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Study on immune regulatory mechanism of
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Abstract: Objective To establish animal model of immune premature ovarian failure (POF) and explore the immune
regulatory mechanism of mice POF in to provide experimental basis for clinical research of immune POF. Methods Forty
female B6AF1 mice were selected and divided into blank group and model group (n =20 each). Using mice zona pellucida
3(7ZP3) polypeptide fragment (pZP3) as immunogen,the autoimmune POF mouse model was established by immunizing
mice with pZP3 in model group. General conditions of mice in two groups were compared to judge the influence of pZP3 on
the state of model mice. After 14 days,mice organs were taken for weighing and calculating organ indexes in two groups. HE
staining and immunofluorescence staining were respectively performed on bilateral ovary pathological sections to detect ovar-
ian tissue morphology,lymphocyte infiltration and distribution of zona pellucida antibody. Real-time fluorescent quantitative
PCR (gRT-PCR) method was used to detect the expressions of forkhead or winged helix transcription 3 (FOXP3) mRNA
and retinoid-related orphan nuclear receptor-yt (ROR-yt) mRNA. Results The general situation of B6AF1 mice immu-
nized with pzp3 was poor, and the mice were prone to irritability, anger, etc. Compared with blank group, in the model
group, spleen index increased (P < 0. 01) ; thymus index and ovarian index decreased (all P <0.01) ;uterus indexs were

similar between two groups( P >0.05) ,though it was lower somewhat in model group than that in blank group. No infilira-
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tion of inflammatory cells in ovarian tissues and fluorescence of zona pellucida antibody were observed in blank group. There

were inflammatory cell infiltration of different degrees in ovarian tissues and fluorescence of zona pellucida antibody with

different intensity in model group. The results of qRT-PCR showed that compared with blank group,in model group, the rel-

ative expression level of Foxp3 mRNA in spleen significantly decreased (P <0.01) ;the relative expression level of ROR-yt

mRNA in spleen significantly increased (P <0.05). Conclusions The method of immunizing B6AF1 female mice with

pZP3 can establish the immune POF model successfully. Expression levels of specific transcription factor Foxp3 and ROR-

vt in regulatory T cells (Tregs)and helper T 17 cells(Th17) present imbalance in immune POF mice which is helpful to

study the immune regulatory mechanism of POF.
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