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Abstract

Hepatocellular carcinoma (HCC) is a common cancer in clinic, and HCC is one of the diseases that
threaten the health and life of human. Because of its insidious onset, most patients are in the mid-
dle and late stages when they are diagnosed, and they have lost the opportunity for surgery. Tar-
geted therapy is the main treatment strategy for advanced HCC in clinical practice. Sorafenib and
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lenvatinib are once the first-line therapeutic agent for HCC patients. In recent years, apatinib,
which is an orally novel small-molecule anti-angiogenesis inhibitor, has shown good efficacy and
has become the second-line drug in the treatment of HCC. This article reviews the mechanism,
current research progress and adverse drug reaction of apatinib in HCC.
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1. 5|8

Jir e P e A I PR L PR SV e 2 — AR L 8 20 23 73 B ] 73 9 JFF 44t 98 (Hepatocellular - carci-
noma, HCC). fH 4 ffiJ% (Intrahepatic cholangiocarcinoma, ICC)LA Az HCC-ICC JR & %Y, i BT 41 it e 75 )5
RNERFE 5 90%~95%. IR E AR MR b, JFA N T R AR AL T2 4 4, JRSERAL T4 2 Az 1],
FEE R N R G SR R E R, BRI R R G R R, R, 1T
A THEIA2], RF AN R R 127 Y2019 FERR) [1], M B v AT 70 PR m)iG
IT o

Bl ey 25 J& 2 3 24 1) DU /N TP U AR 259, et 4l A 9 R AR KR 2 Rk, ek s
AR AE R, AT R A (3], WA KEBFCIER 1 R & e A R rPuME8ER 4], BT, $i
M A AR IR TT MR T T, CA RN B RIT ]S (5] 76 K20 B 20 8 1) 25901 PR S FH o [ %
FILI(2020 )Y [6], LA fRIFR 2020 higdLis, Ko & etk =CH T A 40 B i) — 29897« AR SR i
B e LE A i T i E AL IR Lk e . 29 R AT 45 0R

2. BaIdRE Feia T AT 4R AR AL

R 3G 5 . IR RSO TR AR R, S AR GRS AR DE FEIR 7] (8] (9], T iR if
B B 2 P AR R T S A RN 2 AR R e, o Il 8 Y B2 AR K R F- (vascular endothelial growth
factors, VEGFs) }2 H: 5% {& (vascular endothelial growth factor receptors, VEGFRs) /™5 (115 514 5 i 4% 75 22
EA[10]. HATKILK VEGFRs BB AF, % T VEGFR-1. VEGFR-2. VEGFR-3, Hr
VEGFR-2 K4 7 FEAEF . 155 %3 [ 4 K KT (Epidermal Growth Factor, CEGF) [ 1|}, VEGFR-2
(132 i o AR RN X B SRR AL, 7 58 O i I BERR A0 9 % B0 15 520 T 1) SH2 di Mt i s & 005, F
FIF A PN R AR B3G5 . IERESE(11]. [RItk, @R HIH] VEGFR-2, BHWHZAS 5 @A 50 5 4L M,
A b LA A B, R K i A L5 28 58 A9 3 [ 3 9 PR T A

iy 5 JE 2 3 2R ) /N 23 1 T R BR S - #1) 57 (Tyrosine kinase inhibitors, TKI), ‘&354%+4%5 VEGFR-2
i )5, BHIT VEGF HIi VEGFR-2 HEIWERRIL, %@ EGFEWT 5, oRd e A /s A sz 4, AT e 31
PR AE FH[12].

i TP A B AR AL, BT e 2 2 ¥ S 258, A B R A R [13], LS BB i
ARG TS . AR T 14], S0 bR 40 BT BE IR 2 [15], H0HI IR 2 E i 24 B R Rk 16], XLk
YERIBLES K AN 2 4515 5 IR, X FF20 e i e g Lkl A e gt — 2B i 929
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3. IGRTREER
3.1. BT AR AR

1E 2020 FRILIA[6]H, HEFERTIAEE JE VAN 1 IR/R S BRIR 750 mg,  H TR Je FH - e 50 Ao 1)
SR S A, Cllt KEIGKEIETS LAGE.

