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Clinical observation of recombinant human endostatin
combined with carboplatin and etoposide for
advanced small — cell lung cancer
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University, Changsha , Hunan , 410013)

ABSTRACT: Objective To study the clinical effects of recombinant human endostatin com-
bined with carboplatin and etoposide regime (CE regime) in the treatment of advanced small — cell
lung cancer. Methods Forty — three patients with advanced small — cell lung cancer were randomly
divided into control group and observation group. The control group (7 =19) was administered CE
regime, whereas the observation group (n = 24) was added with recombinant human endostatin
based on CE regime. After 2 cycles of treatment, the clinical effects and safety of 2 groups were
compared. Results The remission rates and median progression — free survivals (MPFS) of the ob-
servation group and the control group were respectively 84.2% and 50.0% as well as 7.9 months
and 6.1 months, and there were both significant differences between both groups. The median sur-
vival time (MST) of 2 groups was 11. 1 months and 11.0 months, respectively, but there was no
significant difference. There was also no marked difference between both groups in terms of toxic
and side effects exerted by chemotherapeutics. Conclusion In the treatment of advanced small — cell
lung cancer, recombinant human endostatin combined with CE regimen has better short — term
therapeutic effects and tolerance.

KEY WORDS: small — cell lung cancer; recombinant human endostatin; carboplatin; etopo-
side
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