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Expression and relation of survivin and caspase — 3 in non — small cell lung cancer
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ABSTRACT Objective: To explore the expression of survivin and caspase — 3 in non— small cell lung cancer(NSCLC), to analyze their
action mechanism and relation in NSCLC. Methods: Immunohistochemical KIT method was used to detect the expression of survivin and caspase
-3 in 60 NSCLC tissues and 20 normal lung tissues. Results: The positive expression rates {61.67% )of survivin with NSCLC were significantly
higher than that(5% ) of normal lung tissue; the positive expression rates (76.92% )of survivin in Stage [l were significantly higher than Stage I
+ [1(50%), there are all significant differences(P <0.05), there were no correlation between survivin and age, gender, pathological type, his-
tological differentiation, lymph node metastases status. The positive expression rates (43.33% ) of caspase — 3 with NSCLC were significantly low-
er than that (85% ) with normal lung tissue; The positive expression rates {58.06% ) of caspase — 3 in good differentiated tissue were significantly
higher than that in poor differentiated tissue; The positive expression rates (56.25% ) of caspase — 3 in squamous cell carcinoma were significantly
higher than that in adenocarcinoma, there are all significant differences (P <0.05), there were no correlation between caspase - 3 and age, gen-
der, TNM stage, lymph node metastases status. Conclusions: The survivin expression with NSCLC elevated and was negatively correlated with the
caspase — 3 expression which decreased, these findings suggest survivin could take part in the advances of lung cancer and inhibit apoptosis
through suppressing the motivation of caspase — 3; inactivation of caspase - 3 could induce the proliferation of carcinoma cell.
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Table 1 Expression of survivin and caspase - 3 in the normal and lung cancer tissues

survivin caspase — 3
e s R AR P A i Pl
EHAS 20 5.00%(1) 95.00% (19) 0.000 85.00% (17) 15.00%(3) 0.001
el 60 61.67%(37) 38.33%(23) 43.33%(26) 56.67%(34)

gk 1 PR - 7€ 20 B IE 3 B 20 £ P survivin 3 I BREEREE RIS R Y 5% , T 60 M HA S survivin FHERBRY 61.67% , HEHEELRHE
(P =0.000), 7€ 20 fAIE X SH caspase - 3 MEIBHEFAE N 85% , Tl 60 BB S caspase - 3 ME MRV RN 43.33%, AEETRES

B#(P=0.001),
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Table 2 Survivin, caspase — 3 and clinical pathologiccharacteristic

survivin

caspase — 3

#el % PR BiE Pl R B Pl

£ =60 2 72.72%(16) 27.28%(6) 0.388 40.91%(9) 50.09%(13) 0.1711
<60 38 55.26%(21) 44.74%(17) 44.74%(17) 55.26%(21)

1:37]| L2} 36 61.11%(2) 38.89%(14) 0.914 41.67%(15) 58.33%(21) 0.750
i 2 62.50%(15) 37.50%(9) 45.83%(11) 54.17%(13)

HEYg # 37 59.46% (22) 40.549%(15) 0.656 43.24%(16) 56.76% (21) 0.986
x 23 65.2%(15) 34.78%(8) 43.489%(10) 56.52%(13)

R % 32 56.25%(18) 43.75%(14) 0.188 56.25%(18) 43.75%(14) 0.031

L. iR 28 67.86%(19) 56.25%(9) 28.57%(8) 71.43%(20)

™™ I+0 34 50.00%(17) 50.00%(17) 0.034 41.76% (14) 58.249%(20) 0.700
m 26 76.92% (20) 23.08%(6) 46.15% (12) 53.85%(6)

M H+H 31 45.16%(14) 54.84%(17) 0.007 58.06% (18) 41.94%(13) 0.017

BE it 29 79.32%(23) 20.68%(6) 27.59%(8) 73.14%(21)

M2 IR + o EALE T auvivin BE K RERIEAKT L8, 1T caspase ~ 3 AN TR, MHEER survivin T 0 BHERIEFE(76.
92%)RTF I + [ B#ERAR(50.00%), NEH BFHEXR (P=0.034), BAALH caspase - 3 B MM A (56.25% ) & THAMH(28.57%),
MERABEHHER(P=0.031), T suvivin SHARYER, —HHH5FH HH HKESRBRAKEX.
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Table 3  Survivin and caspase — 3
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