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Research progress of mesylate apatinib in the treatment of
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In physiological conditions, angiogenesis is a process responsible for the generation of new blood vessels in order
to provide oxygen and nutrients to peripheral tissues and to maintain correct levels of perfusion. However, when
the same process becomes uncontrolled such as in the case of cancer, the formation of new blood vessels becomes
a pathological factor, which dramatically worsens patients’ clinical outcomes. The angiogenic process is majorly
regulated by the interactions between tissue vascular endothelial growth factor (VEGF) and their soluble ligands
(VEGFRs). Mesylate apatinib, as a domestically developed anti-angiogenesis drug, is a small-molecule tyrosine
kinase (TK) inhibitor, which can exert its anti-angiogenesis effect and thereby achieve anti-tumor effect by specifically
inhibiting VEGFR-2 pathway. It is now included in domestic guidelines, especially for the advanced gastric cancer.
Clinical researches such as lung cancer, breast cancer, hepatocellular carcinoma (HCC) are under way.
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i g 1 245 W) iR O e 0k B2 AT BN RS AT
PR BAE MR mIEYTY , &0 TIERKNIRE LR,
197 14F Folkman " 2 i 8 1) & A4 . & JEE B8 A FF fi
Jed A0 ) A2 X — WSS, AT AR B e e g 1) R
JEAR BT A A X — ik, R TR Z 3E R,
B anVE FH T 1% P B2 A K R F- (vascular endothelial
growth factor, VEGF)E/‘JJQ1£15K$TI‘TM; YEHF 3%
e AR 32 {4 (epidermal growth factor receptor,
EGFR) M I8 /0 VEFG2E i 14 78 28 Ba 4 s il 5
TR 5 AL A5 118 P B 00 L 3 % DTG 2k 81 400 ok fek 3
A LA A B A AN I N B A 3 L R
BT WL JE SR — Tl BL Y /N o3 45 2 B2 B (tyrosine
kinase, TK)#Ml#], i85 VEGFR-24F 5 M 45
4, FLWIVEGE/VEGFRIE #, M fi & # 4t i 45 4=
AR, BB ROCR . %252 T20144F10 1
Wl 22 o 24 o W B A B SJR) (state food and drug
administration, CFDA)?[&(@@%?%%&%@%L
Fe b R i) — e DL E 2 B S O T 2 Ek
B FHZ4 1 T A B iR 4 i R B9 K i T i
A SO AR 5 AEFABLER] . lm KRBT 58 3 i DL K
AR AR —E3ik

1 5 FERR IR G

VEGFW # n] 4> VEGF-A, VEGF-B,
VEGF-C, VEGE-DV K Jia 84K K (placenta
growth factor, PIGF), AH [R) 19 52 1 %% A0 46
VEGFR-1, VEGFR-2, VEGFR-3, HA H—FhE
A TRIE P BT85BS 2 (1 AE Bk 32 Ik Kk
W, VEGFR-238 # 776 T 8§ R U5 0% P9 B2 45 44 it
K% N Bz 4 ), Y4 VEGF 5 VEGFR-2 454
&, JEHERIEAR TR IX B B A ik, Fs
JUFNAS ] 945 53 B 9% 006« 1)Ras/Raf/MEK/Erk
W, BN MM 2)P38-MAPKIHE %, i
SN MITR; 3)PI3K/AKT/mTORMB S, #5
DA B2 A0 A7 T R BN P Rl aE T AN, A
WoEPE . HARVEGFR-25VEGEZ 8] (136 Fl 1
4 F HAMZ &, (HVEGFR-25VEGFIZ & HAH
5ER ) YA e O M

P R BT e, AP A vatalanib
(PTK787), LW h FAF 5 L te s v 5 18
schering ACA B G AE W & i — B /N4 4 A=
B, AE IR B R, 1000 mg/d
D1~1477 & F H A VEGERF K I TG PE ¥ A — &
B AR T, AR S5 30T 04 I R S 56 v R 2 30 B
B RLE . HEEER TR e fE A PTK787

LAt B REAT TR, R R R B B D i e
A, ek LR A A S 2 AR KU A B8 a1 B i
B 22 15 17 7R i P14 24 1 1) S AR v, gk
— P TS SRR, O ol R 4R
T 1 of 2l

