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Abstract: Objective To explore the mechanism of Guizhi Fuling capsule on benign prostatic hyperplasia (BPH) in rats. Methods 72
male SPF SD rats were randomly divided into six groups: control group, model group, finasteride (positive drug, 2 mg-kg™') and
Guizhi Fuling Capsules low-dose, medium-dose and high-dose (0.87, 1.74, 3.47 g-kg™") groups, with 12 rats in each group. Except
the control group, the other five groups were given male and female hormones (0.05 mg kg™ estradiol benzoate and 4 mg-kg™

testosterone propionate), once a day for 28 d, and the BPH model was established. At the same time, the therapeutic drug was given
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by ig, with a volume of 10 mL-kg™", once a day, for 28 d. The pathological changes of prostate tissue were observed by HE staining.
The contents of DHT and E, in serum, DHT, E,, TGF- 1 and EGF in prostate tissue were detected by ELISA. The protein
expressions of PCNA, AR, ERa, IGF-1, FGF-7, HIF-1a and VEGF in prostate were detected by Western blotting. The mRNA
expression of PCNA, FGF-7, IGF-1 and VEGF in prostate was detected by qRT-PCR. Results Compared with control group, the
prostate index and epithelial thickness of prostate in the model group were significantly increased (P < 0.01), the prostatic
hyperplasia, interstitial congestion and edema were significantly increased, and the contents of DHT in serum and DHT, E, and EGF
in prostate were significantly increased (P < 0.05 and 0.01). The content of TGF-B1 in prostate was significantly decreased (P <
0.05), and the protein expression levels of PCNA, AR, ERa, FGF-7, IGF-1, HIF-1a and VEGF and the mRNA expression levels of
PCNA, FGF-7, IGF-1 and VEGF in prostate were significantly increased (P < 0.05 and 0.01). Compared with the model group, the
high-dose group of Guizhi Fuling Capsule significantly reduced the prostate index (P < 0.05), while the low-dose, medium, and high-
dose groups significantly reduced the thickness of the prostate epithelium (P < 0.01), reducing prostate hyperplasia, interstitial
congestion, and edema. The low-dose group of Guizhi Fuling Capsule significantly increased TGF-f1 content in the prostate gland,
significantly reducing EGF content (P < 0.05) and the expression of PCNA, FGF-7, and VEGF mRNA (P < 0.01), significantly
downregulating the expression level of AR protein in the prostate (P < 0.05). The medium dose group of Guizhi Fuling Capsule can
significantly increase TGF- 1 content in the prostate gland, significantly reducing EGF content (P < 0.05 and 0.01) and the
expression levels of PCNA and VEGF mRNA (P < 0.01), significantly downregulating the expression level of IGF-1 protein (P <
0.05). The high-dose group of Guizhi Fuling Capsule significantly increased TGF-1 content in the prostate gland, significantly
reducing the levels of DHT in serum, DHT, E2, EGF in prostate (P < 0.05 and 0.01), as well as the expression levels of PCNA4, FGF-
7,1GF-1, and VEGF mRNA (P < 0.01), significantly downregulating PCNA, AR, ERa. FGF-7, IGF-1, HIF-1a and VEGF protein
expression (P < 0.05 and 0.01). Conclusion Guizhi Fuling capsule has obvious therapeutic effect on benign prostatic hyperplasia,
which may reduce DHT and E, content, inhibit E, and ERa binding and AR signaling pathway. Moreover, it increased the content of
TGF-B1 and decreased the content of EGF, inhibited cell proliferation and induced cell apoptosis, down-regulated the expression of
FGF-7, IGF-1, HIF-1a. and VEGF growth factors, and inhibited cell proliferation and was related to angiogenesis.
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Fig.3 Effect of Guizhi Fuling Capsule on expression of PCNA, AR, ERa, FGF-7, IGF-1, HIF-1a and VEGF protein in
prostate of BPH rats (x+s, n=3)
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Table 3 Effect of Guizhi Fuling Capsule on mRNA expression of PCNA, IGF-1, FGF-7 and VEGF in prostate of BPH rats
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