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Clinical study on recombinant human endostatin combined with cetuximab and
FOLFIRI chemotherapy in treatment of advanced colorectal cancer

PENG Xiao-hui
Tianjin Public Security Hospital, Tianjin 300041, China

Abstract: Objective To investigate the clinical effect of Recombinant Human Endostatin Injection combined with Cetuximab
Solution for infusion and FOLFIRI chemotherapy in treatment of advanced colorectal cancer. Methods Patients (80 cases) with
advanced colorectal cancer in Tianjin Public Security Hospital from March 2014 to March 2016 were randomly divided into control
and treatment groups, and each group had 40 cases. Patients in the control group were iv administered with Cetuximab Solution for
infusion, the first dose of 400 mg/m?, maintenance dose of 250 mg/m’, once daily. The FOLFIRI chemotherapy started after the end of
cetuximab treatment for 60 min. Patients in the control group were iv administered with Irinotecan Hydrochloride Injection in the first
day treatment, 180 mg/m” added into normal saline 250 mL; and were iv administered with Calcium Folinate Injection in the first and
second day treatment, 200 mg/m’ added into normal saline 250 mL. In the same time, they were also iv administered with
Fluorouracil Injection in the first day treatment, 400 mg/m? then 2 400 mg/m’ continuous intravenous infusion. Patients in the

treatment group were iv administered with Recombinant Human Endostatin Injection on the basis of the control group,

ks BE: 2016-12-27
&R BBE (1967—), T3, A&, W55 AL, Tel: 13752333379 E-mail: happy-xueyu@163.com



+510 - AR HwE kA  Drugs & Clinic FEBE FIW 201743 A

15 mg added into normal saline 500 mL, continuous treatment of 10 d. Patients in two groups were treated for 4 courses, 2 weeks as
one course. After treatment, the clinical efficacies were evaluated, and immune function and tumor marker levels in two groups were
compared. Results After treatment, the ORR in the control and treatment groups were 45.0% and 67.5%, respectively, and the DCR
in the control and treatment groups were 85.0% and 92.5%, respectively, and there was difference between two groups (P < 0.05).
After treatment, CD*" and CD*/CD*" in two groups were significantly increased, but the CD®" in two groups were significantly
decreased, and the difference was statistically significant in the same group (P < 0.05). And the observational indexes in the treatment
group were significantly better than those in the control group, with significant difference between two groups (P < 0.05). After
treatment, CEA and CA199 levels in two groups were significantly decreased, and the difference was statistically significant in the
same group (P < 0.05). And the observational indexes in the treatment group were significantly lower than those in the control group,
with significant difference between two groups (P < 0.05). There were no difference of PFS, OS and adverse reaction rates between
two groups. Conclusion Recombinant Human Endostatin Injection combined with Cetuximab Solution for infusion and FOLFIRI
chemotherapy has clinical curative effect in treatment of advanced colorectal cancer, can improve immune function, and decrease
tumor marker levels, which has a certain clinical application value.
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Table 3 Comparison on tumor marker levels between two
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WITIE 3369111623 165.93+12.28"

b=bad BITHT  786.25+21.36 335.65+17.28
W 217.25+18.56™4 76.39+13.27°4
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*P <0.05 vs same group before treatment; * P < 0.05 vs control group

after treatment
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