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1.3.4 A 1B 48 i ( peripheral blood mono-
nuclear cell, PBMC) 9738 K&3E5E  REWITI S
S MEAME L, JF 25 B, LA R £k 28 #P ¥ ( phosphate
buffer saline, PBS) & (RFHM B )5 , 0 FH B REME-1Z 52
I A B B 0o 1 B R AR il B A A,
B 10% (RF 0 FRERG A4 075 ) RPMI1640 1557
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PR (12.5 mg/L) (BF5R % (0.25 o/L) M IEFEE
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1.3.5 A& Th17 4RI B 37 )5 /Y 40 i
B 100 WL, finA CD3 $i4k 10 pL 1 CD8 Hifk 10
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10 wL HEATANBE A e ta, F 4 CEEEHEE 30 min, Jil
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min) 5% VS, eSS A PBS 300l iR 240,
T =UAn L4 ( 32 [ BD Biosciences i =40 fd % ) XF
CD3*CD8 " IL-17 * T 4 ffd A 7460
1.3.6  AMJAE I Treg 4RAEATIN  HUEF% 5 09 40 i &
W 100 pL, in A CD4 Hrik 10 wL F1 CD25 i {4k
10 pL, HATHIMR YL, T 4 CHOELIEE 30 min
J& ., in 300 pL PBS PE¥ IRAMIKEE E .0 5 min(1 500
r/min) & EVEW, I 100 L [ 9 e B, T 4
CHEEEHFE 30 min J5 /A 300 L PBS, JRAIIEH %
L5 min(1 500 v/min) 5 FWEH, FINA 100 wL %
PR AT IR TR, I A Foxp3 ik 10 wL #EA740
MO s, T 4 °CH#EOEHEE 30 min, Al A 300 pL
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CD25 * Foxp3 * T 40 pEA 4G .
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Table 1 Effects of different genotypes hepatitis B virus (HBV) on Th17 and Treg cells and their
ratios in the normal alanine aminotransferase (ALT) group

Items B type C type t P
n 35 38
HBV DNA 5.097 £1.116 5.279 £1.299 -0.637 0.526
Th17/% 1.818 £0.112 1.832 £0.123 -0.491 0.625
Treg/ % 4.865 +0.196 4.918 £0.168 -1.242 0.218
Th17/Treg 0.374 0. 026 0.373 +0.02 -0.206 0.837
n=T73.

R2 ALT & TIER ERE/NTIER LR 2 fF4H, A RIS R B LR SR REXS Th17 | Treg 4R K2 H LUK 20
Table 2 Effects of different genotypes hepatitis B virus (HBV) on Th17 and Treg cells and their ratios in the alanine

aminotransferase ( ALT) <2 times the normal upper limit group (the ALT > normal upper limit)

Items B type C type t P
n 37 35
HBV DNA 5.330 +1.139 5.247 £1.260 0.290 0.773
Th17/% 2.560 £0.347 2.525 £0.348 0.426 0.671
Treg/ % 5.501 £0.404 5.513 £0.356 -0.134 0.893
Th17/Treg 0.468 +0.073 0.461 +0.074 0.435 0. 665
n=72.

2.4 ALT=2 i b FRZ PR R BE R ALY £ AR 2k
FEXT Th17 Treg 4l A H: EE 3 152 )
TE ALT =2 % b IR A R B R ALY 2 B 48

JRTEXS Th17 Treg 4 if S Fe AR A0 5 R A b 25 M 22
1], C RIFEPR R B RS R 1) £ BT R BB AE Th7
Treg 4L H: R B (P <0.05,% 3) .
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Table 3 Effects of different genotypes hepatiti B virus (HBV) on Th17 and Treg cells and their ratios in the
alanine aminotransferase (ALT) = 2 fold upper limit group

Items B type C type t P
n 38 37
HBV DNA 5.331 £1.190 5.451 £1.145 —-0.445 0.658
Th17/% 3.970 £0.537 4.718 £0.591 -5.733 <0.001
Treg/ % 5.967 £0.320 6.543 £0.416 -6.724 <0.001
Th17/Treg 0.667 £0.095 0.724 £0.102 —-2.506 0.014
n=75.
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