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XAl g Z 9% ( Lipopolysaccharide, LPS) W53 iR BUE /INE 1 Bz 4Hi L ( NRK-52E 20 i) 45497 (140 5% T, 465 ) 22 0 1)
PR E C5aR FEH Y shRNA K3k Bk % Ut NRK-52E 4 R , 28 G418 Tk ) , JE BURR A8 IR 1K C5aR shRNA 941 fE
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rosis factor-alpha, TNF-o) mRNA 3k | BEEK G5 W B} 75 15 ( Enzyme-linked immunosorbent assay, ELISA ) #:{ 4H fifd
LW TNF-o IL-6 FiT A LW (MPO) T4 AU AR & 2 A TR, 25 R R, 5 1E 5 % R4l Fn
BAPEXT BRZLAR LL i 20 C5aR shRNA BEA RN §l 4 4E B+ TNF-o | 1L-6 AR, AR 40 B 98 TR Fn i ffd b MPO
TEPE(P<0.05) . FIIL, C5aR shRNA RE 351 H1 LPS 55 1 TNF-o | 1L-6 S5 5 it [H 7 A R AR, 03 R BV IE T BE
XF LPS 75 T (19 B e 40 405 B AR 1R
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Effect of silencing C5a receptor expression with shRNA on rat kidney epi-
thelial cells with acute injury induced by lipopolysaccharide

ZHANG Ze-ying'*, ZHANG Hui', ZHAO Xin', HUANG Ai-ni', JIANG Si-jing’
(1.College of Food and Environmental Engineering, Wuchang Institute of Technology, Wuhan 430065, China; 2.School of Life Sciences, Hubet Universi-
ty, Wuhan 430062, China)

Abstract: To investigate the effect of silencing C5a receptor (C5aR) expression with shRNA on rat kidney epithelial
cells with acute injury induced by lipopolysaccharide (LPS), eukaryotic expression vector of small hairpin RNA targeling
rat C5aR gene was constructed and transfected into rat renal tubular epithelial cell line NRK-52E, after G418 selection,
stable cell line expressing C5aR shRNA was got. The experiment was designed as follows: blank control group ( NC
group) , normal control group (LPS group), negative control group ( LPS+shRNAc group), experimental group ( LPS+
C5aR-shRNA group) . After incubation with C5aR shRNA, the expression of interleukin-6(1L-6) and tumor necrosis factor-

alpha ( TNF-ao) mRNA were detected by fluorescence
Y4 B #:2017-03-24

BT EHK A AR EEIH (31070776)
PEB RS AP (1980-) 2o, U135 M, 11 , R k2  BF 9 07 1l TNF-a, IL-6 and myeloperoxidase( MPO) in the superna-
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quantitative reverse transcription PCR, the content of

BRAEE A, (E-mail) jiangsijing@ hubei.edu.cn assay( ELISA) , and the apoptosis ratio of each group was
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detected by flow cytometry. The results showed that C5aR shRNA in the experimental group could effectively inhibit the re-

lease of inflammatory factors TNF-a and IL-6, reduce the apoptosis rate and MPO content in cells (P<0.05) compared

with that in the normal control group and negative control group. In conclusion, specific short hairpin RNA targeting C5aR

can significantly inhibit the release of inflammatory factors such as TNF-a and IL-6 induced by LPS, improve the renal

function in rats and has obvious protective effect on renal sepsis injury induced by LPS.
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Fig.3 Effects of C5aR shRNA interference on the expression of tumor necrosis factor-alpha( TNF-«) and interleukin-6(/L-6) mRNA
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Fig.4 Effects of C5aR shRNA interference on inflammatory
factors content in supernatant of rat renal tubular epi-

thelial cells
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Fig.5 Effects of C5aR shRNA interference on myeloperoxidase
(MPO) activity in rat renal tubular epithelial cells
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Fig.7 Flow cytometry of cells of each experimental group
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Fig.8 Effects of C5aR shRNA interference on apoptosis rate of
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