-n —
| = =5 - J Med Res, May 2023, Vol. 52 No. 5

58 21 e Z A NLRP3 K ME/MMEx 2 TR
BEEXRMMEREXRERBRBBERPIER

WK A R RER OKEE

M E BB UESTREELAE R 2 R U R R v O BV s O R T R LRL . iR R A e
Je ML PR 5 K AR 25 T LI AL R o WLZE 4 ALK B A2 I [R] 30 AN 7] I 20 25 2 Jik % (mean arterial pressure, MAP) & SpO, ,
YR U5 3h JE B BUAE T B 20 (A= A7 I 18] 8 2 3h) Ab 38 O BRI i . I A 1L 3R P B ) BE AR AR R A 2R 5T A R
Western blot 75Kzl NLRP3 K caspase — 1 P8R (AL IEM . &R WA R nl $2 75 26 i PR 58 K BUAE 77 358 B A4 A7 B (), I ol 3%
MAP S IfiL %1 F1 FE ( peripheral capillary oxygen saturation,Sp0, ), Z8H41 48 2 + WG & D REH8 Fx A 5 P 20 M DX 7 52 50 1k
ARG, ) B ]2 590 4O P 4 ) B 4 2P NLRP3 JX caspase — 1 2R H 363k, 504 £ Z 36l NLRP3 4 PE/NMA ] B2 Stk v B 2k

iR T R B4 A Y LR BRI
KEW MOALER SEEE EERMMIRT NLRP3  caspase -1 BHE
FESES  RI69.1 XEAARIZAS A DOI 10.11969/]. issn. 1673-548X. 2023. 05. 008

Protective Effect of Crocin Inhibition of NLRP3 Inflammatory Vesicles on Renal Injury in Rats in Acute Exposure to High Altitude and Severe
Hemorrhagic Shock. YANG Yongtao,YIN Yuxiong ,ZHANG Haoqiang ,et al. Department of Anesthesiology, Second Hospital of Lanzhou U-
nwersity , Gansu 730000, China

Abstract Objective To study the protective effect and mechanism of crocin on renal injury in rats with severe hemorrhagic shock
at acute exposure to high altitude. Methods The rat model of severe hemorrhagic shock at acute exposure to high altitude was replicated
and crocin was given. The survival time of rats in each group was observed, and MAP and SpO, were recorded at different times. Blood was
collected from the rats after 3 — hour of drug resuscitation or immediately after death (survival time less than 3h). The indexes of renal
function in serum and inflammatory factors in renal tissue were detected. Western blot was performed to detect the protein expression of NL-
RP3 and caspase — 1. Results Crocin increased the survival rate and survival time of rats with hemorrhagic shock, and improved MAP
and SpO,. After intervention with crocin, the indexes of renal function and inflammatory factors decreased in a dose — dependent manner,
and the expression of NLRP3 and caspase — 1 protein in renal tissue was inhibited in a dose — dependent manner. Conclusion The inhib-
itory effect of crocin on NLRP3 inflammatory bodies may be the protective mechanism of renal injury in rats with hemorrhagic shock at a-
cute exposure to high altitude.
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