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RAKCE AR AL IR L . iR RSN EE 3R N 3 30 bk i 1 W LA ML, 53 531 B 250,500 , 1000 wmol /L IS 1 Hi 41 ffl 48h, Western
blot 23 SIAG I p53 B HE 1 3235, WA AN R ¥k BE Y 1S XF p53 AR LAY SZ M, LA 500 wmol/L 1S T T4 g 12,24 48h, Western blot
3B pS3 AU Ik, WER 1S T WA [RI B[R] XF pS3 84k YRR, 4B 43 S0 X R 4T 1S 41 (500 wmol /L 1S 4 ¥ 24h/48h) A #l
B T %% 12 1A (organic anion transporter, OAT ) 01 31 T i &F £ (150 wmol/ L PR &7 AL BH 24h) (1S + P REEF 41 (150 wmol/L TR i &7 T
i 24h J5 A 500pmol/L 1S + i 24h/48h) | 75 & /& 3% & ( AHR ) #1 i 7| CH223191 41 ( 10pmol/L CH223191 4b #f 24h) IS +
CH223191 4 (10wmol/L CH223191 F i 24h J5 il A 500wmol/L IS T il 24h/48h) , 21} 3¢ 5% 5 & PCR  Western blot ¥ 23 %I % 1
p53 19 mRNA FIZE I35k, MRS IS @i AHR A7 p53 R TVASMk, SR 1S LU AR 8 v B 4 1 77 X5 5 pS3 3%
ik, 50k IR 2H LA, TS b B i N 35 S i A SE T LA I 1 pS3 BB H RN (P <0.05) , 5 IS A L%, IS + CH - 223191
IS + INBE ST T WS A48 1 p53 MRIKIIFEMR (P <0.05) . &t 1S Al A £ 30 ki % 7 W LA AL | p53 (9235, AHR
H7) CH223191 TTFEHT IS ¥ T p53 FIKAYFL A ,

KB MEMWIEE pS3 FEBZE R

FESES  R692.5 XHRARIRES A DOI 10.11969/j. issn. 1673-548X.2023.02. 010

Indophenol Sulfate Mediates the Expression of p53 through Aromatic Hydrocarbon Receptors. LI Jing, ZHANG Mengke, Minawaer + Yu-
nus, et al. Kidney Disease Center, The First Affiliated Hospital of Xinjiang Medical University, Xinjiang 830000, China

Abstract Objective To investigate the expression level of p53mediated by indoxyl sulfate (IS) through aromatic hydrocarbon re-
ceptor (AHR) and its mechanism. Methods Human aortic vascular smooth muscle cells were cultured in vitro and intervened with 250 |
500 and 1000pwmol/L for 48h. The protein expression of p53 was detected by Western blot, and the effects of different concentrations of IS
on the changes of p53 were observed. The cells were intervened with IS at a concentration of 500mol/L for 12, 24 and 48h, and the pro-
tein expression of p53 was detected by Western blot, respectively, the effects of IS intervention at different times on the changes of p53
were observed. The cells were divided into control group, IS group (treatment with 500wmol/L IS for 24h/48h) , organic anion transport-
er (OAT) inhibitor Probenecid group ( treatment with 150 umol/L Probenecid for 24h), IS + Probenecid group ( intervention with
500 wmol/L IS for 24h/48h after intervention with 150wmol/L Probenecid for 24h), AHR inhibitor CH223191 group ( treatment with
10pwmol/L CH223191 for 24h), IS + CH223191 group (intervention with 500mol/L IS for 24h/48h after intervention with 10mol/L
CH223191 for 24h). The mRNA and protein expression of p53 were detected by real — time fluorescence quantitative polymerase chain re-
action (RT - qPCR) and Western blot, and the changes of p53 expression level mediated by AHR were observed. Results IS induced
the expression of p53 in a time — dependent and concentration — dependent manner. Compared with the control group, the expression of
p53 protein in human aortic vascular smooth muscle cells treated with IS was increased (P <0.05). Compared with IS group, the expres-
sions of p53 in cells of IS + CH223191 and IS + Probenecid intervention were decreased (P <0.05). Conclusion IS can promote the
expression of p53 in human aortic vascular smooth muscle cells, and AHR inhibitor Probenecid can antagonize the effect of IS on the ex-
pression of p53.
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