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Modified Zexie Decoction Inhibits NOX4 Expression in HBZY-1 Induced by High
Salt and Angll through AT1R Pathway

LIU Kai, ZHAO Juan, LIU Yuling, CUl Haipeng, DONG Yqjie, LU Kaifeng, SUN Xiaoxu, WANG Tu, ZHANG Shufeng*
(Chengde Medical University, Chengde, Hebei 067000, China)

(Abstract] Objective To investigate the inhibitory effects of modified Zexie Decoction on NOX4 expression in glomerular mesangial
cells (HBZY-1) induced by high salt and Angll through AT1R pathway and to explore its mechanism. Methods HBZY -1 was
randomly divided into a normal group, a high salt and Angll induced model group, a Valsartan group, a Zexie Decoction modified
Chinese herbal medicine high, medium and low dose group. After modeling, the Valsartan group was stimulated by Valsartan (1
1 pmoll), and the administration group was stimulated by Zexie Decoction with high (2 mg/l), medium (1 mgl) and low
(0.5 mg/l) doses of traditional Chinese medicine respectively. The normal group was cultured normally. After 24 hours, samples were
collected. The mRNA expression of ATIR and NOX4 in cells were detected by RT—q PCR, and cell viability was measured by
MTT. The protein expression levels of ATIR and NOX4 were detected by Western blot, and specific pathways of NOX4 down-
regulation were verified by ATIR inhibitors. Results Compared with the normal group, the growth of cells in each group was
inhibited significantly. RT—qPCR and western blot showed that the mRNA expression and the protein expression of ATIR and
NOX4 were significantly decreased (P<0.05), while the expression of NOX4 was down-regulated in both Chinese herbal medicine
and ATIR inhibited group. Conclusion Modified Zexie Decoction can protect salt-sensitive hypertensive kidney injury by down-—
regulating AT1R, NOX4, mRNA, AT1R, NOX4 protein levels, and then delay renal fibrosis. The specific mechanism is to down-
regulate NOX4 protein expression by inhibiting AT1R signaling pathway.
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AEW 15 g (5 170630) ; FE15 7N 7 i 48 T
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Cyba L5514 CATGTGGGCCAACGAACAG 19
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Angll 1x10° mmol/L HIFCR B /K R4 MI24 h
V55 SR AN M AR AR | R 4L OE R R SR RS K A0 R 4y
IE A B AP I (1 wmol/L) 4, 2 R
IR 2, b 245 700 by e 2R 53 504201 ,.0.5 me/L,
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1.5.2 Ui saam ] Se g SR MTT ¥ | JBOW 50
KA A 5 B Fh T 96 FLAR N, AR AL K 20h
Ix10° A~/mL, B4 3 5 45 1L, £ 40 J 005 BE J5 i A
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YEF o BRI AE 25 R E0% K2 A 3L T X R
RPN, W] S SO SUBE & il K A B
TR, RAAS B A A O JIE £F 4 Ak b 3 30 H %
F €, T EL AT RE A w5 IR 09 & Hh R 4 AR R
Ang ITJ& RAAS 19 3 ZER00 B 4, 3 3 5 0k 40 i
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