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(ZE] B#H BT Keippel £ F F 6 (KLF6) & F ik %t + % 404 B(UVB) i 3 fi ik & & % 40 i
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S5 AMELE 7 5 28 958 ARORG — BPF 20 e 60 WS A B T 25 5 SR A Live/Dead Y 8 1 W04 40 M0 52 35145 0 5 R JH Western
blot 2 46 I 248 At b 8 T AR A2 4 bax il bel-2 (48 0 223k &, IF 315 bax/bel-2 BrAH 5 5 T 48 M 08 4G I 3 77 &
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JiL AR A7 ) 8w AR IR T R, 22 A St B X (B P<0.05) , KLF6 & 353K 40 40 i 7 i, 40 if T 2
K, AR5 Ve 40 o IR O PR A0 B TR S AR B AT, O R0 5 A0 s KLF6 5 3R iR 4121 (4 50 T AN M 55 i | 3
$¥% ., UVB B4} )5 ,KLF6 53541 HLECs 41 g J8 1= A bax A X} 35 & .bax/bel-2 H{H \ROS Fik & & F
SR R, 22 RIA G FE X (B P<0.05) , i AR KLF6 5 b 45 08 T AH G 8 1 1 3k K
F kN 5 P9 ROS HEBUR ] UVB Gt 530 HLECs J 1=, $2 /8 KLF6 25 HLECs {8 145 . i £
2 F B ST KLF6 () 255 W RBE — AR I R4 X HLECs M PR 1E -
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Effects of Kriippel-like factor 6 overexpression towards apoptosis of human lens epithelial cells with ultra
violetradiation B treatment
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[ Abstract] Objective To investigate the effect of the overexpression of Kriippel-like factor 6 ( KLF6)
towards the apoptosis of human lens epithelial cells (HLECs) induced by ultraviolet B (UVB) radiation. ~Methods
The eukaryotic expression plasmid pEGFP-C2-KLF6 which was successfully constructed were transfected into HLECs,
followed by the detection of KLF6 level by using Western blot, and then companied by UVB stimulation. Cell viability
was measured by methyl thiazolyl tetrazolium ( MTT) assay. The morphology of the cells was observed by using
hematoxylin-eosin staining method. The cell damage was examined by Live/Dead staining. The apoptotic markers bax
and bel-2 were detected by Western blot. Quantitative apoptotic levels were measured with the apoptosis detection kit;
the expression level of reactive oxygen species (ROS) was analyzed by DCFH-DA probe.  Results The cell
viability of the 0.5 wg transfection group and the 1.0 wg transfection group was significantly lower than that of the
blank vector control group (both at P<0.05). In high KLF6 expression group,the cells were sparse,long and narrow
in size and shape,and the cytoplasm was concentrated. The cells in the normal control group were green living cells

with stable morphology and even quantity. The number of red dead cells was increased significantly in the KLF6 high-
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expression group. After UVB irradiation, the apoptosis value, relative bax expression, bax/bcl-2 ratio and ROS
expression of HLECs cells in the KLF6 high-expression group were all higher than those in the blank vector control
group , with statistically significant differences between them (all at P<0.05). Conclusions Overexpression of
KLF6 can exacerbate apoptosis of HLECs caused by UVB, by regulating the expression of apoptosis-related proteins
and promoting the accumulation of ROS in the endoplasmic reticulum. Down-regulation of KLF6 expression by
biological tools may play a protective role on LECs to a certain extent.

[ Key words] Kiriippel factor 6; Lens epithelial cells; Apoptosis; Ultra violetradiation B; Oxidative stress
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¥ HLECs 4580 T 200 pl 55 51K &R 96 fL40 M o, i
MIC A BEA T 70% ,Fie B8 1. 2.2 3R AT 9286 70 4
bR HEYL S 24 h, L) 20 mJ/em® UVB 85 4% 41 41 i
200 s, 4k 235 5% 48 h, B AL A 50 pl FLifil i Live/Dead
PORNEW . SOTOEREREHEE R -AM Tk
AN s 20 e e Y 0 F) 2 B B AR-1 TR BR ST 4N
M. = T E 30 min, 2k e, B AL A 50 ul
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1.2.4 Western blot 3] KLF6 & £ ik % UVB i S
() HLECs *P IR T-HI G (A RIB MR M 42 1R 6x10° /4L
(% BEKs HLECs 35670 T 1 ml B3R R 19 6 L 40 M 15
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FEIBE| T0% 4 R 1. 2.4 T4y FEAT 40 M 43 LH AL B %
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