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Mesylate apatinib versus docetaxel in treatment of advanced non-small cell lung cancer
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Abstract Objective To observe the clinical efficacy and adverse reactions of mesylate apatinib versus docetaxel for advanced
non-small cell lung cancer after failure of second-line treatment. Methods Clinical data about 128 patients with advanced NSCLC
admittted to our hospital from March 2016 to June 2017 were analyzed. The observation group (n=60) was treated with apatinib
(500 mg/d) and the control group (n=68) was treated with docetaxel (75 mg/m®). Treatment cycle of the two groups was 21 d. The
clinical efficacy and adverse reaction of two groups were evaluated in every 2 cycles. Results The clinical evaluation was performed
in 128 patients. The mPFS and DCR in apatinib were significantly greater than those in docetaxel group (3.7 months vs 3 months,
61.7% vs 48.6%, P < 0.05, respectively). The ORR of docetaxel group was lower than that of apatinib group, but the difference was
not statistically significant (20.0% vs 19.1%, P > 0.05). As for improving the quality of life, apatinib was superior to docetaxel with
significant difference (P < 0.05). The incidence rate of serious adverse reactions of apatinib was 18.3% (11/60), which was significantly
lower than 29.4% (20/68) in docetaxel group (P < 0.05). Most of the adverse effects of these two drugs were grade I or II , which
could be tolerated by most of the patients after symptomatic treatment. Conclusion The mesylate apatinib can be used for the
advanced NSCLC treatment, and the clinical efficacy is superior to docetaxel with higher safety and longer survival time.
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Tab.1 General data and clinical features of 128 patients
with advanced NSCLC (n, %)

Observation Control group P
group (n=60) (n=68)

Characteristics

Gender 0.106
Male 39(65.0) 42(61.8)
Female 21(35.0) 26(38.2)
Age (yrs) 0.122
< 65 38(63.3) 43(63.2)
= 65 22(36.7) 25(36.8)
Histology type 0.289
Adenocarcinoma 37(61.7) 42(61.8)
Adenoid squamous cell carcinoma ~ 23(38.3) 26(38.2)
Clinical staging 0.245
I A-T1B 20(33.3) 23(33.8)
v 40(66.7) 45(66.2)
EGFR gene 0.368
Mutation 1931.7) 22(32.4)
Non mutation 41(68.3) 46(67.6)
Smoking history 0.106
Yes 38(63.3) 40(58.8)
No 22(36.7) 28(41.2)
ECOG score 0.094
0-1 559L.7) 63(92.6)
2 5(8.3) 5(7.4)
Treatment 0.408
Third-line 26(43.3) 37(54.4)
Beyond third-line 34(56.7) 31(45.6)
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Tab. 2 Comparison of therapeutic effect of two groups (n, %)

Observation ~ Control group P

group (n=60) (n=68)
Complete response (CR) 0 0
Partial response (PR) 12(20.0) 13(19.1) 0.033
Stable disease (SD) 25(41.7) 20(29.4)
Progressive disease (PD) 23(38.3) 35(51.5)
Overall response rate (ORR) 12(20.0) 13(19.1) 0.532
Disease control rate (DCR) 37(61.7) 33(48.6) 0.037
mPFS (months, Md) 3.7 3.0 0.026

®3 MABRELEREREUERLER

Tab.3 Improvement of life quality in two groups (n, %)

Observation group (n=60) Control group (n=68) P

Slightly 32(53.3) 18(26.5)
Significantly 13(21.7) 11(16.2) 0.032
No improvement 15(25.0) 39(57.4)

x4 WARETRRMLLE
Tab.4 Comparison of adverse reactions between the two
groups (n, %)

Observation group (n=60) Control group (n=68)
Grade 1-2  Grade 3-4  Grade 1-2 Grade 3-4
22(36.7) 3(5.0) 7(10.3)  I(L.5)

