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Mechanism of growth hormone and all-trans retinoic acid in antagonizing endometrial fibrosis
TIAN Huamin , TONG Wei ,LI Na \WANG Lijuan ,GAO Cui ,LI Sha
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Abstract: Objective To study the mechanism of growth hormone (GH) and all-trans retinoic acid in an-
tagonizing endometrial fibrosis. Methods Fresh endometrial tissue was selected to culture primary human en-
dometrial stromal cells (ESCs). The experimental cells were divided into normal group,model control group.
GH test group and ATRA test group. The normal group did not use drug intervention, the model group inter-
vened 48 h with 10 ng/mL TGF-beta 1,and the GH experimental group was treated with 10 ng/mlL TGF-beta
1 after 48 h to add 48 h to 0. 1 mol/L GH,and the ATRA experimental group was treated with 10 ng/mL. The
levels of OPN,ItgayB3,COL1ALl, and «-SMA mRNA were measured by RT-PCR. The Western blot method
was used to determine the expression of OPN, Itgayp3, COL1Al and «SMA protein in the cells.
Results Compared with the normal control group, the OPN and Itgay3 mRNA levels in the model group
were significantly decreased (P<C0.05). The expression levels of OPN and Itgayf in the GH group were high-
er than those in the model group (P<C0. 05),and no significant difference was found when compared with the
normal group (P>0. 05). Compared with the normal group,the expression of COL1Al and o~-SMA mRNA in
the model group was significantly increased (P<C0.05). Compared with the model group, the expression of
COL1A1 and a-SMA mRNA in the experimental group of all-trans retinoic acid was significantly reduced (P<C
0.05) ,and no significant difference was found when compared with the normal group (P>>0. 05). Compared
with the normal control group, the OPN and ItgayB3 of the cells in the model group were significantly de-
creased (P<C0.05). Compared with the model group,the expression levels of OPN and Itgay in the GH group
were significantly increased (P<C0. 05),and no significant difference was found when compared with the nor-
mal group (P>0. 05). Compared with the normal group,the COL1A1l and o-SMA proteins in the model group
was significantly down-regulated in the all-trans retinoic acid group (P<C0. 05),and there was no significant

difference with the normal group (P>>0. 05). Conclusion GH and all-trans retinoic acid can antagonize endo-
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metrial {ibrosis by promoting the expression of OPN and Itgayf3 mRNA and inhibiting the expression of

COL1A1 and a-SMA mRNA.
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Rk 1.43+0. 04" 1.52+0.02"
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