

2.1 REHAE /IS 40 Be A 7R

G $90 i 988 R 2 2 =R B L, VT R 2 AARYT i
7R AEYNRIT h F . TR ARG TT R EE /N
4fl g Jifi %55 (non-small cell lung cancer,NSCLC) 19 IIfi
PRIT RN LB 9 v 2 B 45 ) 2% 300 s R ) s % )
ARG B #1697 J5 CEA .CYFRA21-1 VEGF DL &
MMP-9 {H 400 T 5 A2 BE B 2540 J7 21 (P<0.05) , B A
BRI = FXHRAL, 2RARIFE L (P<
0.05), A k45 ST BT i 2 e Bk A AR ST O &
(R 135~145mg/m?, 4 25mg/m?,3 J& R 1 4
JPRR) AT R R LA AT R I G 3 i A 1
Il RBIFZE & BRI A 21 A % il 3 A 006 I i S R [
Woar¥m T REAaiIrd, Z2RA5%2%E L (P<
0.05), ZILIlfE PRAF T 2% BH FF A I e iy 25 Je FH T 46
B DL IR O O W 0 i A B — 2 e IR
B, H MR
22 MBHAZLIRE

By i 2 2 FH T e 300 3L B e 1 I DR U 58 Tf, Fan
SEUOF 5 s p-VEGFR2 J 2 (1 IR 5 PFS JIlfi IR
a5 A K, AT REAE A A i BT A JE I U M L R
SV TE (I PRI 280 S 305 b i 0 . Hu 257 BIF 98 3R W)
FF i 2 e 1 5 2 A LRI 69T TR AR AE VS AR TR

152

23 MHABE

BT oFy o e e i 0 1 i v R T R A A B R
Mo T/10 3903006 3wl b Bera 5 Je i T390 i AR 3K
% (NCT01512745) & 7E 4R 5 S 25 BT A &5 JE AR T —
LAY R W e 0] R o s TR0 6 BRI O B i A
JE YL RN 2 B 2 R 9 mOS 435128 195d F 140d,
mPFS 43 % & 78d 1 53d,0RR 4351 K 2.84% #il 0,
IERG RN (7 NETE 7/ N = A VAT E O || B ) 7 S W
RN, BT e vl S 2 Ay 2 i i e
i R SRR IR R . A JE Y S R T I
PR Z B FE BRIA AT, A 2014 4 ASCO 134745,

ARG AR H Gt 2 BT e TR T R 6 4 I R Y
SN B R kb B AL R A kAR
13RSI R KIS 8 T — 2 s, AR A7
A TR R PO, 3k B 101 i K Y G A e R
F2 52 2 R R B IE 2 JE IR T B AT RBAE AF Ak 2 . F
T BT AT 2 JE 1) I DRI 280 M 1 TR 2R
M S g AFP PHPE 9 A8 T RE = B i e 14 3K 25
MR 1 4 S5 PGS BT A R JE B A BRI YA
I W 300 2 A B0 55 Y 1 R AR IR RIS, 4R
71N T 245 16 A 55 24 0 T TR e A 4L 1 A O 43 R
43.8% 55 26.7% , Hb LK %S0 G iHFE L (P<
0.05), HPRAL M 25 A B 3, 22 R o G012
T L(P>0.05) , S A5 Ik — 25 WA BT i 2 el B A
T L Pt R SR R B SRR T R T R O I R
SPROR e T — 20 R BB R SR 5 Ak
IT IR YT M A AR 55 1 R AR T RO D) K A
FF i 2 S o 5 2 P 245 2 10K A LAl 47 e g 245 4 25 )
i B R IR R R 25, RN L 2H R, A 1) 0S
K PFS I HAR MPER AT
24 ZEBE

VAR HE T 2R BT R S YR T L R I e RS AT AL
1 RS R, B I e B8 B 2 AT R R
Jei 8 FH R 2 BT 5 2 TR T — R R S AR S AN A
R 33X 3 T 9 AT e X T B e i e 7% SR
AR, T 5T T 2GR in s Je 5 b A
B+ B A AR IR I 6 I 45 1 98 I DR T ROE AR
W52 e B W4 2 75 L2 fif 236 N 9 o 42 Tl 8 AH L 22 5 34
TG 2F 5 SL(P>0.05) 2R WG RIG T7 B 10 25 W o
Bl p B JE 5 BV R+ R B b Ay ¥l A7, o
JE N BN AT it 52 AT A 45 i R A
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2.5 MEHARTIE
FE — TN FH BATF R 8 YR 9T M 30 A0 R A e