Adverse events

Hypertension

Proteinuria 21(35.0) 1(1.7) 2(3.0) 0(0)
Myelosuppression 19(31.7) 2(3.3) 59(86.8)  8(11.8)
Gastrointestinal reaction ~ 9(15.0) 2(3.3) 47(69.1)  4(5.9)
Hand-foot syndrome 15(25.0) 3(6.0) 2(3.0) 0(0)
Anaphylaxis 3(5.0) 0(0) 18(26.5)  3(4.4)
Skin reaction 2(3.3) 0(0) 56(82.4)  4(5.9)

3 WALRITIE RPN BT e AL WA
RN ~ IV mim . E&ER, B 3EmE
Z VUL 1A RSO R B Al . 5 R O
IR . R R SR AU SRR IR
I~ VA BN &A= 253 511 R 18.3%(11/60)
29.4%(20/68), 2FH Giit2#E X (P=0.032), Bl
BIRH A BRI AL T Z P3R4l (£
4), PRSP RN R 23058, TERRONAE Ak
PR 250t I R o A 22, AT 28 1l
T AR 25 W ) R RO RN, 2 )i XA
F T P — S B R R AR SR A2 TR YT -

Wi

it 988 P19 15 22 98 R T AU T R el HL Bl A Bk G T
MRS 22—, FZRER G AR ALY R 2% fif
WA NSCLC it i, $2/ ORR. DCR, (%
BEEAE TR, A% EGFR 875 1y #3548 FH /N4y
T [0 25 40 i 2 T VARt A ) ) R T A AT A
EX;— . ZEZRIBIT I, B R R I B NSCLC
BEMIRYT BRI, 2T RN Z
B, TRMEHME RO RERE KRR,
e B B NS M T R B T, T ik
40 g A0 M R B B A R B P, BT
TR NSCLC iy 265 DL F 2 251K 5iR97 . W
Tk 1 BT W o 2 TR T 0 9 0 LN A T )
254, 2R I A AR 24K —2(vascular
endothelial growth factor receptor-2, VEGFR-2) [
MR, X VEGFR-2 JE MU 34y, 7T DL B ik
FEMETE 4 1M 48 £ 4 A F (vascular endothelial growth
factor, VEGF) [ ATP &5 & 1 #5, & #f VEGFR-2
FShBEmR 1k, AT BELT N A5 515 S, X b g
A I A B A AR T PR A I BT B i
P R ARG B 11 OG5t BEL BT JCOE 1 AT 38 2t o e
() H %, T VEGF/VEGFR-2 X — 15 545 558 J{ 78
VEGF/VEGFR Z % H 2 5 £ B Ko BR M B A= 1l
BRI BT R G R B R B U — Sk B, BT
B e i EZ WAL EBH W VEGF/VEGFR-2 i
%, P VEGF SZ A4 , {2 #F P Bz A4 R iR
FLRERHAS VEGE A, ) Ask i 410 i i £ i 4% #4) A=
B, HEITER BT RCR

AR R BT s JE B R B T S ERIBIT LUR Y
Wt 8 ARl - A AR, S T AR
AR ss R 1O L A Y R A — TR 2 R YT
1B i MG R 45 R o, Bl e 4L
208 Ky 6.5 H, BEETXIREAN 47 MH (P <



368 b R 2 e S 4T

Acad J Chin PLA Med Sch May 2018, 39 (5)

http://jyjxxyxb.paperopen.com

0.05). HLEA 234X HoAth S Asge an LA
B P O Y AR Y 4
Fi i 12 S BRI 5 AL T R FTAF 52 B I AT 6 o B
AR T BT R Je sk R . 5k 1 45 P R
— TG BT JE IR T e TR B L Al /A A 0 1T
I PRI 25 R S /s BT S JE 411 mPFS S 4.7 4>
A, BERTLZEFAN 1.90H, FpaE e
) ORR. DCR 735N 12.2% . 68.9%, W@k T %
FEFILH K 0, 24.4%, Song %5 P e — T i iy %5 J&
BIT I AR LZERF I gl A 42 9] 28 X L E3RTT ok
B R ] NSCLC Hi &, 45 %3 578 mPFS 4.2 4>
A, #4708k 6.0 ™, ORR. DCR 43514 9.5% .
61.9%., ZAHF 5% 38 3 X 128 11432 52 Bl iy 5 Je wk £
PG fth FE 34 I7 1Y I 1) NSCLC H 25 19 1 IR 8 ) 3k 47
XFECA AT, DAREA RO 9 Fh 245 50 3697 e 0
NSCLC Il PRIY 80 S e 4, WF o 4 SR s WS
ZH (AR BT MAE S ) B mPFS Jy 3.7 ™ H . DCR
61.7%, W& TXHRYL (2 PhsEiesy ) 4 3.0
H .58.9% ; Z VG411 ORR s FFlir e 4,
2R TG4 L P e TE s BB A G
ity B R T 2 A gE. DL R B R e
BT IS NSCLC 1yl R T R4 Sy 2 51 AT ek 2 A
BT