2 It R Fr 3L

2.1 B

R AE A B L B B 2 —, HURPE R
TE A A TS =1 R AT RO AL
(25 e] T B R, A TR R AR
AHAH ARG A T HSAE AR RAU N 10%, Xt TF
YR, H AR (overall survival, OS)
BEE AR VAR L% YR 56 T R R T
Je U R S g vy, S8 H AR i A KT A2 7
%(maximum tolerated dose, MTD), 501 12 B i)
%‘%(dose—restricted toxicity, DLT)u&,E\:é}J"fJC@j
J12% (pharmacokinetics, PK)FEME, Ik i) s ik
iR R S SR TS B B AR R = . A,
Li %V X 32 25 0 00 B b R O M AT T R4, G
46 BESY, R EIR BE WAL E
W G R, R B 0 2R AR S A R = A
%%, JLHEIM250~1 000 mg, FUKIKIEATIEH; 25
T2 I 3N 1 B N S R SR T N 7 1 = 8 )
Yy AR R AR . 2950% 00 B F I L H
PR, 7091 & B LR, 469% 10 5 LT 2
R 2 i (hand foot skin reaction, HESR), W5
i 38 B e i s 25 9 LA K R R iR 9 AT S0
510U E FTHFSR, DLT A1 000 mg/d, 322wl
JEFIHESR, MDT }850 mg/d. 5 4hxf27Ml ¥
PEAT T PR, H R MU g2 2 9 he 7E
FCREDT T, 3745 58 VAN A S A SR RO, ER 4y
Z¢fift (partial response, PR)7(18.9%), ¥
(stable disease, SD)247|(64.9%), 8J&]HT %5 I 4 il
# (disease control rate, DCR)/83.8%, 7r71flik%]
PRIYEE T, A 10 5B E PO RTESR . E1
AR EEAE b, AT T BES R IO LSS %
BT HRAR IR, A A 35 BN R 1 G
%dﬁﬁﬁﬂ’l‘lﬂ(progression-free survival, PFS), V&S
WFoT 4 5 ADCR. ng%%%(objective response
rate, ORR), Osu&ﬁifﬁﬁﬁ%(quality of life,
QoL), 1444 "4 Je — 2L B AR MEALYT R WS 1
We O B el B A AW R E AT, I
BB S BSR4 (ALL) . BT RS 2850 me/d
(B4 s Bl If1 5 JE 425 mg, 2WK/d(C4l). #EZED



174

I PR 59 i 2 7, 2020, 40(1) http://Icblamegroups.com

2RI R R E T, AZH i S0%, BALN74.5%,
CH1569.6%. 3 PESKT L n: A4l42 d,
B41110d, C4196 d. H{iOSX L. A4l75d,
BZH145d, CHl128 d. HAHAMLL, ¥HA L2
5o —“HMORRKDCRIHIN : AZH0%, 10.42%;
B#416.38%, 51.06%; C#4113.04%, 34.78%. 3 7h&k
RN KRN S T LA 32 (4, nT i@ i I PRI Y7
INEIGE . PO R WA RN, 7FA, B, C—
i, P57 AR N10.4%, 17.0%, 15.2%,
ML 2B AT A W, 394 RN BT &4
RLA2%, FEWHESRAE LK. 55 SMIF 58 A AE
N CHAN RN B E(95.65%) , WMTEME S
PTG RS 50 , SRFH8S0 mg/d25 ¥ it . FFLi
DI UE | BENLRI I I R AF ST o, 2670 4k
K UL b AR AT 2 T e 1 B g sl B B A A
Jig 9 BB LA 2 LML A e SRk AT ol b B
PR TR Je 176, eI el o1, o 3=
BT NOS M PES, WEWNFFTRL 5 HORR, DCRY
K QoL. SLEEFAAMEL, R4 {ios
N E[6.5(95%CI: 4.8~7.6)TH vs 4.7(95%CI:
3.6~5.4) 1 H; P=0.0149], [FAIAFH{iPESTRHA i
3 [2.6(95%CIL: 2.0~2.9) 1 H vs 1.8(95%CI:
1.4~1.9)1H; P<0.01]; P4IDCRHN42.05% vs
8.79%; ORRN2.84% vs 0.00%, [HIFEH]EIEE, M
HQoL 4 LW i 2 5 (P>0.05) . fHIF—H2H 2,
IR 5T 400 2 45 S T 20144 36 [ 115 PR b8 B 2
(American Society of Clinical Oncology, ASCO)4F-2x
FARE, I TE4E10H 17 H d1 CEDATE R A #EH T
HRIT M kB LS AR . AR TE Chen
25 07056 T HOU T XA 1 i 300 R Y B A -8 SR o
iR SRR, A BT S A T AT
0.09 Jii 5t P #& A A 4F- (quality adjusted life years,
QALYs), HHIALA NS 113.863E70, X F N HHE
KUATE— R R R, AR, BT AR
I RANE,  BTMAAE JEATS % 18y — A ml bk #5500 7