(HCC) 1y T 7 PR 56 v 280, A 121 43 £ 35 43 1
AR 4 . 850mg 2H (70/121) 5 750mg 4H (51/121)
45 3% 850mg 415 750mg 411 H A% TTP 43 51 A 4.2
AHF334H, H462 0S 40510 9.7 A~ H 1 9.8 4
A ,RR 4 %] 4 8.6% i1 0,DCR 43 | & 48.57% Fl
37.25% . BRT. )i 3l R 1R BT L JE T 0 WG 40 44
JF 9 H 3 B LA R 5T, 31300 A4 360 fiil i 2, £
TN OS, IEZE A HEA7

HCC 8 5018 Jo I RAE IR | I R 12 B 1141
St B e, kLT FRBITNLS &2
FIKILIT# FE (transcatheter arterial chemoemboliza-
tion, TACE)J& 3T 4F 2 VA J7 Hh i ] HCC A 2L F B o
A BIF I S B A 24 R R BT RR 2 IR T P e ) T
BRI IRYT R I, BLn] e K R AR AR Ak
1 (20301 s g A BUPR G TACE 1543 HY At 2 il i 5 e
BT TR HCC 09I RIT R AL 355 20 1Y 950
R e R EAE R F TACE 3397 41(P<0.05), H
BT I BG4l iE VEGF MMP-9 7K F i 3% F# K (P<
0.05) , 4 W HLAIL ) mT B 5 30 4] 83 i 2 il 8 A A
5, XSG PR 5T 2% BT F A 1R B 0 ol o e 300 A
i RE WG RAR 5, HEBEE TACE 3RI7 Y7 20 Al fig
JIETE N
2.6 HiphE

A WEIE A 2 AE— T i 18] 58 (GIST) — 48
TRIT R B E T Rl R R BT IR R 2
PR Kk 24 /M i HERT GIST 1 835 7] AR J2 Y it
i BT PR JE A 3R e AT L Ji 45 2 W 0 S 27 4
A1 24N i JE A R BT e U e 1 1S B o 22
i, JEVBAT A R JE 3R 97 2F R P LR X 3 M FROIR R 8
(radioactive iodine-refractory differentiated thyroid
cancer , RAIR-DTC) 1) 58 1 Y7 SIC0F Al vh | MO #4659
RIAT 8 B Tg nIVEAN IR E, K8 B2
fi#” ;4 10 AT PE 3% ORR & DCR 434135 90%
1 100% , 75 25 55 LS K I BT A B 2 36 o a2 i
RAIR-DTC HLA Pkl 5 A 13 24 KR 24 RN,
Tgvn F1 TLyn 2 1IEAH S, H Te % TL 5 A B, W 1R
4 RAIR-DTC ¥ {697 1PAL A & W br . W58 HE
T FR S R BT A S JE 3R 97 RAIR-DTC % 4= HoIfG R I7 3%
PRI L
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TR A BRI 5 S B0 A W K e 4 4 A
A EZMIEER, NAIfJE T VEGFR-2 ¥ &,
MVD-CD31 By 5Rik SUV {H & B, [F] A FH 25 20 1 b L
Tl 25 2 25 3000 222 1 DI A BV A5 S I Bl e 5 e ] g
Jei L B p53, caspase-3 Hl caspase-8 13 1k 111 i
NI 41 HepG2 M AE K RE R i & 2 Ui 45 5
5% Sz B0 BT 125 JE RUITEA B A5 197 FH R 8% 76 7R 1 i [7)
£ 88 ECA109 20 38 5 , 42 oF Ho T, HAE
MUK AT BE S I AKT . VEGF A 3¢, i 78 & B p]
WA 5 Je ml 3@ i 10 4l MAPK/Erk \PI3K/Akt 15 5 5 %
R AT T, DA Ak B3 6 25 B 9 HCT-
116 4 34 58 (4 H /957

4 ARRMFALE

BT R e I DL R RO A T R LA AE L
PR H R B T WL K R
RS E IS R I R R X 7S
L AN SR AN = U

BT R 55 A FH 24 0 ) W AR 1 R 4 A=
# B6 A 100mg,2 W/d, HAM IR ZPCBEIRYT . =i
A e H WL AN B RN, % DA v a5 114 SR
LS TR e mr, DR, USSR =
140/90mmHg; IfiL 1 1F & B f8 35, AN 4 72 100 97 4 e
RIT . PRI ARIGIT I AR v, 0 8l 45 W0 ot 1 7Y 19
it FH % e 24 58 S i i 3 25 0 it . {fiF VEGEFR 417
il 350 AT e 245 0 X A e e AR L i 24 D
SR I g SR A IR R W TR LR | B W% 0
Bl B AR 5 . R IR—MRAE IR S 3 R AL
L, T D REAS A R IR BT e e
TR YW, R B T RE N 4 3 s L R
AR SO WG A AR Y PR L, Bh S M
MU B D) RE AR R B, — ELH 30 T R 452 03
BRI GAE  AT B5 2 OF R HE AT SRS
JEVRIT,

5 IN %
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