T /D (17145 (B A1 2017 45 7 A 3 2020 4F 1 H 35 BITC35F AR VI B 0 = 350 060 301 25 4 % 1 e
B (B U5 AT RPN, ARAE SRR T RO bR AE RECIST 1.1, ZMZEAEZ ORR 51.43%, HwiEhl®R
DCR 82.86%, T EHEEAAEWI PFS 9.7 A, HALEAALEW 0S 11.1 A, szl a5 9.7 AA11.1
Ho 54k, EFENSIERIHME &l B2 F R TACE 8¢ RFA J677, 2/0F 1 ANrTllE Lk
JE R M R 53 . BEVIEFIR] 21 H, PPEARYT ROFER A ERIER, RAEIT SRR T 0N bR
#E mRECIST WAHIT7 2L, HMEM S ORR 18.86%, PIitziil® DC 56.6%, Hi it ELEA7 I (8] PFS
3.65 H.o 25 SR B s R BT ia & Je R T M A, 3 T MBS T .

TR AR SR TT BRI, 3BT T B i G — 3L, Zhang [19]5 7RI E e AE AR b R
JEIRTT TG BT 3R YT, X B 8 JE 1) e A M AN R MR T T 3k — 25 P4l . Zhang [BIBPE 4T T 43
52 BT 3 JE VR IT M R LR JE MR M e B, 45 5 5% ORR M DCR 43 514 25.6% 11 67.4%, mTTP
1 mOS 2514 3 A1 8 A, iZiF 7 H iz OS Et Goldstein [20]H4Z OS 6.3 H, Ogasawara’s [21]*147 OS 7.2
A, R FEHERR T R B RS R TT I RIS R W G R AT Re . BTIA B VR T R HE JE e A TR R AT
St 1) — Bl oA A S IR T

3.2. XA ZSEBKILITHEEAR (Transcatheter Arterial Chemoembolization, TACE);&¥7 AT 4HBEAE

BT B JE AR B0 B v T 1 R 24, 2R T AR AT RCEUIK,  BRA FAR IR YT O 12U R REAR ST
Re[22]. HAEG, By E R BEA 4 S Sk b7 42 ZE R (TACE)IR YT T4 fadi i PR IR 56 T FE #2 2  Yang [23]
K 2016 5E 9 H 2017 4F 8 H AR 47 5106 B4 e 38, 40 AR IR ZH (10352 TACE J697) FSLie 4
(5% TACE R JE1EIT), R4 mRECIST brUiiEA T2, & 4~6 LA CT, FEUIRE 1 4,
Horb, SeOb A AR I E2E B R 1, 704 BCLC-B 401 BCLC-C 4. Bfs45# N, BCLC-B 4, sz
540 OS. PFS 735N 588 K. 273.5 K, XfHEZH OS. PFS 705N 399 K, 42 K; BCLC-C 4, seihdH
OS. PFS 73728 442 K\ 97 R, XIHEZ OS. PFS 7308 233 K, 62 K. SXTHBAIAALL, ScERdiHfr OS.
tifiz PFS Bl EK . 5340 TACE MHLEL, FTiaE ellt& TACE FI 4035 OS Ml PFS, H A ™4™
A RS

Rl iy 25 JE 6 & TACE e S K 38 1A 72, (B TACE BE& 2 4736 A TACE BR& R A 2 JEI7 SO0t EE
H AT Sk = BTBEPEREFT, Qiu [241Z5 B> 8 T 201 #1352 TACE B4 R $id3E B 8 TACE BEA B if % JE
Je 2, KL TACE BEG BTG & JE 4 PFS 6 (5 AN A X EL 6 N F), il OS Bz F (13 AN H X 134N H).
& B R JE LB 2(53.5%) i T R R FE R 4(17.4%),  BF Fooks 5 0 R IE 70 B AR ) B W 4
ARG A rh, B e 40 PFS 453 M A XL 74N H), 0S B EZER012 MAXTE 13 4~ H), =
TEIERFIEAS, WARITHLE OS Al PFS RG22 5 . 758 140 Mo 1)1 AR W74, TACE Bk
A RPAEJE T REE B AT ISR, (HXTT REAE T 52 T 25 JE H 4 Rr B = 1B, PIIaE e BkE TACE
EAFHERE, QR B A REm 2B & Je A RIS, BB BGR A RFAE R, AR