FEG At b, BERMLEIBARTR, P25
FR R RSN 45 AT B, BT A JE 4 0 IS L
Nk LR AR, CERERIE . FRLEAAE,
Z PO FEN 2 E s E . E W iE RN .
RN BRI Bz AR . IR N R R
NRZ R TRk Mg, 4T RMIRELTE, 254
WG REZBEMNZ, 7E ~ VHEEASR K
N B AR T BT R e B A T 2 P A B
GRS = A O /e = Ak 2 R N
F 5T A0 R 181 1) ol 2635 22 283R 7 1 6 1) NSCLC
BE, TR, SRR KZE, MTFAYLAR
SN B TR 2 A A AR, T el B 5 22 G i B 1 L
AR, S 28 1 s 25 )
il A R B ARAS R o ARG RIR YT B, ] 3l
b RO L B 2 T AT O N R R
N, DAREARA R & AR R, 1 i 5 X 25 9 1)
i 52 PR FRF ST IR MM, H & B 1 AR 3
o A AR 1) 4 R S A T R 1
— PR S Y X O TR TR B 2R R

gr LTk, W BT JE AT T =2 A L
I NSCLC 85 IR YT . G IRIT AU T2

g€, HZarmim, BEEGRRAHRE, "
PRSI RIAT T I I HE o

Sk

1 Chen W, Zheng R, Baade PD, et al. Cancer statistics in China, 2015
[J].CA Cancer ] Clin, 2016, 66 (2): 115-132.

2 Torre LA, Siegel RL, Jemal A. Lung Cancer Statistics [J].Adv Exp
Med Biol, 2016, 893 : 1-19.

3 Carnio S, Di Stefano RF, Novello S. Fatigue in lung cancer patients :
symptom burden and management of challenges [J]. Lung Cancer
(Auckl ), 2016, 7 : 73-82.

4 Zhang K, Yuan Q. Current mechanism of acquired resistance to
epidermal growth factor receptor—tyrosine kinase inhibitors and
updated therapy strategies in human nonsmall cell lung cancer [ J ] .
J Cancer Res Ther, 2016, 12 ( Supplement ) : C131-C137.

5 Howard SA, Rosenthal MH, Jagannathan JP, et al. Beyond the
vascular endothelial growth factor axis : update on role of imaging
in nonantiangiogenic molecular targeted therapies in oncology [ J ] .
AJR Am J Roentgenol, 2015, 204 (5):919-932.

6 Ding J, Chen X, Dai X, et al. Simultaneous determination of
apatinib and its four major metabolites in human plasma using liquid
chromatography—tandem mass spectrometry and its application to a
pharmacokinetic study [ J ] . J Chromatogr B Analyt Technol Biomed
Life Sci, 2012, 895-896 : 108-115.

7 Zhang H. Apatinib for molecular targeted therapy in tumor [ J ] . Drug
Des Devel Ther, 2015, 9 : 6075-6081.

8  Treanor C, Donnelly M. A methodological review of the Short Form
Health Survey 36 ( SF-36 ) and its derivatives among breast cancer
survivors [ J ] . Qual Life Res, 2015, 24 (2 ) : 339-362.

9 Fizazi K, Faivre L, Lesaunier F, et al. Androgen deprivation therapy
plus docetaxel and estramustine versus androgen deprivation therapy
alone for high—risk localised prostate cancer ( GETUG 12 ) : a phase
3 randomised controlled trial [ J ] . Lancet Oncol, 2015, 16 (7):
787-794.

