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Expression of AL IP and its correlation with apoptosis in non-small cell lung cancer CAO Yong, LI Qingquan,
ZHONG Lihou, WANG Ailing. Respiratory Department, Renmin Hcspital, Wuhan University, Wuhan,
Hubel 430061, P. R. China

Abgtract  Objective  To invegtigate the relation between FL IP expresson and gooptossin norrsmal cel
lung cancer (NSCLC). Methods FL IP expresion was examined in forty-eight paraffin-embeded NSCL C samples
and 16 benign pulmonary disease tissues by immunohistochemistry method. Apoptossof NSCL C cdls was detected
by TUNEL technique. Results The postive rateof FL IP expressonin NSCLC was 83. 33 %(40/ 48) , which was
dgnificantly higher than that in benign pulmonary disease tissues ( P <0.01). The expresdon leved of FL IP was
cosdy rdated to TNM stages and lymph node involvement , but not to histological classfication and cdl differentiar
tion. No correation wasobserved between the expresdon of FL IP and apoptossindex of tumor cdls (r = - 0.211,
P>0.05). Conclusion Overexpresion of FL IP may be involved in the progresion of NSCLC, but its expresdon
may not be related to cel gpoptossin NSCLC.
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Tab 1 Corrdation of FL IPand Al with dinical pathophysologica characteristicsof NSCLC
L. A IP Apoptos's
Characterigic -
Expresdon F P Al( %) p
Higtologicd dasdfication
Squamous cell carcinoma 21 17.095+8.384 6.321+1.741
Adenocarcinoma 20  17.466+9.372 F=1.171 P>0.05 6.260+2.372 P>0.05
Large cdl lung carcer 7 11.641+7.945 7.117 +1.400
P TNM sage
16 10.786+7.124 F=8.723 P<0.01  6.226+1.368
20 16.882+7.843 q =3.267 P<0.05 6.266+2.422 P>0.05
+ 12 23.299+7.871 q =3.867 P<0.01  6.902+1.891
Cdl differentiation
Well 14  16.398+10.517 5.684+1.857
Moderate 18 17.816+7.107 F=0.406 P>0.05 6.667+1.790 P>0.05
Non + poor 16 14.971+9.151 6.761+2.201
Lymph node status
NO 17  10.601+6.950 6.488 +1.689
t=3.824 P<0.01 P>0.05
N1 3 31  19.664+8.314 6.370+2.165
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