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[EE] B8 HBATHVORTIEITH HBeAg FHVERMECBUT% (CHB) BILICN E 4Ry E4
(L QR RAZ PR E R (qAnti-HBe) KCPIZER, DA gAnti-HBe 7K 58 JLAME I
CD8" 2 T 4if WALl e HE BT, 5iE  [UBLHEARIN 2018 4F 6 A % 2020 4F 12 A FEKEE
BRI E ) LB BE R B2 1) 85 6l HBeAg PH%E CHB MR JLEEZ aAnti-HBc 7KF, 4pAfrrp 37
BIHRERAIT B LEEZ gAnti-HBc /K5 HBeAg IMFE2A W Z K X F . FaCAIARI 59 65 & LA 2%
SMEIML CD8™ CHZ T A TAE LBl e 4% (IFN) -y . PEIRSERE 7 (TNF) -a 507K, 4007
gAnti-HBc /K75 CD8" 17 T AHHI VAR Lb il XD REWGPERII K R . 0L ] Pearson” s
Chi-square f 3%, WiZH5Z2 HIATT & 708 L BCR A Mann-Whitney U #6355 Kruskal-Wallis # %,
HELLPER R IAAE MR ) Spearman BAH KA1, SR 37 flEZEERE (ETV, 21/37)
BB ETIER (PegIFN, 16/37) JRITHIRILT, B 18 il & & HBeAg I &2 (ETV 4
10/21, Peg-IFN 20 8/16), 2R L% qAnti-HBe /K [4.71 (4.64 ~ 4.81) log,JU/ml] B2
FINVEUL[4.54 (4.45 ~ 4.64) log,lU/ml, Z=—3.316, P =0.001], = qgAnti-HBc £ CD8" Tem,
CD38"CD8 Tem, CD38'CD8 Temra £}l kb & CDS'T 40 i 43 i IFN-y . TNF-o 7K1 {2 75
F{% gAnti-HBc 44 (2 <0.05) ; ALT > 1 x IE#{E LR (ULN) 4H CD8 Tem, CD38"CD8Tem,
CD38'CD8 Temra 41 Jitd L. |2 & T ALT < 1 x ULN 41 (P < 0.05), {HFi 4L CDS'T 41 i 4 Wb
B IFN-y . TNF-o /KFESTR I #E L (P> 0.05), Spearman fH K4 HT 7R, qAnti-HBc 5
CD8"Tem, CD38°CD8'Tem, CD38 CDS8 Temra 4}y Lt Kz CD8™T ZHHI A IFN-y 7K 1EHH
# (P <0.05) ; ALT {15 CD38'CD8"Tem, CD38 CD8 Temra 4ii iy, bt i 2 IE#H % (2 < 0.05),
2 BWEEL gAnti-HBe 7K F5 CHB JLE B & PUREGYT HBeAg IiE~ N EHH X 5 gAnti-
HBc # & 1 CHB & JLAMNE MY, CDS'T S FE 3 H 55 1Y 3 28 7 ThAE 1% T A, BLRgT ml Bt
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[Abstract] Objective
levels (qAnti-HBc) between non-response and response group in children with HBeAg-positive chronic hepatitis B

