e 236 - IIf PR B s 2k 2019 4F 4 A58 19 %55 439 ] Clin Nephrol, April 2019, Vol. 19, No. 4

W BRI -

ML B TR I XTI H microRNA-92a [ 352 )

IE ShE tRZ &#%H R 1E
710075 B%, BEHHERCAA(ER, P22, 2353710002 B, HXH 5 —
EFI%'QJ&L% l"]ﬁ‘l’(r\%?{’h\%aﬁ?l@i, i%)

GEEY B TGS IHEYT 6 3 T microRNA-92a (14 22 B0 K H5 45 P9 52 40 i
DIRemIbLEl . A5k WCER P 22 =8 B B K B AT IRy T 8 M B s J8 8 23 IS B B T i L B AT e
6 h 2247 M7 - 90 Horpt miR-92a & 484k, [AlHH i BUN, Scr K hsCRP /K FA84E, BRI
F 2 25 T 12 1 U R AT S I AL ¢ miR-92a S HHE R eNOS ik A2 b,
LR BTG IS miR-92a A (1. 48 £ 0. 24 vs 1. 20 £ 0. 18, P = 0. 356) ¢ hsCRP(7. 6 *
2,405 7.523.1,P=0.862) KV I E 25 5% . WBHrAYY ol & BRI E T BUN(26.4 £8.8
vs 8.3£2.3,P<<0.01),Scr(926. 3£ 178. 1 vs 312. 3+ 141. 2, P<<0. 0D 7K, #E— A4 4 fa 52
45 RT-PCR A6 WIE 52 5 8RR A IR B o 0 5 MG A8 2 328 A i s AL 29 T 12 e 5 7 1 Js i Jok
N B2 40 miR-92a 236381 (P<<0. 01) ,RT-PCR } Western Blot #il3E ST LR eNOS F2ik
B ERRAL(P<<0. 0D, WD e Z 0t . 518 MBGENTIRYT TS M5 miR-92a FREA B
1B, miR-92a R[N 2 AL eNOS Feik izl 3 v BB EATIA T B AR BB 255 5 E ) R (H 2 o vk ket
G FL0 I A8 I R R AR R A SR A

(AT MBGET s microRNA-92a; P 40 S C Kb 2 11 5 R AL — Ak AL G

DOI: 10. 3969/j. issn. 1671-2390. 2019. 04. 002

i

The effect of hemodialysis therapy on serum microRNA-92a WANG Rui , SHANG Fen-qing , YE
Yu-lan, HUI Ling-ling , GUO Xuan, WANG Hui. Department of Cardiology ., Xi ’an Gaoxin
Hospital, Xi ’an 710075, China
Corresponding author ; SHANG Fen-qing , E-mail : shang fenqing(@163. com

[Abstract] Objective To explore the effect of hemodialysis therapy on removal of serum
microRNA-92a and its mechanism on injury of vascular endothelial cells. Methods The serum
samples of patients with chronic kidney diseases in XI” AN GaoXin Hospital treated with long-
term hemodialysis were collected before and 6h after dialysis, and serum miR-92a level, BUN,
Scr and hsCRP were measured. The cultured endothelial cells were stimulated with the serum
samples from patients with chronic kidney diseases before and after dialysis, so as to observe the
expression changes of miR-92a and its target gene eNOS. Results There was no significant
difference in serum miR-92a level (1. 48+0. 24 vs 1. 20%0. 18, P=0. 356) and hsCRP (7. 6+2. 4
vs 7.543. 1, P=0. 862) before and after hemodialysis. Serum BUN (26, 4+8.8 vs 8. 3+2. 3, P
<C0.01) and Scr (926.3+178. 1 vs 312. 3£141. 2, P<<0. 01) levels were decreased significantly
by hemodialysis therapy. The further in vitro cell assay, RT-PCR, confirmed that compared with
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the normal healthy human serum, the serum from chronic kidney disease patients before and after
dialysis could promote expression of miR-92a n in the cultured HUVEC (P<C0. 001). RT-PCR

and Western Blot test demonstrated that the expression of its target gene eNOS was significantly

reduced (P<C0. 001). Conclusions Serum miR-92a level does not obviously decrease after hemo-

dialysis. miR-92a can reduce the expression of eNOS in endothelial cells, which may be part of

the reason why dialysis can maintain renal function but cannot prevent against cardiovascular

complications.

[Key words] Hemodialysis; MicroRNA-92a; Endothelial cells; Hypersensitive C-reactive

protein (hsCRP); Endothelial nitric oxide synthetase
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