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Abstract Objective: To investigate the expression of the Kriippel-like transcription factor 3 ( Kriippel-like factor 3, KLF3 ) in
lung adenocarcinoma ( LAC ) and its clinical features, which provides the basis for exploring the role of KLF3 in LAC. Methods: The
mRNA and protein expression of KLF3 in LAC cell lines was analyzed by using quantitative polymerase chain reaction and Western
blot analysis. A total of 72 LAC specimens from patients who were admitted to the Taihe Hospital, Hubei University of Medicine, Shi-
yan, between 2009 and 2011 were selected. Immunohistochemical staining was used for the analysis of KLF3 expression in the speci-
mens, and an analysis of the correlation between KLF3 expression and the clinical features of patients with LAC was conducted. Re-
sults: KLF3 was down-regulated in the cancer cells and was decreased in a majority of LAC patients ( 50/72 ). Moreover, the KLF3 pro-
tein was primarily located in the cytoplasm and nucleus. KLF3 expression was found to be significantly correlated with the clinical path-
ological period ( P < 0.0001 ), T stage ( P = 0.004 ), N stage ( P < 0.0001 ), and M stage ( P < 0.0001 ) of LAC patients. Conclusion:
KLF3 may be an important tumor suppressor gene in LAC and may thereby be a new anti-tumor therapeutic target.
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Table 1 Clinicopathologic characteristics of 72 patients with lung adeno—
carcinoma
I PRASAE % (%)
AR (%) <65 48(66.7)
>65 24(33.3)
5 5 39(54.2)
& 33(45.8)
IR RS 1 15(20.8)
1 27(37.5)
1l 23(31.9)
\% 7(9.7)
T 5345 Tl 17(23.6)
T2 23(31.9)
T3 30(41.7)
T4 2(28)
N34 NO 24(33.3)
N1 20(27.8)
N2 19(26.4)
N3 9(12.5)
M43 MO 51(70.8)
M1 21(29.2)
Iy ALREE {1iS 29(40.3)
i 17(23.6)
[ 26(36.1)
W 2 48(66.7)
i 24(33.3)
KLF3 ik fkF=ik 50(69.4)
Rk 22(30.5)
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NHBE 4iiffa ik KLF3 B 5 R (R 1B) .
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K DA 928 240 it B R Az o 32 (1 2) .



1089

201245 3955 1588 Kriippel A 4% 3 B - 3 /2 I B P £k 69 & L
NHBE SPC-A-1  NCI-H1975 A549 Fz2 KLF3RIESBEHIGKREFEMEFES

KLF3

GAPDH

1.0

KLF3mRNA A%} ik it
= =]
o W
L 1
= I I

NHBE SPC-A-1  NCI-H1975  A549

A: Western blot 7347 KLF3 25 71 75 fili it 200 M R Ik S S8 1 fe 4l
Mk ek i 22 5 B PG i PCR 43HT KLF3 mRNA 76 b4 e
FBI2E 5

B 1 KLF37ERiIRS 40 SPC-A-1, NCI-H1975, A549 J iF & <A
ARk NHBE FP YA

Figure 1  Expression of KLF3 in LAC cell lines (SPC-A-1, NCI-H1975

and A549) and in a normal human bronchial epithelial cell line

AR IEE T KLF3 553234 ( x 400) , #7 36 #6/8 KLF3 L2 (133K
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Figure 2 The expression of KLF3 protein in lung adenocarcinoma and

normal lung tissues

2.3 KLF37Efiih 33k Silm RAAE R O R
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Table 2 Correlation between KLF3 expression and clinicopathologic

characteristics of patients with LAC

—— KLF3 %3k
Rk () EERIA ()

IR (%) <65 33 15 0.8570
>65 17 7

PR L 36 13 0.9410
s 24 9

Wz A = 31 17 0.209 0
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IGASREL ] 1 4 11 <0.000 1
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m 20 3
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L 24 2
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