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[HE] BrY FREWWZBFR (CHB) BEFPURFEIRT IR Al S Fas/K P8 % 5 28

To0WEE (HBV) BgAEhla A SR R A, 733k WBE20114F4 A 21201446 A B #BEE R
Bﬁ!ﬁjtaimizlzﬁmﬂ%ﬂ] SRE (R RUWIEST RIE ARSI QR 46 B35 35294 (CHBZAD
AL FEA20BHB V1 # AHBVIE w2, 200 {g G B a4, L_me_i/mr%ttwfaﬁ)%nﬁ%&
MifsFasRIEKT. ZMEELHBY DNA, HBVERMLE (HBsAg) KHBV efii)ii (HBeAg) /K,
HAES ¥ 7 20 LU CHB 58 ME sFastE R BRIG T I 128 . 24)8 ., 36/ FIS2 i RIEZE R _n%
CHBH# sFas/KF[5.44 (3.49, 7.54) Ing/mlZ THBVIEH#[3.07 (1.82, 5.02) Jng/ml (Z=3.070. P =
0.043) FIfEFEXTIAL[3.03 (2.12, 3.91) ] (Z=3.306. P=0.019) , ZRHSH¥E . HBVDNA <
10°TU/mIZE 2235 0 B3R 7 i A2 Hh i3 sFas/K P& THBV DNA> 10°TU/mI4L B4 [12/8: 6.67 (4.81,
9.11) ng/ml vs. 4.78 (3.00, 6.07) ng/ml: Z=2.188. P =0.0375; 36/&: 6.92 (3.56, 8.53) ng/ml vs.
3.68 (2.41, 5.04) ng/ml: Z=2515, P=0.0182], ZREHSG %% L. HBsAg < 4 log, JU/mlI4
iR a T i AR th 135 sFas/K F 5 THBsAg > 4 log, JU/mIZ i [F4: 7.70 (4.75, 9.95) ng/ml vs.
478 (2.82, 6.33) ng/ml: Z=2.922, P=0.0069) ; 12/&: 7.70 (5.84, 10.11) ng/mlvs.4.78 (3.16,
6.14) ng/ml: Z=3.705. P=0.001; 24fF: 6.98 (3.47, 10.37) ng/ml vs. 4.58 (3.38, 6.14) ng/ml:
Z=12.182. P=0.038; 36/f: 6.92 (3.72, 8.73) ng/ml vs. 3.68 (3.06, 6.29) ng/ml: Z=2.120, P =
0.0434; S2/&: 7.50 (3.81, 9.31) ng/ml vs. 4.02 (2.36, 7.53) ng/ml: Z=2.267. P=0.0316], %7
BEit3R L. HBeAg < 100 S/COAL & FH Hifm 7 iR yT i A2 Hh 1% sFas/KF & T HBeAg > 100 S/COZH
BH L, 7.50 (5.82, 10.26) ng/ml vs. 4.99 (2.66, 6.20) ng/ml: Z=3.121, P =0.0043; 12)&:
8.33 (6.95, 10.55) ng/ml vs. 4.78 (3.16, 6.33) ng/ml: Z=3.976. P =0.0005; 24J&: 7.62 (5.39,
10.77) ng/ml vs. 4.58 (3.23, 6.61) ng/ml: Z=2.379. P =0.0247; 36/&: 7.45 (5.33, 9.50) ng/ml
vs. 3.68 (3.03, 5.21) ng/ml: Z=2.966. P=0.0062; 528: 7.50 (4.39, 9.72) ng/ml vs. 4.02 (2.01,
7.7) ng/ml: Z=2.418, P=0.0226], ZRARITFE L. BENARZELEN (ALT) > 40 U/LE
FsFas/K - 5ALT/K 2 1EHK (r=0234. P=0.036) . 45§ CHBH# sFas/K = THBVIET & &
fREENTE, sFas/KPREEDTHBVIRIT 5 485 7R & 1M AH B T FE
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[ Abstract] Objective To explore the correlation between dynamic changes of serum soluble-Fas (sFas)
level in patients with chronic hepatitis B (CHB) during antiviral therapy and recovery of liver inflammation after
control of hepatitis B virus (HBV) infection. Methods Total of 29 CHB patients with poor response to nucleoside
(acid) analogues (CHB group) were collected from April 2011 to June 2014 in Department of Hepatology, Beijing
Ditan Hospital. Meanwhile, 20 cases of HBV carriers were selected as HBV carrier group and 20 healthy volunteers
were selected as control group, and the differences of serum sFas expression among the three groups were compared
