Hh ER P A PS5 Chinese Journal of Pathophysiology 2019,35(2) ;243-247 <243 -
Z Bk : http://www. cjpp. net

[XEHS] 1000-4718(2019)02-0243-05
H, S &1 #04] TLR4/MyD88/PI3K {5 S i@ BB 1R
FRIEMSEMRENESFSHARAEESHRD

HFRE, WIEHES, %O
(HEHE R B R4S — EEBe R AMRY, WIRG i R 421000)

[ ZE] HE: BB (H,S) s bR UG PE IR B MLAE VS 3 00 2 B i G 1 E AL . 7% 040 HOBTvE 24
E GBS A IR (BT e I AR A A i B MRE AR 7 NaHS AhFH A L 1 AE A A NaHS XA TAK-242
(TLR4 3170 ACFRL 4541 8 H o 41453410 FE 72 h 5, 3R Bl HE Y (8 W52 5 20 20 B4 A5 AL, 5 fof ) 4
B 3l A AL 4 B AR 1 AR 26 %0 ( BUN) FLE IILEF ( SCr) 7K 5P 5 2R T ELISA 2460 1. V8 F v Mo 248 s W 15 it AH S B
B #E AR (NGAL) E #0550+ 1(KIM-1) FEE5R 5 (PCT) LK S AE R F F A A2 18 (IL-18) \FH 4/ % 6
(IL-6) AR IR IE A T o (TNF-o) 7K 5 SR ] Western blot £ iil] TLR4/MyD88/PI3K {5 53 4 AH )¢ & 1 ) 3k
S5 : 5% IR L, e B AR S B 20 22 I S 440, NaHS A0 3 5 B s #1803, B i ' BUN SCr,
NGAL KIM-1 PCT IL-1B . IL-6 1 TNF-o /K3 255 (P <0.05) ,{H NaHS b B4 TAK-242 4hHS 3 554K ;
BRI 52 PEIEALEA TG TLR4 MyD8S \p-PISK A p-Akt 15K 4 7F s NaHS AL SR A0 TURA )2 240 i
TLR4/MyD88/PI3K {5538 B 1% . &5i%:H,S I gl 4 il TLR4/MyD88/PI3K {5 5-3 i i /b 4 F Bl F I W #1433
IR BT, DT A 25500 4 D T P e 5 T 5 2 ) 2k B 5

[REIA] IRV MAE ; ik ; TLR4/MyD88/PI3K {5 Zid i ; 2tk B it

[RESHEE] R692.9; R363.2 [SCERFRAER] A doi:10.3969/j. issn. 1000-4718.2019. 02. 009

Hydrogen sulfide attenuates urosepsis-induced acute kidney injury by

blocking TLR4/MyD88/PI3K signaling pathway

XU Wu-jun, XIE Juan-juan, CHEN Xian
( Department of Urology, The Second Affiliated Hospital, University of South China, Hengyang 421000, China. E-mail.
383277430@ ¢q. com)

[ABSTRACT] AIM: To explore the effect of hydrogen sulfide (H,S) on urosepsis-induced acute kidney injury.
METHODS: New Zealand white rabbits were randomly divided into control group, sham group, model ( sepsis) group,
NaHS treatment (NaHS) group, and NaHS combined with TAK-242 (a TLR4 inhibitor) treatment ( NaHS + TAK-242)
group. After treatment for 72 h, HE staining was used to measure the histopathological changes of rabbit kidney. The levels
of blood urea nitrogen (BUN) and serum creatinine ( SCr) were detected by automatic biochemical analyzer. The serum
levels of neutrophil gelatinase-associated lipocalin (NGAL) , kidney injury molecule 1 (KIM-1), procalcitonin ( PCT)
interleukin-18 (IL-1B), interleukin-6 (IL-6) and tumor necrosis factor-a ( TNF-a) were measured by ELISA. The
TLR4/MyD88/PI3K signaling pathway-related proteins in the kidney were determined by Western blot. RESULTS: Com-
pared with control group, obvious damage was observed in the kidneys of septic rabbits, but the kidneys were markedly im-
proved by treatment with NaHS. The levels of BUN, SCr, NGAL, KIM-1, PCT, IL-18, IL-6 and TNF-« in the septic rab-
bits were higher than those in control group, and decreased significantly in NaHS group and NaHS + TAK-242 group. The
protein levels of TLR4, MyD88, p-PI3K and p-Akt in septic rabbit kidneys were higher than those in control group. How-
ever, NaHS or NaHS + TAK-242 inhibited the activation of TLR4/MyD88/PI3K signaling pathway in the kidneys of septic
rabbits. CONCLUSION: H,S play a protective effect on the rabbits with urosepsis-induced acute kidney injury by bloc-
king TLR4/MyD88/PI3K signaling pathway to inhibit inflammatory response.
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Figure 1. The histopathological changes of rabbit kidneys were

observed by HE staining. Arrow: renal interstitial hy-
peremia and edema, and inflammatory cell infiltra-
tion; oval: necrosis and detachment of renal tubular
epithelial cells.
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Figure 2. The levels of BUN and SCr in the rabbits of each
P <0.05 vs control

group; "P < 0.05 vs sepsis group; *P < 0.05 vs

group. Mean = SD. n = 8.

NaHS group.
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Figure 5. The protein levels of TLR4, MyD88, PI3K, p-PI3K, Akt and p-Akt in the rabbit kidney tissues. Mean +SD. n=3. "P<

0. 05 vs control group; *P <0.05 vs sepsis group; *P <0.05 vs NaHS group.
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