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Expression Level of HSP90« and miRNA - 144 after Renal Ischemia Reperfusion Injury in Mice. Kong Xiaojun, Han Junling, Gao Xin,
et al. Department of Laboratory Medicine, Ningxia Medical University, Ningxia 750004, China

Abstract Objective To investigate the expression changes of heat shock protein 90a ( HSP90«) and miRNA - 144 in mouse kid-
neys at different time points after ischemia reperfusion. Methods Mice renal ischemia reperfusion injury models were established by
clamping bilateral renal artery for 45 minutes. The level of Scr and BUN in reperfusion 4h, 8h, 12h, 24h, 48h group and the sham group
was detected. Morphology changes of the renal with the light microscope was obsorved. The mRNA expression levels of HSP90a and miR-
NA - 144 were evaluated by reverse transcription — polymerase chain reaction (RT — PCR). Western blot was performed to examine the ex-
pressions of proteins for HSP90«. Results HE staining indicated that the histological and renal function of sham group were normal. The
pathological change of ischemia reperfusion group was most serious in 24h group, including tubular dilatation, epithelial cell necrosis, loss

of brush border, luminal obstruction, interstitial hyperemia and edema. The levels of Scr, BUN in reperfusion group were gradually in-
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creased along with the reperfusion time extending and reached its high level at 24h (P <0.01). HSP90a mRNA and protein level in-

creased at 4h of reperfusion, peaked at 12h and 24h of reperfusion, respectively (P <0.01). miRNA - 144 was down — regulated after is-

chemia reperfusion (P <0.01). Conclusion The expression of HSP90« is increased after renal ischemia reperfusion injury and may ex-

ert protective effects. miRNA - 144 is more likely the potential miRNA which might regulate HSP90« function.

Key words Heat shock protein; HSP90a; miRNA - 144 ;Renal ischemia reperfusion
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