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[ Abstract ] Background and objective Raf kinase inhibitory protein (RKIP) belongs to the phosphatidylethanol-
amine binding protein (PEBP) family. RKIP is an endogenous inhibitor of the Raf-1-MEK1/2-ERK1/2 signaling pathway, NF-
kappaB signaling pathway and G protein coupled receptors signaling pathway. The aim of this study is to explore the expres-
sion of RKIP in lung squamous cell carcinoma, and the relationship between RKIP expression and clinical pathology of lung
squamous cell carcinoma. Methods The expression of RKIP mRNA was detected in 56 lung squamous cell carcinoma tissues
and adjacent cancer tissues by RT-PCR. The expression level of RKIP protein was detected by Western blot. The positive rates
of RKIP expression in cancer tissues and adjacent cancer tissues were analyzed. Results RKIP mRNA positive expression rate
in cancer tissues was significantly lower than that in adjacent cancer tissues (P<0.05). The positive rate of RKIP mRNA expres-
sion in the cancer tissues with lymph node metastasis was significantly lower than that without lymph node metastasis (P<0.0S).
RKIP mRNA expression has no remarkable correlation with age, sex, tumor differentiation and size (P>0.05). RKIP protein ex-
pression in the cancer tissues was significantly lower than that in adjacent cancer tissues (P<0.05). Conclusion The deficiency
of RKIP expression is positively correlated with carcinogenesis and invasion metastasis of lung squamous cell carcinoma.
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Fig 1 The expression of RKIP mRNA in lung squamous cell carcinoma
tissues and adjacent cancer tissues. N: adjacent normal tissues; C:

squamous cell carcinoma tissues.

Tab 1 The relation between expression of RKIP mRNA in lung squamous cell carcinoma tissues and clinicopathologic factors

Pathologic parameter n RKIP mRNA positive rate [n (%)] X2 P

Tissue 8.851 0.003
Adjacement cancer tissue 56 44 (78.57)
Squamous cell carcinoma tissue 56 29 (51.79)

Sex 0.054 0.817
Male 32 17 (53.13)
Female 24 12 (50.00)

Age (year) 2.176 0.140
<60 36 16 (44.44)
>60 20 13 (65.00)

Size of primary carcinoma (cm) 1.290 0.256
<3 23 14 (60.87)
>3 33 15 (45.45)

Degree of differentiation 0.258 0.879
Well differentiated 17 8 (47.06)
Moderately differentiated 21 11 (52.38)
Poorly differentiated 18 10 (55.56)

Lymph nodes metastasis 12.989 <0.001
Negative 17 15 (88.24)
Positive 39 14 (35.90)
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Fig 2 The expression of RKIP in lung squamous cell carcinoma tissues and adjacent cancer tissues. A: Results of Western blot; B: The relative

expression changes of RKIP in squamous cell carcinoma tissues and adjacent cancer tissues. *: adjacent cancer tissues vs squamous cell carcinoma

tissues, P<0.05.
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