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Interventional Effect of Shendi Granule on Apoptosis and Inflammatory Disorder

of Mononuclear Cells in Rats with Mesangial Proliferative Glomerulonephritis
MAO Yan-ping', WANG En-jing*, JIN Hua', WEI Ling', ZHANG Lei', WANG Yi-
ping'

(1. The First Af filiated Hospital of Anhui University of Chinese Medicine, Anhui Hefei 230031,
China; 2. Wuwei County Hospital of Traditional Chinese Medicine, Anhui Wuwei 238300, China)
[Abstract] Objective To investigate the changes in the apoptosis of peripheral blood mononucleated cells
(PBMCs), the protein expression of B-cell lymphoma-2 (Bcl-2) and Fas, and the levels of monocyte chem-
otactic protein 1 (MCP-1) and transforming growth factor-f1 (TGF-B1) after Shendi Granule is used for
the treatment of rats with mesangial proliferative glomerulonephritis (MsPGN), as well as the mechanism
of action of Shendi Granule. Methods A total of 60 Sprague-Dawley rats were selected, among which 10
rats were randomly selected as normal group and the remaining 50 rats were used to establish a model of
MsPGN, and after the model was successfully established, they were divided into model group with 11
rats, valsartan group with 10 rats, and Shendi Granule group with 10 rats. The drugs were administered
since day 21 after modeling; the rats in the valsartan group were given valsartan solution by gavage every
day, those in the Shendi Granule group were given Shendi Granule solution by gavage, and those in the
model group and the normal group were given normal saline by gavage, for 12 consecutive weeks. Patho-
logical damage was observed under a light microscope, and laboratory methods were used to measure 24-
hour urinary protein (24hUPr), apoptosis rate of PBMCs, protein expression of Bel-2 and Fas, and serum
levels of MCP-1 and TGF-B1. Results Compared with the valsartan group, the Shendi Granule group had
a significantly greater reduction in 24hUPr at weeks 8 and 12 of treatment (P<C0. 05). Compared with the
normal group, the model group had significant increases in the apoptosis rate of PBMCs and the serum lev-
els of MCP-1 and TGF-1 (P<C0. 05), as well as significantly downregulated protein expression of Bel-2
and significantly upregulated protein expression of Fas (P<C0. 05). Compared with the model group, both
the valsartan group and the Shendi Granule group had significant reductions in the apoptosis rate of PBMCs
and the serum levels of MCP-1 and TGF-B1 (P<C0.05), as well as significantly upregulated protein expres-
sion of Bel-2 and significantly downregulated protein expression of Fas (P<C0. 05). Compared with the val-
sartan group, the Shendi Granule group had significantly lower apoptosis rate of PBMCs and serum level of
TGF-B1 (P<C0.05) and a significantly greater increase in the protein expression of Bel-2 (P<C0.05). The
proliferation of renal mesangial cells was effectively inhibited in the MsPGN rats in the Shendi Granule
group. Conclusion Shendi Granule can alleviate renal inflammatory response, reduce urinary protein, and
improve the pathological damage of the kidney in rats with MsPGN, possibly by regulating the protein ex-
pression of the apoptosis-regulating proteins Bel-2 and Fas, reducing the apoptosis rate of PBMCs, and
downregulating the expression levels of MCP-1 and TGF-f1.
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