3.3. BXAHI5MERL(Radio Frequency Ablation, RFA);&YT S % M4 FF4ARREE
FARVE[25]544 2017 4F 9 H & 2019 4F 5 AW 98 5 % HCC i, 4 NSRRI BRAL, e
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2 B4 RFA V0T, WE41RA RFA BEEBTIE JBIRYT, TEEKIAIT 1 R GRS SSAA5R 7 B0P
PR, PRSI AL, 45 RS R E B ARN 77.55% SRR 71.43%0E, ER LR EMNEZ X,
WiZl B 1RITJE s VEGF. MMP. TBiL. ALT. AST /KPREARTIEIT RN, E 4L B S5 TR AR PR
TR, B 18 AN H S B E BT RN 85.41% T XHRAN 67.35%, ERALHHE L. 4
RFEH, Big B BC G RFA X LG RFA, BT 245 B H RFA J7 20, (A0 EE KIAA AR A 54,
HEYTSEEE .

HER[26 ] [BIBE 73 4 1 50 B R /N 8, 3 A2 REA BRG R E JEiRIr i A 41, B
FlEsZ RFA ) B 4, 458 A 4 mPFS 235 1M, BA mPFS N 155 MH, A HEEFHMBEHE
RN TE) Y 18.73 £3.97 N H, 1 B 41838 B~ e 5K IN 18] 9 14.08 + 4.82 /M, PRALHUEZE 397
GuitsE o BRI, R R AL 5 2 75 R B e 5 e 2 s e s S8 PRS BB TS R 2R

3.4. FEFIEGTTRT4ERERE

7E 2020 KL [6]H, HEFEBTHEE JE FvoN 1 /R BHIR 750 mg, T Z8BUE 27 % IF B AT IR 3
JFF 230 Pt g P B 2 T 3G PR EE h L ST EE T 850 mg A& 750 mg (R4 1 ¥R/ R)FIIT 24, 750 mg 77l & 21 A1 850 mg
FIEARI AL TTP 205089 3.32 N H AT 4.21 AN H L F 47 08 430518 9.82 AN H A1 9.71 A~ H, ORR 4393l 2.0%
H110.0%, DCR 73728 64.7 1 58.6%; bk % Wi4EAR I 2H 1R 22 =3 B et 22 & L, 750 mg Fl 850 mg Fif
A& e T8 97 B AT e (0 ROt SE AR — B 7E 22 PR U7 T8I, 850 myg 7 20 HE B 25 5% AE #5750 mg
M2, HERLGIFE L.

X FASF BT R B A TACE JRI7 TR, SE5A: (2812 [t /4 17 90 BT i, 0 At iR
H(#5%Z TACE) M52 1 4H(#52 TACE BXA B JE 550 mg/ik) M 11 4(H25% TACE BLA BT JE 300
mg/IK), WELTHMMEL 141 12 > ORR K TP A, miwies 1 4 MWEE 11 411 ORR % L 4iit2#

G RIS 2 B, BT 5 J& v o7 i e U i e, FLT RAmT e 5 BT A B JE AR BRI TG O6, T R SR
BB mEIEREEE S VEGFR-2, —HEG, BEFTEMER OABEESRY, BULRTIE B Lk 5HEE
AR, HMTRE— D RRIE,

4. FRERNSREMH

BT 5 JEAH SR 20N RS g 7N 73 T e I T e A 7 L A8 A2 J 24 0 A R SR [22], H IR Bl R
IR, PR e EEA RRMON SR, FRLGEE. EAR. BHBEMHISE020], REA[30155HT T
ORI, AR H L B W, R AR 43.39%, BRI R 20.75%, IXEEAR R RCKHR N T 11
%, FFRAE . CAHDIFIRY, BT E BN RA R N R A, 0% 5508 IR
FOMST RO AAFZRGEAHIR[31] [32], Qe S Bt Bl ey 5 Je AT 280 A 22 s 1k 2 51 ke AL

5. &t

IR s 2 T BE ) 2R T TR R A R, R R FEE 2 Jn, BT B e AR R R B 1 RN T
I A B2, LR T R B IR AR R 1T e B R R AR IR IR, H AT AR 9 T R B 2R T
(2020 RRILUUESS), T BEAE L 20— R G IR YT 5 R A T TR 32 ) I 01 JH-440 g A8 W 30
FamiE a2, EEE NR SR, FIipeE e viHE e e dt 7T %, HEG TACE 677
R AT CRAB AR, RIS R 5 JE 5 Hefh i T T BUBR & it Fe e, IR E 2 IO mINE T . BEALO IR
WIS FRRFHNRIT AL S, a7 Bt —n T R 3R A .
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