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[ Abstract] Background and purpose: Apatinib is the first oral cancer antiangiogenic drug in the world for
advanced gastric cancer. With its wide application in clinics, finding suitable predictors of efficacy and screening for
sensitive populations have become important issues. This study aimed to observe the efficacy and safety of apatinib
in the treatment of advanced gastric cancer, and explore clinical prediction and prognostic factors. Methods: The

clinicopathological features of 105 patients with advanced gastric cancer, who were treated with apatinib from Jan.
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2015 to Aug. 2016, were analyzed retrospectively. All patients were given oral administration of apatinib. The indicators
were treatment-related adverse reactions, disease control rate (DCR) and progression-free survival (PFS). We analyzed
the relationship between clinicopathological features, treatment-related adverse reactions and prognosis. Results: The
median PFS (mPFS) was 71 d (95%CI: 50.1-91.9 d), the objective response rate was 5.71%, and DCR was 65.71%. The
univariate analysis showed that PFS was significantly prolonged among patients with one of the potential prognostic
factors including age of >56 years, ECOG PS 0-1, dose 500 mg, hypertension, hand-foot skin reaction (HFSR) and
proteinuria. The DCR was higher among patients with one of the potential prognostic factors including ECOG PS 0-1,
dose 500 mg, hypertension, HFSR, proteinuria and diarrhea. Cox and logistic multivariate analysis showed that ECOG
PS, dose, hypertension, HFSR were independent prognostic factors of PFS. ECOG PS 0-1, treatment-related HFSR,
hypertension were significantly associated with DCR. Conclusion: Apatinib has good efficacy and safety in the patients
with advanced gastric cancer. ECOG PS, HFSR, hypertension are the favorable prognostic factors of PFS and DCR, and

the drug dose can be used as an independent predictor of PFS.
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Tab.1 Univariate analysis of DCR and PFS among different clinical features

DCR PFS
Characteristic
Disease control group n  Disease progression group n P value Median PES #/d P value
Gender
Male 44 21 85
0.586 0.143
Female 25 15 69
Agelyear
<56 27 20 51
0.108 0.045
> 56 42 16 92
Number of transfer sites
<3 53 30 73
0.436 0.285
=3 16 6 70
Pathological type
Papillary adenocarcinoma 3 0 188
Tubular adenocarcinoma 13 6 96
Poorly differentiated 36 23 0.394 69 0.066
adenocarcinoma
Signet ring cell carcinoma 12 6 63
Mucinous adenocarcinoma 5 1 60
AFP status
Negative 61 30 70
0.468 0.661
Positive 8 6 96
Tumor markers
Normal 19 5 95
0.114 0.084
Rise 50 31 62
Number of previous chemotherapy
regimens
2 57 25 82
0.122 0.938
=3 12 11 59
ECOG PS
0-1 59 22 92
0.005 <0.001
2 10 14 35
Dose D/mg
250 10 14 43
500 54 20 0.022 89 <0.001

750 5 2 92
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Tab. 2 Univariate analysis of disease-related adverse effects on DCR and PFS

DCR PFS
Adverse reaction
Disease control group n  Disease progression group n P value Median PFS #/d P value
HFSR
No 45 35 59
0.001 0.001
Yes 24 1 130
Hypertension
No 36 29 60
0.004 0.002
Yes 33 7 119
Proteinuria
No 35 27 69
0.016 0.041
Yes 34 9 105
Bleeding
No 47 30 62
0.094 0.136
Yes 22 6 117
Diarrhea
No 55 34 69
0.046 0.250
Yes 14 2 105
Vomiting
No 63 33 71
1.000 0.544
Yes 6 3 70
Fatigue
No 54 31 60
0.331 0.375
Yes 15 5 82
Leukopenia
No 42 26 69
0.248 0.807
Yes 27 10 73
Neutropenia
No 46 27 69
0.379 0.430
Yes 23 9 71
Thrombocytopenia
No 50 30 69
0.215 0.663
Yes 19 6 73
%3 WA BIATr e BT S B KlogisticEl )33 47
Tab.3 Multivariate logistic regression analysis of apatinib in the treatment of advanced gastric cancer
Factors P value OR 95%CI
ECOG PS 0.014 3.832 1.307-11.232
HFSR 0.012 0.068 0.008-0.547

Hypertension 0.043 0.342 0.121-0.969
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Tab.4 Multivariate Cox regression analysis of apotatinib in the

treatment of advanced gastric cancer

Factors P value RR 95%Cl
ECOG PS 0.007 1.964 1.202-3.211
HFSR 0.046 0.590 0.351-0.991
Hypertension 0.012 0.564 0.362-0.880
Dose (250 mg) 0.014 1.000

Dose (500 mg) 0.005 0.474 0.283-0.794
Dose (750 mg) 0.510 0.743 0.306-1.800
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