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Endostar combined with image guided radiation therapy in treatment of non-
small-cell lung cancer patients with brain metastasis

ZHAO Xiao-hui', JIA Yi-tao', WANG Zhi-min’, GENG Wei', LIU Bin'( 1. Department of Oncology, Provincial Hospi-
tal of Hebei, Shijiazhuang 050051, Hebei, China; 2. Department of Abdominal Oncology, The First People’ s Hospital of
Xingtai, Xingtai 054001, Hebei, China; 3. Department of General Surgery, Provincial Hospital of Hebei, Shijiazhuang
050051, Hebei, China )

[ Abstract ] Objective: To observe the short-term efficacy and toxicity of Endostar combined with image guided radiation
therapy ( IGRT ) in treatment of non-small-cell lung cancer ( NSCLC ) patients with brain metastasis. Methods: Forty
NSCLC patients with brain metastasis, who were treated in the Department of Oncology of Provincial Hospital of Hebei
during Jan. 2008 to Jun. 2008, were enrolled in the present study, and were randomly divided into trial group ( 22 cases )
and control group ( 18 cases ). The trial group received Endostar combined with IGRT ( Endostar + IGRT group ) and the
control group received only IGRT at the same dosage ( IGRT group ). The short-term efficacy was evaluated by RESICT
criteria and toxicity was evaluated according to NCI CTC Version 3. 0 criteria. Results: The overall response rate was
77.3% in Endostar + IGRT group versus 61.1% in IGRT group ( P <0.05 ). The clinical benefit rates in the Endostar +
IGRT group and IGRT group were 90.9% and 72.2% , respectively ( P <0.05 ). The main toxicities were leucopenia,
nausea/vomiting and acratia, and their incidences in Endostar + IGRT group were similar to those in IGRT group ( P >
0.05 ). The median free time to progression was 11.6 months in the Endostar + IGRT group and 11.3 months in the IGRT
group ( P >0.05 ); the one year survival rates were 54.5% and 55.6% , respectively, with no difference between the two
groups ( P >0.05 ). Conclusion: Endostar combined with IGRT can increase the total effective rate and clinical benefit of

NSCLC patients with brain metastasis.
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Tab.1 Total effective rate and clinical benefit rate of
Endostar combined with IGRT in treatment

of NSCLC patients with brain metastasis

Effective (n)  CR +PR CR +PR +
CR PR SD PD (%) SD(%)

Group N

Endo+IGRT 22 4 13 3 2 77.3 90.9
IGRT 18 2 9 2 5 61.1 72.7

Endo: Endostatin
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Tab.2 Adverse effects of Endostar combined with IGRT in
treatment of NSCLC patients with brain metastasis| 7( % ) ]

Endostar + IGRT IGRT
Adverse effect
(N =22) (N =18)
Leucopenia
Stage I 6(27.3) 4(22.2)
Stage 1I 3(13.6) 2(11.1)
Nausea/vomiting 3(13.6) 3(16.7)
Acratia 5(22.7) 4(22.2)
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