FTHRES 201845 4 AH 47 A% 111 1449

BE - ERMAR doi:10.3969/j. issn. 1671-8348. 2018. 11. 005

= SE KT B BEER I B R R R P (E R AL E

I wmL.IHFE. 8 #H.EZRK
(TR IZRKFWBEEREEEFA, Ik E L 063000)

[(fHZE] BH RKATALKSTHBESLFEIRGOKPERAE., HiE BIR2AFTBUETFT L
W, e FEZ(IRA, o FHEE+TAEKRKLE(RTFHRS) A, IRFHRSADRK TFTF RT3 d A F# 2
A 1 min E#PRESH 0.2 mL HRS, B# 25 2h A& 0.5 h 24 1 X HRS, B4 IR 44 T AR # &
FedR ey A K, F ARG 24 h A& & iFMUEF (SCr) Fo & F £ (BUN) K F, B JE 20 22 A8 B AL 4 3% 4L B (SOD)
Fo g — B (MDA) 7K F & Bcel-xl,Bel2, Bak, Bax, Cleaved Caspase-3 & & & & K-F, R HRS 4 2 48 4 4%
R SCr A= BUN K P, B 4K K e MDA K -F, B 4%4% 8 = & & Bak,Bax,Cleaved Caspase-3 & i& 7K ;42
& BB SOD 8 & & 48 =% & Bel-xl.Bel2 KA K F, i HRSEBLABEREA A HA RIHTANR
3 BB MR T A5 5 il H R HE AT R E Bk e B ARG R R AP AR R

[XEIR] TALK F:oh BRI ERA

[hEESES] R692 [X#kFRiIREE] A [XEHS] 1671-8348(2018)11-1449-03

Protective mechanisms of hydrogen rich saline on renal ischemia-reperfusion injury
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[ Abstract] Objective

reperfusion injury. Methods

To explore the protective mechanisms of hydrogen-rich saline on renal ischemia-
Mice were divided in to 3 groups:control (sham operation) ,ischemia-reperfusion
(IR) and ischemia-reperfusion + hydrogen-rich saline (HRS). Mice in IR+ HRS group were administrated
HRS by intravenous injection 3days and 1min before operation and 4 times in the following 2hours after opera-
tion. Mice in control and IR group were administrated normal saline as the same volume and frequency with IR
+ HRS group. Mice were sacrificed 24 hours after operation,creatinine and urea nitrogen in serum were detec-
ted by biochemical analyzer, MDA and SOD level were detected by spectrophotometer, expression of Bel-xl,
Bcl2,Bak, Bax, Cleaved Caspase-3 proteins level were detected by western blot. Results Compared to IR
group,creatinine, urea nitrogen, MDA level decreased significantly after HRS consumption. SOD enzyme activ-
ity increased significantly after HRS consumption. HRS treatment down-regulates expression of Bak,Bax and
Cleaved Caspase-3 protein level, and up-regulates expression of Bcl2, and Bel-x] protein level. Conclusion
HRS eliminates ROS and elevates antioxidant activity in renal after IR, besides, HRS also regulate apoptosis
signal pathway to protect IR injury in renal.
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