2022 4F 3 H 45 42 5 3 W E P E % K F F W
Mar. 2022 Vol. 42 No. 3 Journal of Hunan University of Chinese Medicine 471

RSB BAEAE B R, 52 AL RO RIETE. O T S PR I At T 08 G O A0 B R e B Treg/Th7 40 M G0 5 3k (W55 [J]. g
PR 2K, 2002, 42(3): 471-476.

LRSI M S I S AN R A B Treg/Th17
i) IR SNV

W HR O R ORI ARG Kk®E?
(LB EEZE RS W KD 410208 ;2.080 /8 o 5 25 K22 55 — B s < Be A B W1/ Kb 410007)

(HE) BH WEZ A mE W R (B8 0 ) 4 % 18 o £ M BT 298 (hepatitis B virus related acute—on—chronic liver fail-
ure, HBV-ACLF) & 3 %1 4 & ¢ & 3% 4b B fu 38 % ¥ T 48 58 (regulatory T cell, Treg)# % 8y % T 45 # 17 (helper T cell 17, Th17) 4
o T3 B X gm e B F Rk Rk ik #7396 ] HBV-ACLF &% (KERPHA LN AAEELA 5 RAERRA. RARRX
28 LR A ) BB 2 A0 B o Treg \Th17 40 fig 1+ %, 48 B B F 4o 2R 1) B0 R R U %5 46 4 K B F B (transforming growth factor—f, TGF-B)
& 4~ % 10 (interleukin-10, IL-10) /¥ /& 3f %% [ F —a (tumor necrosis factor—c, TNF-a) | 1 A~ % -17A (interleukin-17A, IL-17A) . &
- % =23 (interleukin-23, 11-23)#& 3 , 5 # 7% % & B PCR 4 Sk 3otk 3 5 & & 3(forkhead box protein 3, Foxp3) 4 ¥ B 48 5 I 4%
% {&—yt(retinoid-related orphan nuclcar receptor—yt, ROR—yt) mRNA # & , B 4 3l 41 X K JE 48 A#7[C K B & & (C—reactive protein,
CRP) . [#45 % J& (procalcitonin, PCT) % # % (lipopolysaccharide, LPS)|AK P, Z558R 4 41 & % 41 Treg 40 M T #0 5 7 40 W1 &% 42 41 1
B,EREHITFEX(P005), 5 ME L4 AR, A 45 & 44 Thl7 @ K+ 30 B 75 (P<0.01); 8 4 # & 2 4 CRP,
PCT LPS & F 3 % % 7 & (P<0.01,P<0.05) ; # 4 T & % 41 Th17 TNF-o IL-17A 1L-23 ROR—yt mRNA % 3 % 8 t 38 (P<0.01,P<
0.05) ; 7 %8 1 & 42 41 Foxp3 mRNA IL-10 & 3 3 ¥ 8 T (P<0.01,P<0.05)., H @R 38 S5 (8333%) 8 & T L@ 44
(11.11%) (P<0.01), £51%& HBV-ACLF & # [ 2 5 2 9t & | & e RS 3 Ao, & % 5 7 & Th17 @0l fh % Il & R HLH T 4 &
Th17 @ E A C R BRER M A4 wE AR KRAER LK,
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Study on immune expression of Treg/Thl7 cells in patients with HBV-ACLF and bacterial infection
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(Abstract] Objective To observe the cell count of regulatory T cell (Treg) and helper T cell 17 (Th17) cell and the expression
of related cytokines in peripheral blood of patients with hepatitis B virus related acute—on—chronic liver failure (HBV-ACLF)
combined with bacterial infection. Methods 96 patients with HBV-ACLF were divided into bacterial infection group and non-
bacterial infection group according to the infection. Flow cytometry was used to detect the cell count of Treg and Th17 in

peripheral blood. The expression levels of transforming growth factor—f (TGF-B), interleukin—10 (IL-10), tumor necrosis factor—
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a (ITNF-a), interleukin—17A (IL-17A) and interleukin-23 (IL-23) were detected by cytometric bead array. The expression of
forkhead box protein 3 (Foxp3) and retinoid—related orphan nuclcar receptor—yt (ROR—yt) mRNA were detected by real—time
fluorescent quantitative PCR, and the levels of C-reactive protein (CRP), procalcitonin (PCT) and lipopolysaccharide (LPS) were
detected. Results There was no significant difference in Treg cell count between the bacterial infection group and non-—
bacterial infection group (P>0.05). Compared with the non-bacterial infection group, Th17 cell count in bacterial infection group
was significantly increased (P<0.01), CRP, PCT and LPS were significantly increased in the bacterial infection group (P<0.01, P<
0.05). The expression of Th17, TNF-a, IL-17A, 1L-23 and ROR-yt mRNA in the bacterial infection group were all up—
regulated (P<0.01, P<0.05), Foxp3 mRNA and IL-10 expression were significantly down-regulated in bacterial infection group (P<001,
P<005). The deterioration rate in the bacterial infection group (83.33%) was significantly higher than that in the non-bacterial
infection group (11.11%) (P<0.01). Conclusion Patients with HBV-ACLF have an increased risk of infection with the progression
of the disease, and there is a phenomenon of Th17 cell dominance after infection. It may be related to the excessive value—

added differentiation of Th17 cell, which leads to the uncontrolled inflammatory response and aggravates the inflammatory

response of liver tissue.
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