by high-throughput sequencing. According to different levels of HBV DNA, HBV surface antigen (HBsAg) and
HBYV e antigen (HBeAg) at baseline of patients with CHB were divided into groups to compare the serum expression
differences of sFas at 12, 24, 36 and 52 weeks after anti-HBV therapy. Results sFas levels of patients in CHB group
[5.44 (3.49, 7.54) ng/ml] were higher than those of HBV carrier group [3.07 (1.82, 5.02) ng/ml] (Z=3.070, P = 0.043)
and control group [3.03 (2.12, 3.91) ng/ml](Z = 3.306. P = 0.019), with significant differences. The serum sFas
level of patients with HBV DNA <X 10° IU/ml was significantly higher than that of patients with HBY DNA > 10° TU/ml
during antiviral treatment [12 weeks: 6.67 (4.81, 9.11) ng/ml vs. 4.78 (3.00, 6.07) ng/ml: Z=2.188, P =0.0375;
36 weeks: 6.92 (3.56, 8.53) ng/ml vs. 3.68 (2.41, 5.04) ng/ml: Z=2.515, P = 0.0182], with significant differences.
The serum sFas level of patients with HBsAg < 4 log,,JU/ml was significantly higher than that of patients with
HBsAg > log,,[U/ml [baseline: 7.70 (4.75, 9.95) ng/ml vs.4.78 (2.82, 6.33) ng/ml: Z=2.922, P=0.0069); 12 weeks: 7.70 (5.84,
10.11) ng/ml vs. 4.78 (3.16, 6.14) ng/ml: Z = 3.705, P = 0.001; 24 weeks: 6.98 (3.47, 10.37) ng/ml vs. 4.58 (3.38, 6.14) ng/ml:
Z=2.182, P=0.038; 36 weeks: 6.92 (3.72, 8.73) ng/ml vs. 3.68 (3.06, 6.29) ng/ml: Z=2.120, P=10.0434; 52 weeks:
7.50 (3.81, 9.31) ng/ml vs. 4.02 (2.36, 7.53) ng/ml: Z=2.267, P = 0.0316], with significant differences. The serum sFas
level of patients with HBeAg < 100 S/CO was significantly higher than that of patients with HBeAg > 100 S/CO
[baseline: 7.50 (5.82, 10.26) ng/ml vs. 4.99 (2.66, 6.20) ng/ml: Z=3.121, P = 0.0043; 12 weeks: 8.33 (6.95, 10.55) ng/ml
vs. 4.78 (3.16, 6.33) ng/ml: Z=3.976, P = 0.0005; 24 weeks: 7.62 (5.39, 10.77) ng/ml vs. 4.58 (3.23, 6.61) ng/ml:
Z=12379, P=0.0247; 36 weeks: 7.45 (5.33, 9.50) ng/ml vs. 3.68 (3.03, 5.21) ng/ml, with significant differences: Z =
2.966, P=0.0062; 52 weeks: 7.50 (4.39, 9.72) ng/ml vs. 4.02 (2.01, 7.7) ng/ml: Z =2.418, P = 0.0226], with significant
differences. For patients with ALT > 40 U/L at baseline, sFas was positively correlated with alanine aminotransferase
(ALT) (r=0.234, P=0.036). Conclusions sFas level of patients with CHB is higher than that of HBV carriers and
healthy population. sFas levels decreased accordingly with the recovery of inflammation after anti-HBV treatment.
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JTHICHBEE 20 N4, BIHBV DNA < 10° IU /ml
/H (L-DNAZ) FIHBV DNA > 10°IU/ml (H-DNA
4 ; L-DNAZH B FPUREIRIT IR F MiFsFas/K
2 E m TH-DNAZH & (12/d: Z=2.188, P =

