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Analysis of Follicular Helper T Cell Related Expression Molecules and Autoantibodies in Patients with Chronic Hepatitis B.  Liang Shuhui,
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Abstract Objective Investigate the expression levels of CXCR5, CXCL13, IL —21 and TGF - B, related expression molecules of
peripheral blood Tth cells in patients with chronic hepatitis B (CHB) and to analyze their correlation with autoantibodies. Methods Fifty
CHB patients admitted to the First Affiliated Hospital of Guangzhou University of Traditional Chinese Medicine from October 2018 to March
2019 were selected. 30 healthy medical examiners during the same period were selected as the control group. The expression levels of
CXCR5, CXCL13, IL -21 and TGF - B, were detected by ELISA method, and the titer of autoantibodies such as ANA, LKM, LCI,
ASMA, AMA, and etc. are obtained by indirect immunofluorescence method. ANA are also distinguished karyotypes. Results The ex-
pression of CXCRS5, CXCLI13, IL -21 and TGF - B, in the CHB patient group was significantly higher than that of the healthy control
group (P <0.01), and the positive rate of autoantibodies was also significantly higher than that of the healthy control group (P <0.05).
Under ANA positive fluorescent karyotype, six cases of nuclear granular type and one case of cytoplasmic particle type, one case of cyto-
plasmic fiber type and one case of mixed karyotype ( nuclear type and nuclear granular type) were present. The positive rate of ASMA was
6% , which had no AMA, LC1 and LKM presenting. CXCL13 and CXCRS5 in the CHB patients’ autoantibody positive group were slightly
higher than the negative group, and IL —21 was slightly lower than the negative group. The differences of CXCL13, CXCRS5, and IL -21
were not statistically significant (P >0.05). Conclusion Tth cells expression molecules CXCL13, CXCR5, TGF - 8, and IL - 21 were
highly expressed in CHB patients. There were obvious autoimmune disorders in CHB patients. The correlation between the appearance of
autoantibodies in CHB patients and the expression molecules of Tfh cells CXCL13, CXCR5, TGF - B, and IL - 21 was not strong enough
which requires further study.
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T HIWTAE IR, ANA [R] I X3 4% B s A SR A A I %
#1100, G0 4 A 78 45 S e 5 O, A S B M
A A R s R S M 8O BB, U Ak 2 i 10 320,
1: 1000/ i B, 22 40 Mo AS 7 4 e PR 201G o

3. G835 i R SPSS 22,0 i BAF REAT
Gt it , R Hl Kolmogorov — Smirnov #5; %6 46; I %4 4f&
IESE AT IR 20 A0 B TH R BORER X580 + ik 22
(x +5) Fon, PIREAR YL Z 0] 09 LR T ¢ 45 580 43
TBORRERH Y K560, L P <0.05 h22 5445
e

5] LS

1. CHB 215 xf M 20 41 J& i, T 20 i A 56 2 35 73
T4 #7:CHB 41 CXCL13 ,CXCR5 . TGF - B, 1 IL - 21
BB P BA, MEEERARI 7 E X
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i H xf BE 2 CHB 4
CXCL13(ng/ml) 2.24 £0.75 5.29 £0.98 *
CXCR5 (ng/ml) 2.64 £0.58 5.37 £0.64*

TGF - B, (pg/ml)
IL -21(pg/ml)

1642.76 +551.23
208.73 +87.23
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x4 i, " P <0.05
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i H Xf B2 (n =30) CHB 4 (n =50)

P 14 29(96.67) 37(74.00)
ANA 1:100 1(3.33) 7(14.00)

1:320 0(0) 3(6.00)
ASMA  1:100 0(0) 3(6.00)
AMA 1:100 0(0) 0(0)
LC1 1: 100 0(0) 0(0)
LKM 1: 100 0(0) 0(0)

x> =6.672,P=0.010
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TGF - B, (pg/ml)
IL -21(pg/ml)
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