=1 A BiA T BRI K IR AKIC 2

2, FEREXT TR 2R R LT B AT
52 G e el A SRR R,
ABERZIEE A

Rt — R ROTMGET R, BEEEE
BT E A e BE A AR yT sBUOHA R T, fE20174E 3 [
I R I 9RE 2 2 1 I b g iF3+F 22 (AsCO-G1) |, [
W 2T SR AT TR, — A BT e B A R
RS AZ BEAE N AT U BR B i A AR T B T
I RBESE S 33T . R BRI 3 B0 bk 55 it L 4
Pt H Her-2BAE B i BB W ADFSY, £ 20F
FEL B HROVIBR R, A BARAEZ 27
FH i 722 T 1y 3 JE B A5 o R B SRS B T R AT,
ARG 56 B3 A JE W S BG5BT b 2 JE T S8 A B
yy, SR BN E A 286 ] AL BE
ORR.75%, DCRN92.9%, HH PR 214, SD
405 75— Wil 70 2 LG s ik R
B I 1) e R AN A BIF AT, R BT b R e B A
POF (A2 B+ W M iR 45 + 5 - i+ VD R 40 ) 77 &
3. BT R MR AL EE T R A, AR BOR
PR 21|, SD 4ffi], PFS 124 d, OS 194 d, ORRH
28.6%, DCRN8S5.7%, MIREAGE A, HIEKAH
G ATATHEAF LIER o I, A OCIAR Py R AR M A
JIE ST BATA RS JE T G 5 B 9 AR A X S-FU IR WE IE
KRR AL 2 URAE Y S MG R S L 1

2.2 fififE

il g VS 4 BR 2 R i v ) A R PR, TR
A2 R A SCFE T I e LR Y, AEE 9 70%
DL b o AR /NI M T 8 (non-small cell lung
cancer, NSCLC)"™, HK¥/rEikmilly, BEE />
THL RN YT B PO IR, R 2 LV EGFR M ] 22
4 9k EL 983 P4 (anaplastic lymphoma kinase, ALK)%
W, W BE A B AEA L, H5IER
RN Z ARG T, A TR BBIEE#, s
J7 SRR FEA AR

Table 1 Relevant clinical summary of apatinib in the treatment of gastric cancer

B—EE REFEH HAR/H SRR L gD BRI (ORR) /% HLOS/H Hi{iiPES/ H
Li'" 2010 46 250~1 000 mg/d, 1} 18.92 — —
Li" 2013 48 850mg/d, IR, 1¥k/d 6.38 4.83 3.83
48 425mg/d, Fk, 28k/d 13.04 4.27 2.88
Li' 2016 181 850mg/d, Mk, 1¥k/d 2.84 6.5 2.6
Lin" 2017 7 850mg/d, iR, 1¥/d 28.6 6.47 413
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T{Zhang%[zﬂﬂgij'l}\ FEHL . NE 113
I IRAF G, BT 13661 263597 R M ANSCLC
BE, BV 2, Ho BT e 750 ¢ 11k/d
(LT faiFR “qd” Ydlorfil, Zehtilxt il 454,
IF 8 28 50 2 i 0E R BN RE N 52, L R AT
HPES, WWEZ S H0OS, ORR, DCRXQoL,
ZER B R . BIIAEE S PES 4.7 H , B
XRRAH 1.7 H B B K (P<0.0001), ORRVI
K DCRUW M 5 243#% (12.00% vs 0%, P=0.0158;
68.89% vs 24.44%, P<0.0001), fESongZ: " HyHf
FEH . WEVL MR BE B 2014 220154 a2 ] — 2%
o = ZRIRITIRIT R M NSCLC B H I AT,
FT AT BB R BT R 500 mg qd %, 45 W
7: CROM, PR 4], SD 224, i k160,
ORR 9.5%, DCR 61.9%, H{iPFSHIOSS N
42N HH6.0M A, H—MmZ., x>
i FEH,  TRVRR R BATIF 5 JE 500 Amg /d qd 7 3R
J7, 2SHINSCLCE EHZiRYT, Horb13f — 43897
B, PIPESH7.37(95%Cl: 0.01~14.72) ™ H ,
M6 =&l = LIGIT B FE T AIPESH
5.17(95%CI: 1.78~8.55) 1 H , Frfi B&F ORRN
8.0%, DCRN68.0%, H{PFSH5.17(95%CI:
0.76~9.57) T H o X F =4V FEGFR¥EF A I [1
NSCLCH &, fEFang P W fE5s h, 360k
BEEZIWRIY, SR ER. PR 6, SD 21,
ORR 16.7%, DCR 75%, T HiPESFIOSH; 5N
4.5MHM8 2 H, AR FIZEKEENIRIT
A3 B B R o A Wa 25 PTG — 3 T i =X
BTG R I 36 (NCT02515435), FHXK
FEORR, WEALHALIEDCR, PESHIOS, Ff

