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Effects of Allicin on Human Tubular Epithelial - myofibroblast Transdifferentiation Induced by High Glucose. Huang Hong, Jiang Ying,
Yuan Fang, et al. Department of Endocrinology, Zhejiang Hospital, Zhejiang 310013, China

Abstract Objective To investigate the effect of Allicin on high glucose — induced human renal proximal tubular epithelial myofi-
broblast transdifferentiation( TEMT). Methods Cultured HK -2 cells were divided into 7 groups:normal glucose (NG, 5.5mmol/L),
high glucose (HG, 25mmol/L) , high glucose with Allicin treatment (HG +2.5,5,10,20wg/ml Allicin) and high glucose with the JAK2
inhibitor AG490 group (HG + 10wmol/L AG490). The cells were cultured for 48h. Inverted microscopy was used to observe the morpho-
logical changes in high glucose — induced HK -2 cells. Expression of a — smooth muscle actin (a — SMA), E - cadherin, collagen [
were detected by immunofluorescence assay, the expression of TGF — 31 mRNA were measured by real — time PCR, and that of TGF -
B1.p — STAT3 ,STAT3 were measured by Western blot. Results  After incubated with high glucose, HK - 2 cells turned into long
spindle — shape compared with NG group. The expression of epithelial marker E — cadherin was significantly decreased, while those of Col-
lagen I and the mesenchymal markers a — SMA were significantly increased (P <0.01). The expression of TGF — 1 and p - STAT3
were significantly increased (P <0.05). The administration of Allicin or AG490 obviously inhibited EMT (especially at 20pg/ml, P <
0.01) in HK -2 cells induced by high glucose, while Allicin markedly decreased the expression of TGF — 81 and p — STAT3 (especially
at 20pg/ml, P <0. 05). Conclusion
JAK2/ p — STAT3 signaling pathway.
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Allicin may inhibit tubular epithelial — myofibroblast transdifferentiation via at least regulating
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