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Abstract: Objective
capecitabine tablets combined with oxaliplatin for injection (XELOX) in

To observe the clinical efficacy and safety of
the treatment of gastric cancer. Methods  Patients with stage II gastric
cancer who underwent D2 radical surgery in the hospital were divided into
control group and treatment group by the random number table method.
Starting at 4 weeks postoperatively, the control group was administered

tegifur capsules with dosage adjusted based on body surface area of 40 or
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60 mg, taken twice daily for 14 consecutive days, followed by a 1 — week break, with each 21 — day cycle repeated for
8 consecutive cycles. The treatment group received 130 mg + m > of intravenous oxaliplatin on the first postoperative
day, followed by capecitabine tablets at 1 000 mg + m > per dose, twice daily from days 1 to 14, followed by a 1 —
week break, with each 21 - day cycle repeated for 8 consecutive cycles. The carcinoembryonic antigen ( CEA),
carbohydrate antigen 72 —4 (CA72 —4) , carbohydrate antigen 19 -9 (CA19 —9), microRNA —34a (miR -34a) , disease
— free survival (DFS) and overall survival (OS) were compared between the two groups, and the safety evaluation was
performed. Results A total of 150 patients were screened, and 130 cases were enrolled in the trial, including 65

cases in control group (with 5 dropouts) and 65 cases in treatment group (with 5 dropouts). Ultimately, 60 patients
from each group were included in the statistical analysis. After 8 cycles of treatment, CEA levels in treatment group and
control group were (4.83 +1.22) and (6.33 +1.14) ng + mL™", CA19 -9 levels were (24.33 +3.58) and
(28.86+4.18) U - mL™", CA72 — 4 levels were (5.48 1.22) and (7.27 +1.55) pg + L™
expression levels of miR —34a were 2. 57 £0.45 and 2. 13 £0. 42, respectively. Compared with control group, the

, the relative

aforementioned indicators in treatment group showed statistically significant differences (all P <0.05). The median
DFS values in treatment group and control group were 56 and 48 months, respectively, and the difference in DFS
survival curve between the two groups was statistically significant ( P <0.05) ; the median OS values were 62 and
60 months, respectively, and there was no statistically significant difference between the two groups (P >0.05).
Adverse drug reactions in treatment group included leukopenia, thrombocytopenia and peripheral neurotoxicity, while
those in control group included leukopenia and thrombocytopenia. The incidence rates of peripheral neurotoxicity in
treatment group and control group were 6. 67% (4 cases/60 cases) and 0% (0 cases /60 cases) , the incidence rates
of hand - foot syndrome were 21. 67% (13 cases/60 cases) and 0% (0 cases/60 cases) , the incidence rates of grade
= Il leukopenia were 16.67% (10 cases /60 cases) and 5.00% (3 cases /60 cases) , the incidence rates of grade
= I thrombocytopenia were 8.33% (5 cases /60 cases) and 0% (0 cases /60 cases) , respectively. The incidence
rates of the aforementioned adverse drug reactions in treatment group were statistically significantly different from those in
control group (all P <0.05). Conclusion The application of XELOX regimen as postoperative adjuvant chemotherapy
for stage II gastric cancer can effectively improve the levels of tumor markers and prolong the DFS, and has more obvious
advantages compared to tegafur capsule gimeracil oteracil potassium single — drug regimen, but the adverse drug reactions
are also more obvious.

Key words: capecitabine tablet; oxaliplatin for injection; gastric cancer; tumor marker; prognosis
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Table 1 Comparison of generol information between the two groups

Control Treatment
Item
(n=60) (n=60)
Gender(n, %)
Male 34(56.67) 39(65.00)
Female 26(43.33) 21(35.00)

Age(years, x £5) 53.16 £5.69 54.26 £6.72

ECOG score(n, %)

0 points 15(25.00)  12(20.00)

1 point 40(66.67) 38(63.33)

2 points 5(8.33) 10(16.67)
Tumor location(n, % )

Gastric antrum 20(33.33) 20(33.33)

Gastric body 30(50.00) 28(46.67)

Cardia — gastric fundus 10(16.67) 12(20.00)
Pathological classification(n, % )

Poorly differentiated adenocarcinoma 18(30.00) 22(36.67)

Z’f{(:iitji}ifn;;;— poorly differentiated 25(41.67)  20(33.33)

