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Relationship between HBSAG and TSH during interferon treatment in

hepatitis B patients with low HBsAg level
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(Yunnan Provincial Clinical Medical Center for Infectious Diseases) s Kunming ,Yunnan 650041, China ]

[Abstract] Objective To investigate the relationship between hepatitis B (HB) surface antigen (HB-
sAg) and thyroid-stimulating hormone (TSH) during pegylated interferon a-2b (PEG-IFNa-2b) treatment in
the HB patients with low HBsAg level. Methods A total of 103 HB patients with low HBsAg level conduc-
ting PEG-IFNa-2b combined with nucleos(t)ide analogues antiviral treatment in this hospital during 2020 —
2022 were selected as the study subjects and divided into the TSH increase group, TSH normal group and
TSH decrease group according to the TSH level of the patients during PEG-IFNa-2b treatment. The general
data and laboratory indexes in various groups were collected. The differences in HBsAg levels were analyzed.
Results There were no statistically significant differences in baseline gender,age, WBC, Hb,PLT, HBsAg, to-
tal triiodothyronine (TT3), total thyroxine (TT4), free triiodothyronine (FT3), free thyroxine (FT4) and
TSH among the groups (P>>0.05). There were statistically significant differences in the level of HBsAg be-
tween 24-week treatment and 48-week treatment and the degree of HBsAg decrease at 24-week treatment a-
mong the groups (P<C0.05). The HBsAg level after 24-week,48-week treatment in the TSH decrease group
was significantly lower than that in the normal TSH group,and the decrease degree of HBsAg at 24-week
treatment was significantly higher than that in the normal TSH group,and the differences were statistically
significant (P<C0. 05). Conclusion PEG-IFN-a-2b has better antiviral efficacy for TSH decrease Chyperthy-
roidism/subclinical hyperthyroidism) in the patients with HBsAg low level hepatitis B.
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Dunn-Bonferroni #: 5 5 i1 % % 8 UL 5] B 8% & 4y b %
7N R X B Fisher M VIR, UL P<<0.05 2%
SAGIEE L,
2 % ES
2.1 AL FH

AR TSH KF & Mo AR % . WBC.Hb PLT,
HBsAg.TT3.FT3.TT4.FT4.TSH W # % % L5 it
FEX(P>0.05), 0% 1,
2.2 A7 & HBsAg R-F ik

K AHIAIT 24.48 J§ HBsAg /K FHl 24 J& HBsAg
TR LR RA G2 R L (P<<0.05) . WLk 2,
TSH FEAK 43897 24,48 J& HBsAg /K F B 8% T
TSH IE % 240,697 24 J& HBsAg PR & & T
TSH IE®H . ZFHGIF¥E L (P<<0.05) ., A41&E
HHA 32 BITEIRYY 24 J 5 38 200G RIA A& BOR B
TGYT 48 J& HBsAg FRERLEE,

*1 BREAEZHAB/ILE

i H TSH FEAR4H (2 =6) TSH EH#HA(n=74) TSH FE#H (n=23 x*/H/F P

B/ n/n) 4/2 59/15 14/9 1.266  0.544
ERY (s, 8 41.50+13. 08 39.50410. 33 38.00413.03 3.492  0.764
HBsAg[M(Q,.Q;).1U/mL] 48.22(8.31.286.85) 211.95(16. 57,822, 27) 113.70(49.91,692.30)  0.488  0.430
HBV-DNA[M(Q,.Q,).1U/mL] 0(0,0) 0(0,1 680) 0(0,1 610) 4.501  0.105
ALT[M(Q,.Q;),U/L] 17.50(8. 75,40.75) 9.50(21.75,56.00) 21.00(17.00,72. 00) 3.315  0.191
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gEl SHEZERER
WA TSH FEARH (n=6) TSH IE®H (n=74) TSH Ft#l(n=23)  x*/H/F P
ASTIM(Q,.Q;).U/L] 21.50(17.00,33. 25) 26.50(22. 00,38.00) 27.00(21.00,49. 00) 2.224  0.329
WBCIM(Q,.Q,),X10°/L] 5.92(1.98,4.08) 4.76(3.91.6.37) 4.42(3.47.5.82) 4.968  0.083
Hb[M(Q,.Q;) g/L] 164.00(145.30,164.30)  164.50(148.30,175.00)  158.00(150.00,171.00) 0.879 0. 644
PLTIM(Q,.Q,).Xx10°/L] 226.50(199. 30,286.80)  195.50(142.80,175.00)  185.00(141.00,261.00) 2.758  0.252
TT3[M(Q,,Q;),nmol/L] 2.00(1.80,2.35) 1.86(1.65,2.05) 1.88(1.54,2.06) 0.804  0.958
FT3[M(Q,,Q;):pmol/L] 5.22(4.40,6.12) 5.12(4.66,5.64) 5.00(4.58,5.56) 2.103  0.349
TT4A[M(Q,,Q;) »nmol/L] 100. 70(80.13,149. 43) 97.59(84. 34,112, 27) 101. 34(86.33,115.94)  0.846  0.655
FT4[M(Q,,Q;) ,pmol/L] 17.31(14. 08,20. 16) 16.52(14.37,18. 33) 16.47(14.67,17. 36) 0.322  0.851
TSH[M(Q,.Q;) -ulU/mL] 1.90€0. 97,3.07) 1.95(1.29.2.65) 2.01(1.97,2.86) 1.413  0.493
%2 RITHAE & A HBsAg K ELERIM(Q,,Q;)]
i H TSH FEAR4L (n=6) TSH IE# A (n=74) TSH JH# 41 (n=23) H P
YEY7 12 JH (IU/mL) 29.35(2.51,144. 43) 124.47(7. 23,507, 66) 60. 00(4. 75,290. 30) 1.363 0.506
YRYT 24 JH(IU/mL) 000,32.97)° 39.16(0. 78,285. 36) 22.70(1.12,174. 28) 6.093 0.048
YBIT 48 Ji (TU/mL) 0(0,1.28)" 5.59(0,139.70) 1.79€0,73. 25) 6.371 0. 041
BIT 12 AP BRRE (0 50.23(32.89,74. 24) 37.22(21.76,73.02) 22.69(2.75,86.98) 2. 969 0.227
VRIT 24 AT RRRRE (V) 100. 00(77.40,100. 00)" 34.52(8.56,75.09) 49.24(21. 83,69. 80) 9.797 0.007
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