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Expression of Activated p38 in Non-small Cell Lung Cancer and Their Clinical Significance
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Abdract :Objective  To investigate the expresson and activation of mitogen-activated protein kinase p38
and its relationship with clinicopathological characters in nonsmall cell lung cancer. Methods Samples
were obtained from 52 patients with non-small cell lung cancer. Western blot was used to measure the ac-
tivation and expresson of p38 and P-p38. Immunohistochemistry was used for localization of p38 and P
p38. Results Inal 52 samples,the expression level of P-p38 in lung cancer tissuesincreased ,which was
2.1 times as high as compared with those in adjacent normal tissues( P<0.01) , but there were no differ-
ence of the level of p38. The expression level of P-p38 wasfound no correlativity with tumor size, TNM
staging ,lymph node metastas s and pathologic type. Immunohistochemistry showed that P-p38 was loca
ted in both nucleus and cytoplasm ,and p38 was found only in cytoplasm. Conclusion The overactivity of
p38 may play an important role in the development of human non-small cell lung cancer.
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Tab 1 The expression of p38 and P-p38 in NSCLC
Item oD t P
p38
L ung cancer 236.57 +112.36
Normal control 219.41 +94.67 0.83 >0.05
P-p38
L ung cancer 187.96 +123.67
Normal control 89.50+54.25 5.21 <0.01
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Figl p38and P-p38 expression in NSCLC
and normal lung tissues by Western blot
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Tab 2 Relationship between P-p38 expression and
clinicopathologic characteristics of NSCLC(x 9

Item ,:u\(ﬁrp?gﬁ P
Histology
Squamous cell carcinoma 27 2.0x1.5
Adenocarcinoma 23 2.2%0.9 0.571 >0.05
P TNM stage
+ 21 1.9%0.6
+ 31 2.2%1.8 0.735 >0.05
Tumor sze
<5cm 22 2.3%1.3
=5cm 30 2.0%1.1 0.942 >0.05
Lymph node metastass
With 37 2.3%0.9
Without 15 1.9+1.6 1.146 >0.05

* : The average value of the ratio of cancer tissues to adjacent
normal tissues

a:p38 expressed in the cytosol of the NSCL C,dyeing with yellow;
b:P-p38 expressed in both the cytosol and nuclear of the NSCLC,
dyeing with yellow (SP method ,origina magnification x 200)
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Fig2 The expression of p38 and Pp38 in NSCLC
(SP x200)
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