<2 A% B A 7T filE B A8 5K I PR 2

AR JE - 2431 Bl (477.0485.3) mg/d, %
Wor: A 380 #FORR 13.2%, DCR 63.2%, ]
i PFSH3.06(95%CI: 2.20~4.14) )1, Hi0SH
7.69(95%ClL: S.36~TCiEATH) AN H o Bl Je gk
A ALY LE R AT g e L, B P IR EEAT TR SR
9% . fEJiangZE P £ tp o BTREMERT TS, 1249
AT VEAS Y 58 3 35 R e SO A g, R B BN PES,
RELZOS A FEORR, DCR, OSHIA K S )i/ (adverse
events, AE), K HH Z2 74 il 8 156 {1 57 12 BT i 2 e
(250 mg/d) F ZIRYT, AR WR T AIPES 2.2910 H |
ORR~33.33%, DCRN66.67%, 61 HOSEN
80%., FEAEMLHE: 140764 (58.33%),
HESR 5] (41.67%), MBI154%1(33.33%). Hf
3YAEsT, 40K 415] (33.33%), HESR 14
(8.33%), HEARBEA HZEX T 4 K LA E g E /N
20 IR0 J 938 A T B AT R B % ek . 7E Tang %P0
5T BT R e B A 2 1 At B KT 95 il ZE R YT 201
HeREPENSCLCHY [ PEMF 52 H, ORRM30%, H
PR 6%, SD 100, PD 46, &R ER THE
RIT A ROME R etk R, HEA O T
NSCLCL#/m BAA — &m0, 78 Yan %PV
[l B E 5 H L BTG R S A Sk Yz /0N A R i
BT R R RT, SR BN PAIPESH
8.3 H, HHLOSH17.0MH , MiHH A K —
AT 27, $E R % 24 W 05 nT A /0N A0 i R AR Ak
%o XFTPD-1/PD-L1BHI#], IS5 PR 8o
B LR 2 ] 3 o o IR B PO BE , B SRR R 2
Yyox i des A0 BT MEAE . W PD-1/PD-L1BH ik &
V350 £ BT i A IR T Bl e SR T B SR . AH G
I AT B UL 262

Table 2 Relevant clinical summary of apatinib in the treatment of lung cancer

B—EE RREN n 252577 SRR ORR/% Hiz0s/H T 7 PES/ H
Zhang™” 2012 91 750 mg/d, iR, 1¥/d 12.00 — 4.70
Song™* 2017 50 500mg/d, i, 1%/d 9.52 6.00 4.20
Fang™” 2017 36 250~500 mg/d, 1M}z 16.70 8.20 4.50
Xu™ 2018 25 500 mg/d, AR, 1¥k/d 8.00 — 5.17
A 2018 38 477.0 +853mg/d, Ik 13.20 7.69 3.06
Jiang™” 2019 14 250 mg/d, AR, 1¥K/d 33.33 — 2.29
Tang"™” 2019 20 250mg/d, FHiZ, 1¥k/d 30.00 — —
Yan"" 2019 23 250mg/d, FHZ, 1¥k/d — 17.00 8.30
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2.3 3LERE

FLR A O A K 2o M b R e R o 1k
P bR L BT A 24 W 0 I R R A Sk
Y, FenlEEEE NN E MR (Food and Drug
Administration, FDA)?ZOlléﬁfﬁﬁ%ﬁTﬂzjﬂ?VEGF
1 DU A B B 04 I PR W TIE o 5 T P il 7R o]