10 Geng R, Li J. Apatinib for the treatment of gastric cancer [17].
Expert Opin Pharmacother, 2015, 16 ( 1 ) 117-122.

11 LiJ, Qin S, XuJ, et al. Randomized, Double-Blind, Placebo—
Controlled Phase III Trial of Apatinib in Patients With Chemotherapy—
Refractory Advanced or Metastatic Adenocarcinoma of the Stomach
or Gastroesophageal Junction [ J ] . J Clin Oncol, 2016, 34 (13):
1448-1454.

12 Roviello G, Polom K, Roviello F, et al. Targeting VEGFR-2 in
Metastatic Gastric Cancer : Results From a Literature—Based Meta—
Analysis [J] . Cancer Invest, 2017, 35 (3): 187-194.

13 Zhang Y, Han C, Li J, et al. Efficacy and safety for Apatinib
treatment in advanced gastric cancer : a real world study [ J ] . Sci
Rep, 2017, 7 (1) : 13208.

14 Hu X, Zhang J, Xu B, et al. Multicenter phase II study of apatinib, a
novel VEGFR inhibitor in heavily pretreated patients with metastatic
triple—negative breast cancer [J].Int] Cancer, 2014, 135 (8):
1961-1969.

15 Hu X, CaoJ, Hu W, et al. Multicenter phase II study of apatinib in
non—triple—negative metastatic breast cancer [J].BMC Cancer,
2014, 14 : 820.

16 LinY, WuZ, Zhang J, et al. Apatinib for metastatic breast cancer in
non—clinical trial setting : Satisfying efficacy regardless of previous
anti—angiogenic treatment [J] . Tumour Biol, 2017, 39 (6):
1010428317711033.

17 LiJ, Wang L. Efficacy and safety of apatinib treatment for advanced
esophageal squamous cell carcinoma [J]. Onco Targets Ther,

2017, 10 : 3965-3969.

(FH:372701)



(32368 51)

18

20

21

22

Miao M, Deng G, Luo S, et al. A phase II study of apatinib in patients
with recurrent epithelial ovarian cancer [ J | . Gynecol Oncol, 2018,
148 (2) : 286-290.

Kong Y, Sun L, Hou Z, et al. Apatinib is effective for treatment of
advanced hepatocellular carcinoma [11. Oncotarget, 2017, 8 (62 ):
105596-105605.

Kou P, Zhang Y, Shao W, et al. Significant efficacy and well safety
of apatinib in an advanced liver cancer patient : a case report and
literature review [ J | . Oncotarget, 2017, 8 (12) : 20510-20515.
Peng H, Zhang Q, Li J, et al. Apatinib inhibits VEGF signaling
and promotes apoplosis in intrahepatic cholangiocarcinoma [ J ] .
Oncotarget, 2016, 7 (13) .

Lu W, Ke H, Qianshan D, et al. Apatinib has anti—tumor effects and

24

25

induces autophagy in colon cancer cells [J] . Tran J Basic Med Sci,
2017, 20 (9) : 990-995.

sJr, AL, b, AE TEERR BT R TR YT IR SR /)
AMMATRERERL . X | RGAXT R . 2l TR RBESE [C] .
51 o 4 I PR MR 2 K2 B 2012 4F CSCO AR 28 3
4, 2012 : 24.

Wu F, Zhang S, Gao G, et al. Successful treatment using apatinib
with or without docetaxel in heavily pretreated advanced non-
squamous non—small cell lung cancer : A case report and literature
review [ J | . Cancer Biol Ther, 2018, 19 (3): 141-144.

Song Z, Yu X, Lou G, et al. Salvage treatment with apatinib for
advanced non—small—cell lung cancer [J]. Onco Targets Ther,

2017, 10 : 1821-1825.



	王雅婕-甲磺酸阿帕替尼与多西他赛治疗晚期非小细胞肺癌的疗效比较
	页面提取自－页面提取自－1805-2.pdf



