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[ Abstract] Objective To study observe the role function of peripheral blood mucosal-associated invari-
ant T (MAIT) cellsMAIT cells and serum I1.-22 level in peripheral blood ofthe patients with pulmonary tu-
berculosis (TB) and to analysis analyze its their clinical significance. Methods 50 Fiftycases patients with TB
and 30 cases healthy volunteers (HV) were collected as the study subjects. The counts level of peripheral
blood MAIT in cells peripheral blood wereas detected by flow cytometry. The levels of serum I1.-22 level in se-
rum werewas detected by ELISA. CD8" T cells were sorted by magnetic beads. The production ability of
MAIT cells for producing Perforin and 11.-22 by MAIT cells werewas examined by flow cytometry after in
vitro Mycobacterium tuberculosis antigen Ag85B stimulatedstimulation. Results The counts levels of periph-
eral blood MAIT and serum levels of IL-22 in peripheral blood ofthe patients with TB were significantly lower
than those of in healthy volunteers (P<C0. 05). The levels of peripheral blood MAIT cells and serum I1.-22 in
the patients with Mycobacterium tuberculosis positive by sputum smear were significantly lower than those in
the patients with Mycobacterium tuberculosis negative (P<C0. 05). The levels of peripheral blood MAIT cell
countss and serum I1.-22 after routine chemotherapy and were significantly increased (P<C0. 05) ;the level of
peripheral blood MAIT cells was positively correlated with serum IL-22 levels level (P<C0. 05) ; after Ag85B
intervention, the ability of peripheral blood MAIT cells for producing Perporin in the TB patients and healthy
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volunteers was significantly decreased (P<C0. 05),while the ability for producing IL.-22 had no obvious differ-

ence compared with the control group (P>>0. 05) in sputum smear-positive TB patients were significantly low-

er than those of sputum smear-negative TB patients (P<C0. 05). There was a positive correlation between

MAIT cell counts and serum I1.-22 levels in patients with TB (P<C0. 05). However, there was no significant

difference in I1.-22 production between the two groups (P>0. 05). Conclusion

MAIT cells and 11.-22 may

play an important role in during anti-TB immunity process.

[ Key words| mucosal mucosal associated invariant T cells;interleukin-22; pulmonary tuberculosis, pul-

monary
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