Je Xt FELR R WG R AFSE, HET e A RN
FEA LI . E— TR I R AF S B, WY
X o =W, A NTIAMFIIIBE, ITAMH

SEAE 251 BE AT fif H B SE 25 ) T/ 5 SR A2 e 2 2
YIRIT B TR T, A R 2 IR R A
T4 IT R, BARIFEN750 mg/d, Z5HREIR:
220 A] AL B b, PR 8, SD sfil, PES
OS4ril a6~ HM8.3MNH . Mg, Jash T4k
SO B Y TIB I 5, BaTAE: JE R HHS00 mg/d,
TES6WI AT PEAL B b, ORRM10.7%, I K 3K 25 %
(clinical benefit rate, CBR)-425.0%, H{ZPESHIOS
S R3.3(95%CI: 1.7~5.0) H H110.6(95%CI
5.6~15.7)MH o 5 —BIFctE . 290, pE
g, BFgE g AR = BATESLIRE R, 4
R 380 B FE T PES H4.0(95%CI: 2.8~5.2)
DA, 3eflnl PR B T, ORRA16.7%(6/36),
DCRN66.7%(24/36), "{70S410.3(95%CI:

&3 MR Bia T FLARE A X e RIS

9.1~11.6) 1™ H , HH WHY3/4938I7 HHEA KR
R (20.5%) . T AR LEAAE(10.3%) F1EE IR
(5.1%) . [FIAF, GaoZs*IyR4G i Bl e £ J2 vl i 1
I VEGER- 2.5 55 5 4 X = B 14 7L 1 98 1) ¢ Jieb 9
it
TE2017 4 — T Baf i 5 Je g
Ji% (metastatic breast cancer, MBC)AYIF I Rk
RO 45l B FE R AIPES, OSHIFAIIAYT %k
WCES[E] (time to failure, TTF)435l 44.90, 10.3
M3.9340H, BEAEN o B K LY . FEil =
60% . T LA F & PRSIE K (1 40 37 i f5 %,
TIE S BT by 5 2 7 A I AR 3 58 38 5% R X MB C Y 4
N 5 SR 1 7 Ak R A o T ) — 3 A g 7 [l e
PE ST BT Je 1A R B A iR 5 50 24 R B A U
P M = DR ZLAR I — IR TT I RYT R, 4
BoR: A MAEAGHR T, PESH B IER

T e e 5L IR

(P<0.01), ORREDCRULA —EMEF, MAR
JCREARL . #E Zha 55 PR SO R R, & BRI

B R B A Ay m Al RE A 0 G B el e 2 2y
W % T e T L B g AR 3R %S, ORR 23.2%, 1
PiPFS H4.44H, A0S H11.340H, AR
N — AT A2, BFSEIE & B (R iR E OS
K PESHY ST W R 2 o A G IR B L3R 3

Table 3 Relevant clinical summary of apatinib in the treatment of breast cancer

BAEE REES FEAE/f 2524575 AN i ORR/% Hiz0s/H H {7 PES/ H
Hu" 2014 25 750 mg/d, M, 17%/d 36.36 8.3 4.6

59 500mg/d, MR, 1%&/d 10.70 10.6 3.3
Hu" 2014 38 500mg/d, Ak, 1%k/d 16.70 10.3 4.0
Lit” 2018 22 500 mg/d, I/} 40.90 — 5.5
Zhu" 2019 85 450/500 mg/d, [k, 1¥%K/d 23.20 113 44

2.4 [R% % BT 40 A R

JHF 98 S A thE S s 3R e ey () PR R 2 —
Waiit, BAEF78TH WG], HEAE T Vg o
Shi, Loy, [FEr, 2R GELNF7ST
NBETF %0, AT Ml o J5 & v A 40 i
(hepatocellular carcinoma, HCC) / ffr & 95
B#)85%~90%, H1[EHCCBR AL A 4 i F i s0%
DA BT HCCAE S — Fi e YA A R
Ho i 41 8 P VEGE 32 IR ik K F e 1, B

