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Abstract :
lung cancer (NSCLC), and to explore its relationship with clinical pathological characteristic of NSCLC.
Methods

carcinoma, 44 of them were adenocarcinoma and adenosquamous carcinoma, 37 cases of normal lung tissues

Objective To investigate Kruppel —like factor 6 (KLLF6) protein expression in non—small cell

Ninety—two NSCLC specimens were collected as the NSCLC group, 48 of them were squamous cell
were selected as the control group. An immunohistochemistry (Envision method) was used to detect KLF6 ex-

Results
Percentage of positive—KLF6 protein carriers in NSCLC group was significantly higher than that in normal

pression in various tissues, their association with clinicopathological index of NSCLC were analyzed.

lung tissue group ( P <C0. 05). High expression of KLLF6 protein was irrelevant with gender, age, pathological
type and clinical stage of NSCLC patients ( P >>0. 05), but was closely related to the degree of differentiation,
lymph node metastasis ( P <{0.05). Conclusion The highly expressed KLLF6 gene plays an important role in
the genesis and development of NSCLC, as well as the lymph node metastasis. The further study of its occur-

rence mechanism is needed.
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2.1 KLF6 % [17F NSCLC. IF % fifi 21 21 vp 2 35 15 0
KLF6 & H7E NSCLC H fH Pk S0 & 55 T 1F % il 20

AP <<0.0D), W5 1,

®1 KLF6 A NSCLCREEMALRDPRE (n,%)
20 5] n KLF6 BA#: KLF6 BHM:
NSCLC 41 92 13(14.13) 79(85. 87)
1E 8 i 4 2l 37 25(67.57) 12(34.43)
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i A 375 24 2 40 n  KLF6 ¥ KLF6 Pt 2 P
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% 67 58(86.57)  9(13.43)
5’8 25 21(84.00)  4(16.00)
WY () 0.090 0.764
<60 60 52(86.67)  8(13.33)
=>60 32 27(84.38)  5(15.63)
¥ HL 2 A 0.220 0.639
5% 305 48 42(87.50)  6(12.50)
MR+ IR 44 37(84.09)  7(15.91)
TNM 43 0.837 0.360
I+1 53 44(83.02)  9(16.98)
I+ IV 39 35(89.74)  4(10.26)
AR 4.521 0.033
= 53 42(79.25)  11(20.75)
1% 39 37(94.87) 2(5.13)
WL R 3.883  0.049
Jc 55  44(80.00)  11(20.00)
A 37 35(94.60) 2(5.41)
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