0.0375, 36/i: Z=2515. P=0.0182) , ZRH
GiitEE . WFR2ME3A.

2. IRAREZEHBSAg/K -3 21 P EEIa T )
CHBE#H AP4l, EPHBsAg < 10" log, JU/mIZ

1 CHB 4. HBV #5 H F0x REZH i JE 28 7 k)

I A CHB#H (2941 HBV#H4L (2061 SR (2041 Giil Pit
PR (), J3/20 11/18 9/11 713 1=1153 0.071
ER () 31 (20, 59) 30.5 (19, 62) 27.6+25 Z=5.852 0.054
ALT (U/L) 474 (139, 152.5) 38.8 (27.1, 66.4) 11.5+3.9 Z=41.772 < 0.001
AST (U/L) 315 (14.7, 91.2) 221450 14.7+2.38 Z=140.540 < 0.001
TBil (umol/L) 12.0 (5.3, 33.6) 10.7 (27.9, 7.4) 113 (5.4, 42.8) Z=2287 0.319
DBil (pmol/L) 3.9 (1.6, 10.6) 35+13 49 (2.5, 17.4) Z=6.109 0.047
ALB (g/L) 473 (425, 52.3) 489 (449, 57.3) 47.5 (433, 66.8) Z=4.343 0.114
HBV DNA (log,,IU/ml) 6.0+13 8.1 (2.0, 84) — — —
sFas (ng/ml) 5.44 (3.49, 7.54) 3.07 (1.82, 5.02) 3.03 (2.12, 3.91) Z=14.49 < 0.001

#: ALB: AEA, ALT: WRBREELEM, AST: RITXRARMEEMLKE, CHB: 18R, DBIil: WMEHL R, TBil: SR,
HBV DNA: ZHIF 00 B S A% ER, sFas: AI¥TE Fas; “—7 : TEHI<HdE.

I PP ELEE: ALT: CHB 4 vs. HBV #54f541: Z=— 2.461. P=0.042, CHB 4 vs. %/B4: Z=3.930. P < 0.001, HBV 54 vs. X HE4:
Z=—6.457. P < 0.001; AST: CHB % vs. HBV ##i¢H: Z = —2.679. P=0.022, CHB 4 vs. %/HR4H: Z=3.647. P=0.001, HBV #5720 vs. XF HAZH:
Z=—6.367. P <0.001; DBil: CHB # vs. HBV ##4: Z=— 1.693. P=0.271, CHB 4 vs. % {4H: Z=0.898. P=1.000, HBV #5720 vs. %I HAZH:
Z=—12405, P=0.048; sFas: CHB # vs. HBV #7f541: Z=3.070. P=0.043, CHB % vs. X{{82H: Z =3.306. P=0.019, HBV #5541 vs. X HRL.
Z=—1676. P=0.281
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(L-sAgZl) FIHBsAg > 10" log, JU/mI4l (H-sAg  0.0226) KT L-eAgdl, ZRFHH L% E L.
M) 5 L-sAgH & MiGsFas¥A/KFmTH-sAg  WRAFESC,
MW, HAPL-sAgHBHEPURBIRIT L (Z =
2,922, P=0.0069) . BEVI12f (Z=3.705. P =
0.001) . 24/ (Z=12.182. P=10.038) , 36/4
(Z=2120. P=0.0434) F1528 (Z=2267. P=
0.0316) ¥ T H-sAgdl, ZRWEG ¥ Lo
LE3FIE3B.
3. RERELHBeAg/KF oW BHHER
JTHICHBH & > A4, EIHBeAg < 100 S/CO
H (L-eAgZl) FAH-eAg > 100 S/CO4 (H-eAg
) ; H-eAg# B MiEsFas/K T AEHUR #IR)T 3E
2 (Z=13.121. P=0.0043) . 12/ (Z=13.976.
P=0.0005) - 24/ (Z=2379. P=0.0247) 36/  [E2 JLEALT > 40 U/L{{CHB R & H0 534797 1 F2 fisFas
(Z=2.966. P=0.0062) F152ff] (Z=2.418, P= K5 ALTH M VE

%<2 CHB #HEZA[F HBV DNA 441 sFas /K TAR4L M (P25, P75) ]

i 1] H-DNA (13 L-DNA (16%1) VAL PlA
Rk 468 (2.82, 5.94) 6.47 (4.75, 9.42) 1.778 0.0867
124 478 (3.00, 6.07) 6.76 (4.81, 9.11) 2.188 0.0375
24J 3.68 (3.23, 5.44) 6.83 (4.37, 9.18) 1.810 0.0815
36 3.68 (2.41, 5.04) 6.92 (3.56, 8.53) 2.515 0.0182
52 4.02 (2.94, 6.57) 6.99 (3.81, 8.53) 1.690 0.1025
7¥: H-DNA: HBV DNA > 6 log,[U/ml, L-DNA: HBV DNA < 6 log,,IU/ml
% 3 CHB ¥ KA HBsAg 4341 sFas /KFAR{L [M (P25, P75) ]

