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Differentiation of regulatory T cells induced by vitamin D and its role in the pathogenesis of autoim-
mune hepatitis
TIAN Er-jun'?,WANG Hui’
(1. Department of Clinical Laboratory ,the First People's Hospital of Pingdingshan City , Pingdingshan 467000 , Henan Province
China ;2. Xinxiang Medical University , Xinxiang 453003 , Henan Province ,China)

Abstract: Objective To investigate the relationship between the proportion of regulatory T (Treg) cells, interleukin-
10 (IL-10) level and vitamin D in peripheral blood of patients with autoimmune hepatitis ( ATH) ,and to investigate the effect
of vitamin D on the differentiation of Treg cells. Methods Thirty patients with AIH as observation group in the First People’
s Hospital of Pingdingshan City from February 2015 to December 2016 were selected. and eighteen healthy subjects were se-
lected as control group. The ulnar venous blood samples 10 mL of the subjects in the control group and observation group were
collected on the day of medical examination or the next day after admission. The blood samples were anticoagulated with hepa-
rin lithium, and the plasma was separated and cryopreserved. The peripheral blood mononuclear cells (PBMC) were isolated by
density gradient centrifugation. The levels of plasma 25-hydroxy vitamin D [25-(OH)-D, ] and IL-10 were detected by auto-
matic biochemical analyzer and enzyme linked immunosorbent assay ( ELISA). The proportion of CD4 * CD25 * Foxp3 " IL-10 *
Treg cells in the samples was detected by multicolor fluorescent antibody combined with flow cytometry. The correlation among
them was analyzed. The PBMC were isolated in vitro in the observation group,then the PBMC were stimulated with phorbol es-
ter (PMA) for 16 hours under the conditions with or without the activated vitamin D. Then the proportion of CD4 " CD25*
Foxp3 " IL-10 " Treg cells was detected by flow cytometry,and the level of IL-10 in supernatant was determined by ELISA. Re-

sults The levels of plasma 25-(OH)-D; and IL-10 in the observation group were significantly lower than those in the control
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group (P <0.05,P <0.01). The proportion of peripheral blood CD4 " CD25* Foxp3 " IL-10 " Treg cells in the observation
group was significantly lower than that in the control group (P <0.05). The peripheral blood 25-( OH) -D; level was positively
correlated with the proportion of IL-10 and CD4 * CD25 * Foxp3 * IL-10 * Treg cells in the observation group (R* =0.379,P =
0.000 3;R*=0.151,P =0.034 1). After PMA stimulation, the levels of CD4 * CD25 * Foxp3 * IL-10 * Treg cell and IL-10 in
supernatant under the condition of 1,25-( OH),-D, were significantly higher than those under the condition of absenting 1,25-

(OH),-Dj; in the observation group (P <0.05). Conclusion Vitamin D can directly induce the proliferation and differentia-

tion of Treg cells. The decrease of Treg cells in AIH patients is related to vitamin D deficiency in some extent.
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