It R R 27 2 7k 2016 4F 11 A% 32 %55 11 ] Clin Anesthesiol, November 2016, Vol.32,No.11

« 1125 -

- SEBG AT ST

PUIA L PR S AR DR R S P SR L~ 1 i /DN Bk
N e Z2 -3 H 25 W) 1Y R i

RAEE NEH EpTF WiHE HBE

CAEY BH WLEHIIR R T b 25 X5 FR 7T I BB U R 1l - P ) B /R e 2 - A R
BYRIRE W, FiE 32 HOSD @ EETE I K RBEHLY 4 S U4 A SO IE R B K R B.C.D A L
TR RFALA A B AL BT AR AL RIS AT L U E L /N0 4y B R UM B A i Sl K
30 min J& JCH I I s C 41 4 R s v S 4B 31 4R K 0.5 ml, 15 d i%z'%‘ﬂﬁﬁ%mlﬁ@‘(ﬂ%i;wﬂ@
KM M T B PUIR ML AR 200 me/kg 0.5 ml, 15 d Ji 87 B E G ofi - 7V TR A AL, 8 K RUOR AT 30 min
(TO B EEKE (T.) ARG 30 min(T;) . AJE 6 h(T) ARG 24 h(T;)B’J[ﬂl*%(Glu)JF(%’fL
(BUN) LEF(Cr) . P Z % (MDA) 88 44k ¥ B 46 i (SOD) 19 25 4k, & W R 5 24 h 2 Bk K & -3
(caspase-3) M C(CytO MEM-EAL EWMRENL, &R C.DHARRE T, ~T; it
BUN,Cr MDA /KFH & &F AB4,SOD K FH AT A.BAH(P<<0.05), 5 CALLE.DAK
Bl Ts~T, B BUN,Cr. MDA 7K B % F& K, SOD 7K % B W 7+ &5 » caspase-3., CytC 2% 5 7K ¥ B g [
56, B /NBR N R 22 M- 28 A 0 SRR A SR A SR 0 R (P <C0. 05) . &5 BRI
V2 T ALk T 3 3k s TR 9 R R B - PR A R /N R P B 2 - R 1 ORI A 493 DA R B IR
3993 K T ot~ TR e A 5

(@MY HUIR MR B8 PR s B UE s SR - PR i 0 s 2 - R &

Effects of ascorbic acid on glomerular endothelial cell protein complex in diabetic rats with renal ischemi-
a-reperfusion injury DAI Chunqun . DENG Meiling, LIANG Yingping, HU Yanhui s XU Guohai .
Department of Anesthesiology . The Fifth People’s Hospital of Shangrao City » Shangrao 334000 , China
Corresponding author : HU Yanhui, Email . 1282254282@qq .com

[Abstract] Objective To observe the effect of ascorbic acid preconditioning on the glomerular
endothelial polysaccharide protein complex in diabetic rats after renal ischemia and reperfusion.
Methods A total of 32 healthy SD rats were randomly divided into 4 groups, group A with normal
blood glucose, groups B, C and D diabetic rats, Groups A and B were sham operation groups, after
anesthesia,rats were made abdominal median incision and had separation to expose the bilateral renal
pedicle and free renal artery carefully, abdominal incision were closed 30 minutes later; rats in group
C were injected with normal saline 0.5 ml daily for fifteen days, while rats in group D were injected
with ascorbic acid 200 mg/kg (0.5 mD daily for 15 days,both groups C and D then made renal ische-
mia reperfusion model; modeling methods:after anesthesia,rats were made abdominal median incision
and had separation to expose the bilateral renal pedicle and free renal artery carefully. clipped renal ar-
tery with vascular clamp for 30 minutes then released forceps and had reperfusion for 24 hours.To ob-
serve the changes of blood glucose. blood urea nitrogen (BUN), creatinine (Scr), malondialdehyde
(MDA), superoxide dismutase enzyme (SOD) at 30 minutes before operation (T,), after freeing
renal artery (T,),30 minutes after operation (T3), 6 hours after operation (T,) and 24 hours after
operation (T;),test the expression of caspase-3, cytochrome C (CytC), polysaccharide protein com-
plexes after operation for 24 hours. Results In groups C and D, the levels of BUN, SCr and MDA at
T,;-T; were significantly higher than those in groups A and B, SOD level was significantly lower than
group A and B (P<C0. 05). The levels of BUN, SCr, MDA at T;-T; in group D were significantly de-
creased ,SOD levels were significantly increased, caspase-3 and CytC expression were significantly re-
duced and a significant increase in the thickness of the glomerular endothelial polysaccharide protein

complex, renal tissue injury significantly improved (P <C0.05) when compared with group C.
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Conclusion Ascorbic acid preconditioning can reduce the injury of renal ischemia reperfusion injury in

diabetic rats by reducing the injury of glomerular endothelial protein complex after renal ischemia

reperfusion in diabetic rats.
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A 8 45.8+5.3 46. 6+5. 2 45.34+4.5 46.6+3.4 47.945.1
Cr B4 8 46.943. 2 44.7+4.7 47.243.5 45.943.3 45.84+4.2
(pmol/L) CH 8 47.84+2.5 48.344.2 67.4+3. 8 134. 544, 7 112.343.5%
D4 8 48.7+4.5 48.84+3.1 57.343. 7% 100. 54, 3% 93. 745, 2
A 8 4.7+£1.3 4.6+1.2 4.5+1.2 4.6+1.4 4.7+£1.1
BUN B4 8 4.5+1.5 4.7+£1.2 4.7£1.5 4.7+1.3 4.8+1.2
(mmol/L) CH 8 4.8+1.2 4.8+1.1 26.241. 5% 67.241. 7% 53.241.3%
D4 8 4.8+1.4 4.8+1.5 21.241. 3¢ 45.241. 6% 31.241. 1%
A 8 4.340.8 4.470. 6 4.0%1.3 1.240.8 4.140.5
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A 8 142.144.7 147.0+2. 3 144.6+3.6 139.342.4 140.4+3.8
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(u/mg) Cd 8 145.6+1.5 146. 4441 109. 842. 5" 85. 443, 7% 97.7+1. 2"
D 8 140.0£2.3 143.8+3.5 123. 143, 7% 110. 044, 3% 130. 445, 4%
A 8 6.343.2 6.5+4.2 6.243.2 6.7%3.6 6.5+3.3
Glu B4 8 16. 62,4 16.843. 2¢ 17.342. 6 17.243.5 17.744. 2°
(mmol/L) C 4l 8 16.442. 6° 16.842.7° 22.4%+2.5 20.8+1.2 20.543.1°
D4 8 17.143.5° 17.343. 2° 17.543. 2° 18.243.2 17.544. 3°
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