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RAGE/NF-kB signal pathway in mediating lysophosphatidylcholine-induced TGF-B, expression in human retinal endothelial cells”
Yu Richeng s Luo Jianhua® s Fan Yuanshuo s Liu Bo
(Department of Endocrinology sGuizhou Provincial People’s Hospital sGuiyang ,Guizhou 55000 ,China)

[ Abstract| Objective
pathway in mediating lysophosphatidylcholine (LPC)-induced TGF-B; expression in human retinal endothelial progenitor cells
(HEPCs). Methods Human retinal endothelial cells (HERCs) were transfected with siRNA for RAGE siRNA or added NF-«B in-
hibitor pyrrolidine dithiocarbamate (PDTC) in the presence or absence of LPC, the expressions of TGF-8; and RAGE genes were
analyzed by qPCR and Western blot. Results LPC could increase the expression of RAGE and TGF-8; gene in HERCs. The RAGE
gene after silence could significantly decrease the expression of LPC-induced RAGE and TGF-8,. Adding NF-«B inhibitor PDTC
significantly reduced LPC-induced RAGE and TGF-B; expression in HERCs. Conclusion RAGE/NF-«B signaling pathway plays an

To investigate the role of receptor for advanced glycation end products (RAGE)/NF-¢B signaling

important role in mediating LPC induced TGF-8, gene expression in HERCs.
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FAL WG (HRP) #ric iy — 30 [ Santa Cruz 22 &) ; HiPerFect

*  BEWE .M RHABORIES B0 H DB RS T 5 (20092,

&I AREMFR . & @I{EH . E-mail:luojianhua_gy@163. com,

lysophosphatidylcholines; receptor for advanced glycation end products; human retinal endothelial cells; transfor-
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2.5X10° A g K= 8o AR FF I YL 521, 7E 6 1L
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H 10 min, KRB A WIMA R &H 700 pL To i 3 55 55 5
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BT RARZR 20 pl, JOR 425 'C10 min, 37 C 120 min, 85
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0.5 pl. RAGE Ei%8I 9 :5-AGC TTC AGT CTG GGC
CTT C-3', FiBI 4.5 -CAG CTG AAT GCC CTC TGG-3';
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