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Forsythia suspensa Leaves Extract Affects the Metabolism
of Pregnant Mare Serum Gonadotropin in
Liver through PXR/CYP17A1

CHEN Guowen, WANG Zhongyi, QIU Shantong, YOU Ting, YUE Tao,
PU Sisi, ZHANG Yuxing, WANG Guirong

(College of Veterinary Medicine, Gansu Agricultural University, Lanzhou 730070, China)

Abstract: [ Purpose] To study the effects of Forsythia suspensa leaves extract (FSLE) on the meta-
bolism of pregnant mare serum gonadotropins (PMSG) in liver, improving the damage to the animal
organism caused by the slow metabolism of PMSG in livestock production. [ Methods] The active
ingredient of forsythia leaves was extracted by semi-bionic enzyme alcohol method, and then the
different contents of FSLE were given to female Kunming rats for in vivo animals experiment. The
serum of mice was collected and enzyme-linked immunosorbent assay was performed to detect the
mass concentration of PMSG in the serum of each group of mice. Liver tissues of mice were collec-
ted and the kit measured the levels of oxidative stress indicators, including glutathione, superoxide

Wik H ). 2023-03-14 BRI A 2024-02-05 MZEE & B 2024-03-07
SESTH . H AR RFHERIMPAFR 4T H (GAU-QDFC-2021-05); HltA HARBIARE 4T H (22JR5-
RA868).

VEF I BRESE (1997—), Zo, HAMmA, FEEmmoed:, FE SR 2GS S HE ot .
E-mail: 3112961941@qq.com e T

53 {51E# Corresponding author: FFESE (1972—), L, HMFAN, Wb, @IEEE, EEMHMEL S ooy
FPIEIISY . E-mail: 514850787@qq.com et i

2B &ML : https://link.cnki.net/urlid/53.1044.8.20240307.1355.001



https://doi.org/10.12101/j.issn.1004-390X(n).202303028
https://doi.org/10.12101/j.issn.1004-390X(n).202303028
https://doi.org/10.12101/j.issn.1004-390X(n).202303028
mailto:3112961941@qq.com
mailto:514850787@qq.com
https://link.cnki.net/urlid/53.1044.S.20240307.1355.001
http://xb.ynau.edu.cn
mailto:ynauzkxb@foxmail.com

AR

PREISE, 4. R4S PXR/ICYPLTAL SEM 242 0 i i e PE R R AR AR AR i 89

dismutase, malondialdehyde and hydrogen peroxide. Western-blot was used to detect the expression
levels of pregnane X receptor (PXR) and cytochrome P450 17A1 (CYP17A1) proteins in mouse liver
tissues. [ Results ] FSLE could significantly reduce the mass concentration of PMSG in the serum of

mice, and it also might slow down the oxidative stress induced by PMSG metabolism. The results of

Western-blot showed that FSLE could significantly down-regulate the expression levels of PXR and
CYPI17ALl in liver tissue. [ Conclusion] FSLE may attenuate oxidative stress induced by PMSG
metabolism through down-regulating the expression of PXR and CYP17A1 in liver tissue.

Keywords: Forsythia suspensa leaves extract; pregnant mare serum gonadotropin; oxidative stress;

pregnane X receptor; cytochrome P450 17A1
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Fig. 1 Effects of Forsythia suspensa leaves extract (FSLE)

on the metabolic level of PMSG
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Fig. 2 Effects of FSLE on the oxidative stress level in mouse liver
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Fig. 3 Effects of FSLE on the CYP17A1 protein expression levels in mouse liver
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Fig. 4 Effects of FSLE on the PXR protein expression levels in mouse liver
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