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ABSTRACT Objective: To investigate the effects of high glucose on epithelial-to-mesenchymal transition of human lens epithelial
cells (HLEs). Methods: HLE-B3 cells were cultured in medium DMEM with normal glucose (5.5 mmol /L) or high glucose (35.5 mmol
/L). After incubation of O h, 3 h, 6 h, 12 h and 24 h, the morphological changes of HLEs were observed under the inverted microscope.
The alterations of the expression level of E-cadherin and a-SMA in the HLEs were detected by immnofluorescence staining. Results:
After high glucose induction, the morphology of HLE-B3 cells changed from polygon to spindle shape. Meanwhile, immnofluorescence
staining showed that the fluorescence intensity of E-cadherin was lower in the high glucose group than that in the normal glucose group at
all time points, and the expression of a-SMA was higher in the high glucose group than that in the normal glucose group, with significant
differences at 6 h and 12 h time points (P<<0.01). Conclusions: High glucose may induce epithelial-to-mesenchymal transition in human
lens epithelial cells.
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Fig. 1 The influences of high glucose on the morphology of HLEs( x 40, bar=100 pm)

2.2 EREEENERT A SR L B 40 A ( HLEs )E-cadherin i

SIEHE R B AAR L, 7E 0 h F1 3 h, Z¥%4H E-cadherin 7%
Yo B 5% BB L AT 5 Bt R A] A9 38 4 = 4 E-cadherin Y 7%¢
FEFE R BEWIRTT, T 6 h 1 12 h =5kE4H E-cadherin (1) 4475 5

PRI AT IR PR, FHTOGREFEREER
(Fg=12.667,P=0.001;t {H /3 7 t4=4.969,t,=6.864,P< 0.01);
24 h i M 2H E-cadherin A% SG8R BEAT RS AR T 15 % Ak 41
(K 2),



- 3214 -

IMREYES#E wwwshengwuyixuecom Progressin Modern Biomedicine Vol.15

NO.17 JUN.2015

35.5mmol/L

o -

== 5.5mmoll
B 35.5mmoll

20 K

15

10 =

The average fluorescent
intensity of E-cadherin (10D/Area)

6h 12h

24h

K

Oh 3h 6h
Cultural time of HLEs

12h 24h

2 BIREFEEN A RRE A E-cadherin X BN
A BRI _E AR E-cadherin B SE LR E REBIWA E-cadherin BIFRIT, BE BTSN A AIZARIT; (% 60,4RR =30 wm)
B. 41 E-cadherin IR EREL ST **,P<0.01
Fig. 2 The effects of high glucose on expression of E-cadherin in HLEs

A. Immunostainning of E-cadherin in HLEs The green fluorescence indicates the distribution of E-cadherin, and the blue

DAPI staining labels nuclei. ( * 60, bar=30 pm )

B. The variation analysis of average fluorescent intensity of E-cadherin in figure 2A **, P<<0.01
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Fig. 3 The effects of high glucose on expression of a-SMA in HLEs

A. Immunostainning of «-SMA in HLEs The red fluorescence indicates the distribution of a-SMA, and the blue DAPI staining labels nuclei.

(% 60, bar=30 wm )B. The variation analysis of average fluorescent intensity of a-SMA in figure3 A **, P<<0.01
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