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Impact of Modified Zexie Decoction on the AnglI-NADPH-ROS Signaling
Pathway in Salt—Sensitive HBZY21 cells

CUI Haipeng, LIU Yuling, LIU Kai, SUN Xiaoxu, WANG Tu, ZHAO Juan, ZHANG Shufeng*
(Chengde Medical College, Chengde, Hebei 067000, China)

(Abstract] Objective To investigate the effect of modified Zexie Decoction on the angiotensin 1T (Angll)-NADPH-reactive
oxygen species (ROS) signaling pathway in salt—sensitive glomerular mesangial cells. Methods An in vitro cell model of salt—
sensitive hypertension was established by inducing rat glomerular mesangial cells with high salt and Angll. Cells were divided
into normal group, model group, positive valsartan group, and high—, medium—, and low—dose modified Zexie Decoction groups.
CKK-8 assay was used to determine the cell viability. RT-PCR was used to determine the mRNA expression levels of Agirla,
Cyba, and NOX4. Western blot was used to determine the protein expression levels of ATIR, P22, P47, and NOX4 in cells. The
ROS levels in cells were measured by a ROS assay kit. Results Compared with the normal group, the model group had
significantly higher mRNA levels of Agtrla, Cyba, NOX4, protein levels of ATIR, P22, P47, and NOX4, and ROS levels (P<0.05).
Compared with the model group, the valsartan group and the medium-dose modified Zexie Decoction group had significantly

lower mRNA levels of Agtrla, Cyba, and NOX4, protein levels of AT1R, P22, P47, and NOX4, and ROS levels (P<0.05). Among the

(475 B #8)2018-10-31

(E£ TR VA m SRR # H AR50 H (ZD2015126) 5 W A6 & 205 700 75 7 4 3 4 500 H (YQ2013005) ; i b 4 75 4F 4k 42 A A T H (324
(201619 5 ) s 1T 48 m AC A0 R0 H B B (B (201304 5),

(VEE A VEMEMG , 55, PO, 800t B 5 05 1) v 24 1 PR SE FH JE R F 92

(EIWAESR )* sk, B #8% , w58 24k S0, E-mail:cdyxyzsf@163.com,



332 W1 F T S 25 K 2422 4 hitp://gkzzs.hnuem.edu.cn

2019 55 39 &

three modified Zexie Decoction groups, the medium—dose group had the greatest downregulation of the Angll-NADPH -ROS

signaling pathway. Conclusion The protective effect of modified Zexie Decoction against renal injury induced by salt -

sensitive hypertension might relate to the inhibition of the Angll-NADPH-ROS signaling pathway.

(Keywords) salt—sensitive hypertension; renal injury; Zexie Decoction; angiotension II; Angll-NADPH -ROS signaling

pathway
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