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The Role of 1L-23 in the Immune Regulation of Chronic Hepatitis B
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(Department of Infectious Dieseases,Shanxi Provincial People’s Hospital, Taiyuan 030012,Shanxi, China)
Abstract: Objective To investigate the role of IL-23 in the immunomodulation of chronic hepatitis B.Methods 32 patients with HBeAg -positive
chronic hepatitis B admitted to our hospital were enrolled. According to the ALT level, 16 patients with ALT=120 IU/ml and 16 patients with ALT<
120 1U/ml were selected. 20 patients in the center were used as healthy controls. Serum IL -23 levels were measured by enzyme -linked
immunosorbent assay (ELISA), and the percentage of Th17 cells was detected by flow cytometry.Results Compared with the healthy control group, the
expression of serum IL-23 and the percentage of peripheral blood Th17 cells in HBeAg-positive chronic hepatitis B patients were significantly
increased (P<0.05). Serum IL in patients with ALT=120 IU/ml -23 concentration (394.81+101.84) pg/ml was higher than ALT<120 1U/ml (283.69+
85.65) pg/ml, ALT =1201U/ml patients with Th17 cell percentage (3.25+0.70)% higher than ALT<120 IU/ml (2.68+0.61)%, the difference was
statistically significant (P<0.05); the percentage of Th17 cells and serum IL-23 in peripheral blood of patients with chronic hepatitis B were positively
correlated with the degree of ALT (P<0.05); Thl7 cells The percentage was positively correlated with serum IL -23 concentration (P<0.05).
Conclusion 1L -23 may participate in the inflammation of patients with chronic hepatitis B by affecting the immune regulation of Thl7 cells,
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providing a new target for clinical.
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