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Effect of Yanggan Yishui Granules on Ang II/TRPC6/NF-kB Pathway in Rats with Early Renal Damage
of Hypertension
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Abstract: Objective To observe the effect of Yanggan Yishui granules on Ang II/TRPC6/NF-kB pathway in SD
rats with early renal damage induced by high—salt and high—fat diet. Methods 50 SD rats were randomly divided
into blank group, model group, benazepril group (ACEI group), Yanggan Yishui granules group (YGYS group) ,

s HE: 2021-08-02

TEEEN: LS, o, Wi, ARSI PEABHA OSSN . Email: 1037459842@qq.com, MIGVEH : H/NME, 5, EALEIN, #¥z2, #t
WA S0, WF7E07 0 P EEZYPIE O ML PR . Email: xin_d3980@163.com,

BEEMB: LR EASENA G H (b 25 % RN 201823 5),



- 188 - Traditional Chinese Drug Research & Clinical Pharmacology, 2022 February, Vol. 33 No. 2

Yanggan Yishui granules + benazepril group (YGYS +ACEI group), 10 rats per group. The model group, ACEI
group, YGYS group, and YGYS+ACEI group were fed with high—salt and high—fat diet to prepare experimental
models. The period was 6 weeks. After 6 weeks, the ACEI group was given benazepril suspension (0.9 mg-kg'+-d™),
the YGYS group was given Yanggan Yishui granules suspension (2.7 g crude drug-kg'+-d'), and the YGYS+
ACEI group was given Yanggan Yishui granules suspension (2.7 g crude drug-kg'+d™'), benazepril suspension
(0.9 mg-kg'-d"), respectively. The blank group and the model group were simultaneously given the same amount
of distilled water. All groups were administered for 4 weeks. We monitored the blood pressure of rats every week,
collected rat urinary to determine ACR (urinary albumin to creatinine ratio) and $2-MG (B2-microglobulin) before
and after administration. Blood specimens of rats were kept and subjected to detect the contents of SCR, BUN, Ang
Il in serum. Kidney specimens of rats were collected for the observation of pathological changes and the detection of
Ang I, TRPC6, NF-kB and other proteins. Results: Compared with the blank group, systolic blood pressure,
urine ACR, B2-MG, serum Ang Il , protein expressions of Ang [ , TRPC6 and NF-kB in kidney tissue were
significantly increased (P <0.01) in the model group, ACEI group, YGYS group and ACEI+YGYS group after SD
rats were modeled for 6 weeks. Compared with the model group, systolic blood pressure, urine ACR, B2-MG,
serum Ang II, protein expressions of Ang Il , TRPC6, and NF-«B in kidney tissue were significantly reduced (P <
0.01) in ACEI group, YGYS group and ACEI+YGYS group after 4 weeks of administration. Compared with ACEI
group, the detection indexes of YGYS group were higher than those of ACEI group, and the detection indexes of
ACEI+YGYS group were lower than those of the ACEL group. Pathological changes of kidney tissue showed that the
structure of kidney tissue in the blank group was normal, and the kidney structure in the model group was obviously
abnormal.The renal pathology in ACEI group, YGYS group, and YGYS+ ACEI group was improved to varying
degrees after intervention. Conclusion Yanggan Yishui granules may exert renal protection by inhibiting Ang II/
TRPC6/NF-kB signaling pathway. Moreover, the combined therapy with benazepril is more effective.

Keywords: Yanggan Yishui granules; early renal damage in hypertension; Ang Il /TRPC6/NF-kB pathway; rats
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Table 2 Changes of urine ACR and B2-MG in rats(x )
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Figure 1  Expression of Ang Il , TRPC6 and NF-kB protein in

rat kidney tissue
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Table 5 Protein expressions of AngIl , TRPC6 and NF-«B in rat kidney tissue(x *s)

ZH3) SR ARt Ang Il TRPC6 NF-«kB

2 HA 9 0.12 £ 0.04 0.40 = 0.02 0.15 +0.05
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T S AARE, *P<0.01; SEBALE, **P<0.01; SIUREMALE, “P<0.05
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Figure 2 Morphological changes of rat kidney(HE staining, Xx400)
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Figure 3 Electron microscope images of morphological changes of rat kidney(x1 500)
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