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Clinical Observation of Erlotinib for Advanced Lung Adenocarcinoma with EGFR Status Unknown
PAN Hai-dong. ( Department of Oncology , Dongguan Kanghua Hospital , Dongguan 523000, China)

Abstract ; Objective  To evaluate the curative effect of erlotinib for advanced lung adenocarcinoma
with EGFR status unknown and PSz3. Methods 43 previously untreated patients whose EGFR status un-
known and PSz=3 with advanced lung adenocarcinoma were treated from January 2010 to July 2011.21 pa-
tients of them were treated with erlotinib( treatment group ) ,22 patients were treated with supportive treatment
(control group) . Results 2 months after treatment, there were 4 patients with partial remission,8 patients
with stable disease and 8 patients with progression in the treatment group,no one with complete remission.
The response rate of treatment group was 19. 0% , disease control rate was 57. 1% . There were 5 patients with
stable disease,16 patients with progression, and no one with complete remission or partial remission in the
control group. The disease control rate of the control group was 22.7% . The differences of response rate and
disease control rate between the two groups were statistically significant( P <0.01) . The median progression-
free survival of the treatment group and control group were 4.0 months and 1.0 month resepectively ; the me-
dian survival time of the treatment group and control group were 7. 0 months and 3. 0 months respectively.
The differences were statistically significant( P < 0. 01). Conclusion Erlotinib can benefit some patients
with advanced lung adenocarcinoma with unknown EGFR status due to limited detection conditions, extend
the survival with less adverse reaction which is tolerable to the patients.
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Expression and Correlation of HIF-1a and VEGF in Bladder Transitional Cell Carcinoma
Xin. ( Department of Pathology , Tianjin Third Hospital , Tianjin 300250, China)
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Abstract: Objective To explore the expression and clinical significance of HIF-1a and VEGF and the
correlation of the two factors in bladder transitional cell carcinoma( BTCC). Methods SP method of immu-
nohistochemistry was used for detecting the expression of HIF-1at and VEGF in mucosa of 52 BTCC samples
and 10 normal controls. Results HIF-1a and VEGF positive rates were 51.9% and 57.7% of BTCC sam-
ples, respectively , which were significantly different compared with the control group( P <0.05). The expres-
sion of HIF-1a and VEGF had positive correlation with pathologic grades and clinical stages(P <0.05). And
the expression of the two factors had positive correlation with each other(rs =0.406,P <0.05). Conclusion

HIF-1a and VEGF expression have a significant effect on the biological behavior of BTCC.

Key words:; Transitional-cell carcinoma of bladder; Hypoxia-inducible factor-1a; Vascular endothelial

growth factor; Immunohistochemistry; Biological behavior
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