( Chin J Cell Mol Immunol) 2021 37(4) 295

. . : 1007-8738(2021) 04-6295-07

Th17 /CD4" T

( 530021)
CD4* T Th17 o
CDh4" T N (CSE) .(0.25.0.5.1.0) mg/mL « Janus 2( JAK2)
AG490 . 3( STAT3) TGH01348 &
CSE o CD4" T -+ Th17 ELISA C4*° T o TNF-w)
17A( ILA7A) ; PCR Ch4* T JAK2. STAT3. yt( ROR—=t)  mRNA
Western blot CD4* T JAK2. JAK2( pJAK2) . STAT3, STAT3( p-STAT3) . ROR—t
o CSE Th17 /CD4* T TNF-o+ IL47A ; ROR-yt  mRNA
JAK2. STAT3 o Th17 /CD4" T TNF-o~ IL47A ROR—-yt mRNA
JAK2. STAT3 o JAK2-STAT3-ROR—-yt Th17 /CD4" T
CSE o
; : CD4*T : Th17 : JAK2; STATS3; vt( ROR—yt)
R285.5 R563 R392.12 R364.5 R259 A

DOI:10.13423/j.cnki.cjcmi.009171
Liking Prescription reduces cigarette smoke extract-induced inflammatory response via

inhibiting JAK2/STAT3/ROR-t pathway to reduce Th17/CD4" T cell ratio in rats
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Abstract Objective To investigate the effects of Liking Prescription on cigarette smoke extract ( CSE) -induced
differentiation into Th17 cells from CD4* T cells and inflammation and to study the possible mechanism. Methods CD4" T
cells isolated and cultured were divided into control group CSE group (0.25 0.5 1.0) mg/mL Liking Prescription
treatment group JAK?2 inhibitor AG490 group STAT3 inhibitor TG-4013480 group. The Liking Prescription treatment groups
and the inhibitor groups were given corresponding treatments before CSE stimulation. The proportions of CD4* T cells and
Th17 cells in each group were detected by flow cytometry. TNF-e and IL47A in CD4* T cell culture medium were analyzed
by ELISA. The expression of JAK2 STAT3 and retinoic acid-related orphan nuclear receptor yt ( ROR-yt) mRNA in CD4* T
cells was measured by real-time quantitative PCR. The expression of JAK2 phosphorylated JAK2 ( p-JAK2) STAT3
phosphorylated STAT3 ( p-STAT3) and ROR-yt protein in CD4 " T cells were analyzed by Western blotting. Results CSE
treatment increased the ratio of Th17 cells/CD4* T cells and the content of TNF-e and IL47A in the culture medium; the
expression of ROR-t mRNA and protein increased; the phosphorylation of JAK2 and STAT3 increased. After treatment with
Liking Prescription the ratio of Th17 cells/CD4" T cells was reduced; the secretion of TNF-« and ILd7A dropped; the
expression of ROR-t mMRNA and protein and the phosphorylation of JAK2 and STAT3 were inhibited. Conclusion
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Liking Prescription can reduce CSE-induced inflammatory response via inhibiting JAK2/STAT3/ROR—t pathway to reduce

the ratio of Th17 cells/CD4* T cells.
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