TR L 2R RAEHCCI 2k L BT L R L
T I8 53 R U DDA ST S BT e R e
TITHCCH T FIR 3R Al o 75 % Uik %5 T e

4 AT R JE YR T M I HC C R AT RE M . TR, B
L. 2EZ oIk KSR D, RERGEIRIT
121 IHHCC R HE M AT, HH750 mg/d

JrEAS1H], 850 mg/dr A 70%], Z5R IR
750 mgifll i 41 F1850 mg il it 41 1) AL TTE 43 51 8
3.32M14.21 10 H, FH20S5 51 H9.82H19.714 A
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ORRZ; M H2%F10%, DCRA I N64.7%F
58.6%, MU ZMPZERTLGIT¥225%, il
Het7750 mg/dJr EAEN 5 2 B TTLIM Il R 52 59 1
AR R IRYY AT LS ke — At 2
ME— — A1 W DL A L EAE M M I HC C B AR
WEIRIT 2 —— Ry e e At e 1Y 21
APIRES, MNTREFERHLHEE, N
BT PR e A RE AR 25 1 AT, AE X S VOl
M JE B A PLPD-1HIRASHR-12103R 7 R HCC
S /B8 E R T R g e, B R
JE W HEAE 250 mg/d, 1661 AT P4l Y % 1]
JF98E, PRIKS0%; &G4 345 0T 3 bk 1k o7 v
ﬁ%(transcatheter arterial chemoembolization,
TACE) "7 ** R 5 45 3 b 0 0% AT R 7 Rk, FE K R
HAEAW

2.5 H{th LB

P T 45 B M, B AT Je R B I
PREESS, 76 N R i 45 8 1= Be A [l Jost 4 wF
g 36l R PSS AN AW ST, X PES,
OS, DCR, ORRANKITHH KA R F AT T W]
FIPEAY . HiPESH3.820H, OSKEF], DCRA
83.8%, ORRN13.9%, 5PFIIHERJEH CHIA KX
N — M7, 3/4ABA R IR AR N27.8%,
FE Chen s BV B T I RS2 30 v, 26 B XER
B H A, 28R B PAIPESH
3.9MH, A0S k7.9 H . — Ty R | RiRE
PERIFFE S BB 1 TR SR A O IR AR T I
6T BT 245 i E TG M IR SR R I R T R, A5 AR W
N 3SHIERE T, ORRAS4%, HedH WLIK3/ 490K
KR Ry o A i D (17 4) % 57 (L) |
FLIML (1o FIZh B & (845]) , H— M nl i3z . Ak
R B O T BT 2 36 9 0 R v A
FOR IR O BB v, 25 R R PEAR . iR 258 )H
JG, 809% i HUR AR BK 2 (1 KF 3 10 B0 [R) 72
TF%, PRI, SD 1fi], ORR 90%, DCR 100%.
Xt - HUIR IR R 20 AL, Feng 25 UYHIE ST 1 Bl by 5
JE N AT 75 5 M I A0 6 A 1 R T A R
Je AN R O B AN G P, BT SR A
2y IR AT B 3 AR A . Wang %5 BTFE ST6 K P UESE T BT
WA Je Xt AR A ek o A Pu R E R . 2
B T 2 B8 S5 T By SR B A AR T VAT B R
A LI A Il B B I R T R e, BT
e 4L R A e K ELAR 5 W IR T AL 4 00 )N

0.31F10.12 cm, Z RG24 L (P=0.542), Buif
B JE 4Lt A R B K ELAR T B R F%0.59 em, BRI
BT AT 41 190.18 cm(P=0.027), B hEs e 40
HH G T 4 B Th AL PRSA 91 9.6 F18.3 1 H

3 FRERNMKALE

TE bR 0 m IR 52 56 b, BT A e 3 2 I
RN B g 22 A 45 L 32, H: 3 A0 455 10 2 75
PEFRAR I 27 BE M, 0LV 2 R A MR 4
5T | AR = = /5 A (1WA N 7 A N | o 1 97 s o3
PEFEAEIREZ 0 WE . miE. EEIKR.
HESR ., Hilfilo M2 1A R R 3 2R 16 I
J5 B BEA A N AT AR IR = R T LIH
b 27 R N A O G Y R AT G . X TR IR
5, Al DACER R S5y G TR Y, X T E
AT IR R B M R R T R L B RO 7 s
FUEUR T e A 25 e il s Yy B AT BE S A P
LN O BRI D, 5 & I Wi A 5B,
F 1L K F140/90 mmHg(1 mmHg=0.133 kPa) &
#, EDGEE (b EE R R ER2010) €,
T EIFEAREE, NI B R
e 110 241 751) (angiotensin-converting enzyme inhibitor,
ACEL) ML % % 7k R Z 5 HUH (angiotensin-
receptor blockade, ARB) Y, ANHETE N H
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Table 4 Relevant adverse events, pathogenesis and management principles of apatinib
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