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[ Abstract ] Background and objective Raf kinase inhibitory protein (RKIP) belongs to the phosphatidylethanol-
amine binding protein family. RKIP is an endogenous inhibitor of the ERK/MAPK, NF-kB, and G protein-coupled receptor
signaling pathways. This study aims to investigate the expression of RKIP in non-small cell lung cancer (NSCLC) and to de-
termine the association of RKIP expression with the clinicopathologic features of NSCLC. Methods Reverse transcription-
polymerase chain reaction, Western blot, and immunohistochemistry were used to detect RKIP expression in 83 specimens
with NSCLC and normal lung tissues and to analyze the association of RKIP expression with the clinicopathologic features
of NSCLC. All cases were confirmed by pathological diagnosis, and primary tumors were not found at other sites. No medical
records of preoperative radiotherapy, chemotherapy, and immunotherapy were found in the groups. Results RKIP expression
was down-regulated significantly in NSCLC compared with adjacent cancer tissues (P<0.05). It was associated with differen-
tiation, pathological tumor-node-metastasis stage, survival time, and lympho invasion (P<0.05) but not with gender, smoking
status, age, tumor size, and histologic type (P>0.05). Conclusion The deficiency of RKIP expression is positively correlated
with carcinogenesis and invasion metastasis of NSCLC. RKIP is a potential marker and target for clinic therapy.
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Fig 1 Expression of RKIP mRNA in different lung tissues were detected

by RT-PCR. M: marker; N: normal lung tissue; Ca: lung cancer tissue.
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Fig 2 Expression of RKIP protein in different lung tissues were detected
by Western blot. N: normal lung tissue; Ca: lung cancer tissue.

B 3 RKIPZERfifR & %%
Hikke (SP, X200) ,
A : RKIP+ ; B : RKIP-,

Fig 3 Immunohistochemi-
cal staining of RKIP in lung
adenocarcinoma (SP, X
200). A: RKIP+; B: RKIP-.

HRERERERERE
www.lungca.org



* 600 ¢

o [ i 2 di20124E 10 581545108 Chin J Lung Cancer, October 2012, Vol.15, No.10

= 1 BiEA R RRKIPRIRIE S B fE IG KR IEFFERIX &

Tab 1 Correlation between the expression of RKIP with the clinicopathological characteristics of lung cancer

Variable n RT-PCR t P Western blot t P RKIP+(%) X2 P

Gender 0.021  0.984 0.149  0.889 0.312 0.576
Male 48  1.217%+0.534 0.612%0.106 19 (39.58)
Female 35  1.209%0.378 0.598+0.124 16 (45.71)

Smoking status 0.005 0.996 0.182  0.864 0.690 0.406
Yes 43  1.213%+0.326 0.617£0.205 20 (46.51)
No 40  1.208%+0.427 0.587£0.198 15 (37.50)

Age (yn) 0.006  0.995 0.035 0.974 1.627  0.202
<50 43 1.219%+0.423 0.629%£0.212 21 (48.84)
=50 40  1.217%+0.358 0.623+0.206 14 (35.00)

Diameter (cm) 0.003  0.998 0.009  0.993 0.017 0.898
<3 42 1.219%0.479 0.621£0.213 18 (42.86)
=3 41 1.218%+0.378 0.619%0.304 17 (41.46)

Histological type 0.017*  0.988 0.017*  0.987 0.535 091
Squamous cell carcinoma 32 1.217%+0.372 0.623+0.235 15 (46.88)
Adenocarcinoma 40  1.212%+0.367 0.620+0.204 16 (40.00)
Adenosquamous cell carcinoma 1.213£0.352 0.598+0.305 3(37.50)
Large-cell carcinoma 1.211£0.377 0.618+0.264 1(33.33)

Differentiation 3.270*  0.031 2.851* 0.046 9.556  0.008
Well 25 1.786%0.224 0.734£0.224 15 (60.00)
Mediate 23 1.162%0.243 0.318%0.117 12 (52.17)
Poor 35  1.101+0.004 0.104%0.005 8(22.86)

pTNM stage 3.717  0.021 2.869 0.046 4928 0.026
1+I1 38  1.747%+0.213 0.698+0.214 21 (55.26)
H+1V 45  1.102%0.212 0.306+0.101 14 (31.11)

Survival time (yr) 3.222 0.032 2962  0.041 6.119  0.013
=2 39 1.885%0.376 0.728+£0.225 22 (56.41)
<2 44  1.148%0.125 0.302£0.107 13 (29.55)

Lympho invasion 3.093 0.036 3.568 0.023 7442  0.006
No 40  1.989%0.453 0.737£0.175 23 (57.50)
Yes 43 1.153%+0.118 0.309%0.112 12 (27.91)

*F value.
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