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[ Abstract] Objective To study the expression and correlation of T helper cells 22 (Th22) and
micro RNA 200a ( miR-200a) in the mouse model of hepatic fibrosis induced by carbon tetrachloride
(CCl,). Methods A total of 40 male BALB/c mouse were enrolled, and they were assigned to model
group (n =20) and control group (n =20) according to the random number table method. The control
group was intraperitoneally injected with olive oil, whereas the model group was intraperitoneally
injected with CCl, solution to establish hepatic fibrosis model. The HE and Masson staining were
employed to observe hepatic pathological changes of mouse, the immunohistochemical staining to detect
the expression of a-smooth muscle actin (a-SMA) in hepatic tissues, the flow cytometry to measure
changes of Th22 cells in mouse spleen, and the RT-PCR to examine the mRNA expressions of IL-22 and
miR 200a in hepatic tissues. Results (1) The HE and Masson staining of pathological section of
hepatic tissues revealed that the mouse model of hepatic fibrosis was successfully established by
intraperitoneal injection with CCl,. (2) The model group yielded a significantly higher expression of
«-SMA as compared with the control group (P <0.05). (3) The model group yielded prominently

higher proportion of Th22 cells subpopulation in mouse spleen as compared with the control group
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(P<0.05). (4) The model group yielded a significantly higher expression of IL-22 mRNA, and a

lower expression of miR-200a mRNA in hepatic tissues in the comparison of the control group ( all

P <0.05). Conclusion Th22 cells of the mouse model of hepatic fibrosis induced by CCl, interpret

high expressions, whereas miR-200a mRNA present lower expressions, and thus Th22 cells and

miR-200a might participate in the occurrence and development of hepatic fibrosis.
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