B FE R 2011 4F 8 A 32 B4 8 http://www. ajsmmu. cn

e 874 -
Academic Journal of Second Military Medical University, Aug. 2011,Vol. 32,No. 8

DOI:10. 3724/SP. J. 1008. 2011. 00874 : % %

ZEENNRBE/NE LR ARMEINTE TR GRERPIERZIS

Ké%l,?ﬁl‘ﬁﬂf)*lz* KEAR LB A, mmA!
LT WREANE T T 2 BRI E B R, Tk 315040
B HEERFERAEER ST BAE, LI 200003

(WE] a® FFREEEs/NE /NS bR ARSI A 0 R E T KL . 2 ¢k SR Percoll ¥ K %5 &
B EEBSOE , r BOT B AN RS NVE B AR . BE IR AN 3 R A N IR B SRR TR A L2 R AR i 20 (5 pmol/L) KO
FIEAL(25 pmol/L) . AR Sr BT 40 B U8 T3 ; 9Ok 8 & PCR B B 11 J5 B a8 o6 46 0 40 B P9 TLR4 33K, 28 1 0 B3 i 46
I NF-«B p65 BEHR b ; 2¢ 6 2 1 PCR #0045 20 4l i P9 1L-6 . 1L-13, TNF-o il MCP-1 B mRNA /K, ELISA A& I 55 35 i L&
WERFETFHER, £ Sy BB NG L AN A B R LIGA B 95 %6 DA LT E F 93 %, S A FE A, EEE
AR T v 390 ik 2 A0 i A T S IR (P<<0. 01D L I P9 TLR4 3K &K (P<C0. 01) . p65 8 BR 1k 52 F1 40 il , 40 i 9 1L-6, 1L-1R8.
TNF-a.MCP-1 1§ mRNA /KDL R 3 55 F I R & B (P<C0. 05 8L P<C0.01), ##k  ZHWEX/DNRE/NE L
Bz A B A P 05 B R VR A HERLI T A S R A0 B 9 TLR4 3k 1088 TLRA ok i RYEBU A 6.

[RER] LR B/DE; LA R T840 ; Toll FESZIK 4; RAE

[hFESES] R692.6 [XH#RERD] A [XEHS] 0258-879X(2011)08-0874-05

Protective effect of curcumin against reperfusion injury of mouse renal tubular epithelial cells in vitro
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[Abstract] Objective To evaluate the protective effect of curcumin against reperfusion injury of mouse renal tubular
epithelial cells in vitro and the related mechanisms. Methods The renal tubular epithelial cells (TECs) were isolated by an
improved Percoll density gradient centrifugation method. The cultured TECs were divided into blank group, hypoxia reperfusion
group, low-concentration curcumin (5 pmol/L) and high-concentration curcumin (25 pmol/L) groups. Apoptotic rate of TECs
was examined with FACS, and the mRNA and protein levels of TLR4 were detected with RT-PCR and Western blotting
analysis, respectively. Meanwhile, expression of IL-6, IL-18, TNF-¢ and MCP-1 mRNA in TECs was examined by RT-PCR,
and their contents in the supernatants of TECs were measured by ELISA. Results The purity of the isolated TECs was higher
than 95% , and the cell viability was higher than 93%. Compared with hypoxia reperfusion group, the two curcumin groups
exhibited significantly lower apoptotic rates (P<C0. 01) and lower levels of TLR4 mRNA and protein (P<C0. 01), inhibited P65
phosphorylation, and significantly decreased levels of IL-6, IL-18, TNF-a and MCP-1 in the TECs (at both mRNA and protein
levels) and their supernatant (P<0. 05 or P<C0. 01). Conclusion Curcumin can protect TECs from reperfusion injury in vitro ,
which might be associated with the inhibition of TLR4 expression and the consequent attenuation of TLLR4-trigered inflammatory
damages.
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Fig 2 Apoptosis rate of renal tubular epithelial cells in different groups

HR: Hypoxia reperfusion group; CM-L: Low-concentration curcumin (5 pmol/L) group; CM-H: High-concentration curcumin (25 pmol/L)
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group.
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