P} i) H-sAg (175> L-sAg (1245 V/IEN PfH

2k 4.99 (2.82, 6.33) 7.17 (475, 9.95) 2.922 0.0069
12)H 478 (3.16, 6.14) 7.70 (5.84, 10.11) 3.705 0.0010
24 458 (3.38, 6.14) 6.98 (3.47, 10.37) 2.182 0.0380
36/ 3.68 (3.06, 6.29) 6.92 (3.72, 8.73) 2.120 0.0434
5204 4.02 (2.36, 7.53) 7.50 (3.81, 9.31) 2267 0.0316

7E: H-sAg: HBsAg > 4 log,JU/ml, L-sAg: HBsAg < 4 log,,JU/ml
4 CHB E#HAF HBeAg 434 sFas /KP4 1L

I 1) H-eAg (194 L-cAg (104 VAL Pl

L 4.99 (2.66, 6.20) 7.50 (5.82, 10.26) 3.121 0.0043
12)H 4.78 (3.16, 6.33) 8.33 (6.95, 10.55) 3.976 0.0005
24 4.58 (3.23, 6.61) 7.62 (5.39, 10.77) 2.379 0.0247
36J4 3.68 (3.03, 5.21) 7.45 (533, 9.50) 2.966 0.0062
5204 4.02 (2.01, 7.7) 7.50 (4.39, 9.72) 2.418 0.0226

vE: H-eAg: HBeAg > 100 S/CO, L-eAg: HBeAg < 100 S/CO
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7 A: L-DNAZLERFRALIE T FEth f1i% sFas/K P2 TH-DNAZL % . B: L-sAg#l B3 I i sFas B Ak /K F 5 TH-sAgZl i % .
C: H-eAg#l B4 I sFas AP AER AL IG T iIE FEF K FL-eAgfl. ("P < 0.05, "P < 0.001)
E3 A[F 4 4HCHB 3 sFas/KFA3 4k,

W

JFF 96 973 H5 IR e 19 LR o s R G, e
AR A Al IR T, SR A A K &
TNF-o, KF4IMRMFas#® ik 2 m' ", G
REW, KRR CHB B M sFas/K T ¥4 AR [H
FEEEF s, MRS R E, sFas/K Pk, nf
ST 28 it R E 20, I 0 S B AE T PR HB YV
14 [E] IS S i 2HL 2308 et - o #3997 T LLIE S

29NN R ), AN B s i R Dh e
5. sFasnl#HICTL L [¥)sFasL, {#CTLi#EIFasLA>
FFasFH P AR A AR TV E S, AR
TR Gt A TR . ASHE T & BLCHB i
# MiEsFas/K V5 THBV#E W & FI BEXT IR, 5
BEAERE 7RG 50, MR 1 sFas 5 HPHE R SEAH S
REAEWE TR, PURTRIT MEAMER e 5
NF 5% 2 Gi A% . fijsFas Kz sFasL g6 I m] FH T e il
JF 4 & 2tk R, 18 PEHB VI 4L 1137 i sFasL .
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sFasFIIFN-y/K- 7 &3 & T 2 HBVE &, A
B b B VIR YL sFas/K P S HB VAR 5 EARSY,
HBVAH ¢V R AL . 40 Mo g i 35 L35 sFas Fl
TGF-BL/KFIH BTt m, HEMA4EMaiifa —&
FASCHER A 70 R BLPUS F I67 B AN HLAAAE
FFHE#SE (ALT> 40 U/L) HICHBE EEMRALIBST
WFER, sFas/KF5ALT/KFE ZRIEME, R 1
FE T IE 98 0 B 5375 Bh I sFas 4 ¢ 58 4 sz e JiF JiE ¢
ik o [FI RIAERALBUR R IT IE RS, sFas/KP
5HBV DNA. HBsAgflHBeAgZ5fhkr & — &2
s, BEEW R ERAK, sFas/K P HEMET TR
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