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Different Administration Ways of Endostar Combined with TP Regimen on Advanced
Ovarian Cancer Patients

ZHANG Chi, DENG Wenying, LI Ning, XU Yongfei, ZHANG Yanping, WEI Chen, SHEN
Wei, LUO Suxia

Department of Internal Medicine Oncology, The Affiliated Cancer Hospital of Zhengzhou
University, Zhengzhou 450008, China

Abstract: Objective To observe the efficacy and safety of intravenous infusion and pump of rh-endostatin
injection (Endostar) combined with paclitaxel puls cisplatin (TP) regimen on patients with advanced ovarian
cancer. Methods Thirty-two patients with advanced ovarian cancer confirmed by histopathology or
cytopathology were randomly divided into trial group (intravenous pumping+TP, n=16) and control group
(intravenous infusion+TP, n=16). The serum VEGF levels and tumor size were measured before and after two
cycles, and after four cycles of treatment between both groups, to evaluate the clinical efficacy and safety.
Results After two cycles treatment, the effective rate was 37.5% (6/16) and disease control rate was 62.5%
(10/16) in the trail group; while those were 25.0% (4/16) and 62.5% (10/16) in the control group(P>0.05).
After four cycles treatment, the effective rate was 50.0% (8/16) and disease control rate was 81.3% (13/16)
in the trail group; while those were 31.3% (5/16) and 75.0% (12/16) in the control group(P>0.05). The serum
VEGEF levels in the trial group were lower than that in the control group (P<0.05), and the VEGF levels after
four cycles treatment were significantly lower than that after two cycles treatment (P<0.01). The incidence of
cardiovascular toxicity and myelosuppression in the trial group were lower than those in the control group,
with significant difference(P<0.05). Conclusion The effect of intravenous pumping of Endostar on patients
with advanced ovarian cancer is remarkable; it could reduce the S-VEGF level and has lower adverse reaction
than intravenous infusion.

Key words: Ovarian cancer; Endostain; Endostar; Intravenous pump; Intravenous infusion; VEGF; Angiogenesis
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Tablel General data of patients with esophageal cancer

between trial and control groups (7)

Clinical data Experimental ~ Control
group group
ECOG score >0.05
0-1 14 15
2 2 1
Clinical stages >0.05
Me 2 3
v 14 13
Pathological type >0.05
Serous adenocarcinoma 16 15
Mucinous adenocacinoma 0 1
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&2 WABRFIEHTRLE [41(%)]
Table2 Comparison of short-term efficacy between two

groups [n(%)]

Groups n Cycles CR PR SD PD RR DCR

Experi-16 2 0(0) 6(37.5) 4(25.0) 6(37.5)6(37.5)" 10(62.5)"
mental 4 1(6.3)7(43.8) 5(31.3) 3(18.8)8(50.0) " 13(81.3)"
Controll6 2 0(0) 4(25.0) 6(37.5) 6(37.5)4(25.0) 10(62.5)

4 0(0) 5(31.3)7(43.8)4(25.0)5(31.3) 12(75.0)

Notes: *: P>0.05, compared with control group after two cycles of
treatment; **: P<0.05, compared with control group after four cycles of

treatment
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R3 WMHEBETRREELZEFRELE (ts) (pg/ml)
Table3 Comparison of VEGF level between two groups (x

+5) (pg/ml)
Adverse reactions

Experimental group Control group P

Cardiovascular toxicity 0 5 0.043
Myelotoxicity 2 9 0.023
Nausea and vomitting 9 11 0.716
Alopecia 11 13 0.685
Sore muscles and joints 13 10 0.433

2.3 IRITRIIE IME VEGF /K-
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B (P>0.05) . P47 R VEGF KV H8AT F il
SBERRAT (P<0.01) . Forfr, JAYFF2JRIE W4 sk
L5 AL L (P<0.05) , J0FF4ER R
AT RRAL IR N i35 (P<0.01) , WL3R4.

F4 WHEBEBITHIRLEVEGFKELLE (ts) (pg/ml)
Table4 Comparison of VEGF level between two groups (¥
+s) (pg/ml)

Experimental group
(n=16)
645.56+41.08

Control group
(n=16)
647.93+48.27
508.09+54.28" 528.43+£57.12"
379.66+55.47"" 414.86+45.66°

Notes: *: P<0.01, compared with the same group before treatment; #

Time of treatment

Before treatment
After two cycles
After four cycles

P<0.05, compared with control group after two cycles of treatment; ":

P<0.05, compared with control group after four cycles of treatment
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