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Abstract : Objective  To investigate the expression of raf kinase inhibitor protein (RKIP) and matrix met-
alloproteinase-2(MMP-2) in non-small cell lung cancer (NSCLC) and their correlation with the clinico-
pathologic features and prognosis. Methods RKIP and MMP-2 protein expression of 83 cases of lung car-
cinoma specimens and non-tumor lung samples around were investigated by using immunohistochemistry.
Results Immunohistochemistry results revealed that of the 83 cases,there was a low expression between
RKIP and a high expression of MMP-2,20.5% (17/83) and 69. 9% (58/83) respectively. There was
correlation between RKIP and MMP-2 protein expression and differentiation of tumor, TNM staging.de-
velopment of lymph node metastasis and the survival time(P<C0. 05, respectively). RKIP expression was
negatively correlated with MMP-2 expression in NSCLC(P<C0. 05) ; the 2-year survival rate with low lev-
el of RKIP protein was much more decreased than those with high level of MMP-2 protein(P<C0. 05).
Conclusion The low expression of RKIP was closely correlated with invasion and metastasis of NSCLC.
RKIP may be a NSCLC metastasis suppressor,whose down-regulation expression would lead to the over-
expression of MMP-2,as a result, promoting the invasion and metastasis of lung carcinoma cells.
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Figure 1 Expression of RKIP in different lung tissues(IHC
X200)
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Figure 2 Expression of MMP-2 in different lung cancer tis-

sues(IHC X 200)
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Table 1 Comparison of RKIP and MMP-2 expression between non-small cell lung cancer and paracancerous normal lung tissues[ 72( %4) ]

Groups n  RKIP positive( %) X: P MMP-2 positive( %) x P
Paracancerous tissues 83 66(79.5) 25(30. 1)
Cancer tissues 83 17(20.5) 57. 855 0. 000 58(69.9) 26. 241 0. 000

®2 dE/NAREAGEE LR B RKIP F1 MMP-2 FRIER X 5 RFEHFERX R O0]
Table 2 The relationship between positive expression of RKIP and MMP-2 with clinicopathologic characteristics of non-small cell

lung cancer[ n( %) ]

Variable n RKIP positive x P MMP-2 positive x P

Gender

Male 48 9(18.8) 32(66.7)

Female 35 8(22.9) 0.210 0. 647 26(74.3) 0. 210 0. 647
Smoking

Yes 43 10(23. 3) 30069. 8)

No 40 7(17.5) 0. 422 0.516 28(70.0) 0. 001 0.982
Age(years)

<50 43 11(25.6) 27(62.8)

=50 40 6(15.0) 1. 425 0. 233 31(77.5) 2.130 0. 144
Diameter(cm)

<3 42 9(21.4) 26(61.9)

>3 41 8(19.5) 0. 047 0. 829 32(78.0) 2.569 0. 109

Histological type

Squamous cell carcinoma 36 8(22.2) 25(69. 4)

Adenocarcinoma 47 9(19. 1) 0.118 0. 731 33(70.2) 0. 006 0. 940
Differentiation

Well 25 9(36.0) 12(48.0)

Mediate 23 5(21.7) 6.767 0. 034 16(69. 6) 9. 856 0. 007

Poor 35 3(8.6) 30(85.7)
pTNM stage

I ~1 38 13(34.2) 22(57.9)

m~ 1N 45 4(8.9) 8. 111 0. 004 36(80.0) 4.783 0. 029

Survival time(years)

=2 39 12(30.8) 21(53.8)

<2 44 5011.4) 4. 780 0. 029 37(84. 1) 8. 985 0. 003
Lymph node metastasis

No 40 12(30. 22(55.0)

Yes 43 5(11.6) 4. 295 0. 038 36(83.7) 8. 121 0. 004
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Table 3 The relationship of RKIP and MMP-2 expression in

non-small cell lung cancer
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