5535 B4 6 1] £t B E ¥ Vol.35 No.6
2022 £ 12 H Acta Medicinae Sinica Dec.2022

DOI:10.19296/j.cnki.1008-2409.2022-06—-003 - ig % *

RIP3 ZERR B ME AKI /NREX NP HER”

% 67, FRE, TRB, AE, KR
(P EHRFH—MBER KB, A M 510405)

HE B8 KT 2R ZAE R & 98B -3(RIP3) & LPS # 89 Ik ez AKI /A 5OF- 3145 P 69 15
FABARFEAE . k¥ 24 R CSTBL/6 s RUMALS 4 #F BB 20 LPS #1328 LPS+RIP3 47 4) #] GSK'
872 20, *FPELAK A5 10 mg/kg LPS F /K474 B 1 4 22 2k /K, LPS Al 2038 i 10 mg/kg LPS 15
24 h; LPS+GSK'872 #4615 uM/kg GSK'872 FA4L 22 15 min % T 10 mg/kg LPS 4E A 24 h, %%
I N AR EST, 24 h 5 45T s BB AR A AR M e o o JUBT | e R 8. SOD & MDA /K-F,PAS
F &I B LR IR I M L, Western blot #m| §20 41 % RIP3 & @ RAKT, 4R, 5@,
LPS #3828 /) R o P e DUBF | e k& R 3G Hm | B2A4% F MDA 3§ 4w, SOD T & PAS ¥ &48 = F 545 oA
2 RIP3 B G W kA%, 5 LPS Rl A48t LPS+GSK'872 £8/)s &, fu fo UBF | o fk & R KT 5
&, B 2822 F MDA 1%, S0D 3 m  PAS & 2= B Hidhmiz, 2. 474 RIP3 TR 42 LPS % 549
B g bR am R BB AR B B AR
KR IR A e SME BB fs‘:%#aﬂ/ﬁ)ﬂ%é;ﬁ%—s;i%ﬁs&
FE 4K S . R459.7 XHkFRARRG: A X ERHS:1008-2409(2022)06-0012-05

Role of RIP3 in the oxidative stress of AKI mice with sepsis‘/i?

ZHANG Shu?, SU Baolin, WANG Liangliang, TANG Shuifu, CHEN Gangyi®. ( The First
Affiliated Hospital of Guangzhou University of Chinese Medicine, Guangzhou 510405, China)
Abstract  Objective: To investigate the role and mechanism of receptor — interacting protein kinase 3
(RIP3) in LPS - induced renal injury in AKI mice with sepsis. Methods; 24 CS57BL/6 mice were
randomized into the control group, LPS stimulation group and LPS+RIP3 inhibitor GSK’872 group. The
control group were given LPS (10 mg/kg) and the same volume of sterile normal saline; LPS stimulation
group were administered with LPS (10 mg/kg) for 24 hours; LPS+GSK'872 group were pretreated for 15
min with GSK’872 (5 uM/kg), and then treated with LPS (10 mg/kg) for 24 hours. The administration
method for the three groups was intraperitoneal injection. After 24 hours, the mice were killed and the
blood samples was taken to detect the levels of serum creatinine ratio, blood urea nitrogen, SOD and MDA.
PAS staining was used to observe the pathological changes of the renal tissue. And the expression level of

RIP3 protein in renal tissue was detected by Western blot. Results; Compared with the control group,
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serum creatinine ratio and blood urea nitrogen in the blood of mice in the LPS stimulation group increased,

MDA increased but SOD decreased in the kidney tissues, and PAS staining showed obvious renal injury

occurred, and the expression of RIP3 increased; the levels of serum creatinine ratio and blood urea

nitrogen in the mice blood decreased in LPS+GSK'872 pretreatment group, MDA decreased but SOD

increased in the kidney tissues, and PAS staining showed renal injury was lessened. Conclusion: The

inhibition of RIP3 can alleviate LPS—induced oxidative stress injury in renal tubular epithelial cells and

improve renal functions in mice.

Keywords: acute kidney injury induced by sepsis;receptor interacting protein kinase-3 ( RIP3) ;oxidative

stress
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