Moderately differentiated adenocarcinoma  10(16.67)  10(16.67)

Highly differentiated adenocarcinoma 7(11.67) 8(13.33)
HER -2(n, %)

Positive 3(5.00) 5(8.33)

Negative 57(95.00) 55(91.67)
Mismatch repair status(n, % )

dMMR 4(6.67)  6(10.00)

pMMR 56(93.33)  54(90.00)
Lauren classification(n, % )

Intestinal type 14(23.33) 16(26.67)

Diffuse type 46(76.67) 44(73.33)

ECOG: Eastern Cooperative Oncology Group ; HER -2 Human epidermal
growth factor receptor 2; dMMR: Defective mismatch repair; pMMR:
Proficient mismatch repair; Control group: Tegafur gimeracil oteracil

potassium single — drug regimen ; Treatment group: XELOX regimen.

4 ZEWEIFHN

I ANE MR RENE T R LR A IR Y B R A R
Fr XA, = I % 40 B sk R I/ AR s b A
AR T AL RS R R R G
HX (¥ P<0.05),W%k3 Mk4,

F2 2 HBE MG MIEFRE LR (2 2 5)
Table 2

Comparison of serum tumor markers between the two

groups (% £s)

Indicator Control (n =60) Treatment(n =60)

CEA(ng - mL™1)

Before treatment 9.11 £1.52 9.28 £1.48

4 cycles of treatment 7.88 £1.58* 7.05+1.42"

8 cycles of treatment 6.33 +1. 14 4.83+1.22%*
CA19-9(U - mL™")

Before treatment 36.52 +4.35 36.24 £4.19

4 cycles of treatment 33.24 +4.52° 30.47 £4.61 "

8 cycles of treatment 28.86 +4. 18 24.33 £3.58 %
CA72 -4(pg - L7Y)

Before treatment 10.53 1. 45 10.41 £1.52

4 cycles of treatment 8.68 £1.57° 7.56 £1.44"

8 cycles of treatment 7.27 £1.55% 5.48 £1.22**
miR -34a

Before treatment 1.51 0. 36 1.53 £0.31

4 cycles of treatment 1. 87 +0. 33* 2.06+0.38*

8 cycles of treatment 2.13 £0.42% 2.57 +0.45**

CEA; Carcinoembryonic antigen; CA72 — 4. Carbohydrate antigen 72 —4;
CA19 - 9: Carbohydrate antigen 19 — 9; miR - 34a: microRNA - 34a;
Compared with before treatment in the same group, * P < 0. 05 ; Compared

with 4 cycles of treatment in the same group,”P <0. 05.

R3 2HBEAYAR RN AEERNLB (n, %)
Table 3

Comparison of total incidence rate of adverse drug

reactions between the two groups (n, % )

Adverse drug reaction Control (n =60) Treatment(n =60)

Leukopenia 20(33.33) 24(40.00)
Thrombocytopenia 10(16.67) 12(20.00)
Anemia 3(5.00) 4(6.67)
Nausea/vomiting 20(33.33) 22(36.67)
Diarrhea 11(18.33) 13(21.67)
Fatigue 21(35.00) 23(38.33)
Liver function injury 12(20.00) 14(23.33)
Skin rash 10(16.67) 17(28.33)
Peripheral neurotoxicity 0(0) 4(6.67) "
Hand — foot syndrome 0(0) 13(21.67) *

Compared with control group, * P <0.05.
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Figure 1  Comparison of survival curve between the two groups

DFS: Disease — free survival; OS: Overall survival.

x4 2410%= W R RRBIAER LA (n, %)
Table 4 Comparison of incidence rates of grade= [l adverse drug

reactions between the two groups(n, % )

Adverse drug reaction Control (n =60) Treatment(n =60)

Leukopenia 3(5.00) 10(16.67) *
Thrombocytopenia 0(0) 5(8.33) "
Anemia 0(0) 0(0)
Nausea/vomiting 4(6.67) 9(15)
Diarrhea 2(3.33) 4(6.67)
Fatigue 9(15) 12(20)
Liver function injury 0(0) 2(3.33)
Skin rash 0(0) 2(3.33)
Peripheral neurotoxicity 0(0) 0(0)

Hand - foot syndrome 0(0) 1(1.67)

Compared with control group, * P <0. 05.
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