To compare the baseline difference in the quantitative hepatitis B core antibody

(CHB) who received antiviral therapy, and further explore the proportion and functional activity of CD§ + memory
T lymphocyte subsets with different qAnti-HBC levels in peripheral blood of children. Methods The baseline anti-
HBc quantification (qAnti-HBc) levels of 85 children with HBeAg-positive CHB who visited the Department of
Infectious Diseases, Children's Hospital of Chongqing Medical University from June 2018 to December 2020 were
detected retrospectively. The relationship between the baseline qAnti-HBc level and HBeAg serological response
in 37 children who received antiviral therapy was analyzed. The proportion of CD8” memory T lymphocyte subsets
and the secretion levels of interferon (IFN) vy, and tumor necrosis factor (TNF) a in peripheral blood of 59 children
at baseline were detected by flow cytometry. The relationship between qAnti-HBc level and the proportion and
functional activity of CD8" memory T lymphocyte subsets was analyzed. Pearson’s Chi-square test was used to
compare the count data. Mann-Whitney U test or Kruskal-Wallis test was used to compare measurement data
between two or more groups, and Spearman’s rank correlation analysis was used for the correlation between
continuous variables. Results Among 37 children who received entecavir (ETV, 21/37 cases) or pegylated
interferon (Peg-IFN, 16/37 cases), 18 cases had developed HBeAg seroconversion (10/ 21 cases in the ETV group,
8/16 cases in the Peg-IFN group). The baseline gAnti-HBc level was significantly higher in the response group [4.71
(4.64 ~ 4.81) log,,[U/ml] than the non-response group children [4.54 (4.45 ~ 4.64) log,,JU/ml, Z = -3.316, P =
0.001]. The proportion of CD8" Tem, CD38'CD8" Tem, CD38'CD8" Temra cells and the levels of IFNy and TNFa
secreted by CD8" T lymphocytes were significantly higher in the high-qAnti-HBc group than the low-qAnti-HBc
group (P < 0.05). The proportion of CD8" Tem, CD38°CD8" Tem and CD38 CDS8" Temra cells was significantly
higher in ALT > 1x upper limit of normal value (ULN) group than ALT << 1xULN group (P < 0.05). However,
there were no significant differences in the levels of IFNy and TNFa secreted by CD8" T lymphocytes between
the two groups (P > 0.05). Spearman’s correlation analysis showed that gAnti-HBc was positively correlated with
the proportion of CD8" Tem, CD38"CD8" Tem, CD38°CD8" Temra cells and the level of IFNy secreted by CDS'T
lymphocytes (P < 0.05). Additionally, ALT was only positively correlated with the proportion of CD38"CD8” TEM
and CD38" CD8' Temra cells (P < 0.05). Conclusion  Raised baseline qAnti-HBc level is related to the HBeAg
serological response to antiviral therapy in children with CHB. Peripheral blood effector CD8+ T lymphocytes of
CHB children with higher gAnti-HBc show stronger phenotype and functional activation characteristics, which may
shed some light on the underlying immune mechanism related to antiviral therapy efficacy in children with CHB.
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B, AHAEAA 180 J7 LEE#T Kk HBVY, F5
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RS A, (B —EMNERME, R
N OHFFRZ O PR E R (quantitative hepatitis
B core antibody, gAnti-HBc) 7K3F%f CHB Jfi A
B I JSRE AL BE A HBeAg Il 32754 4 ELA 7 )
WrfE, JF3E R H AT RE/E N B CHB & & $it HBV
GRE R BT AR O 5 SR A LB R
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Al YE—ERRE Pt CHB B ek 3, WMo
ST LL BT HBV 897 ) LI B 25 2H A0 1 25 4H 18]
R qAnti-HBe 7KF, #—2 AR gAnti-HBc
K- LAMNE I CD8™ 812 T 41 A L il K 3y g
WM ZESR, PATMEEZ gAnti-HBc 7k*F-5 CHB
BILITROWAE M, % qAnti-HBe ZE AU TR
HOVERTE S AL, S CHB JLEVURERIRITHIITRL
T K697 ZE A BE e B

BR5RHE

1. BF5E %4 . YEEL 2018 4E 6 A & 2020 4E 12
HTERERKEMELEE RIS H CHB &L,
PIARRUE « (1) 4F#< 16 % 5 (2) HBsAg [HPER
it 64~ H s (3) HBeAg FH 5 (4) 9N K%
ZHURTRIT . HEBRARUE ¢ (1) SRR bt
FAZrR A IE SO M R R (FF . L T, JRENF
REAF) 5 (2) BABE S RESREERN s 3) &
BRAREVERRE L, s g 5 (4) 6
A H W2 M 2 YaYT . B IEGIA 85
il CHB &L, AHF90 G B2 0 AR E H K15 =
IR EERL R 208 L BB 3 2 5 S [ it
(2019) 40 =51, WpARERGEILEEK (PN
SEapS A=

2. ISR KL . CD3-PerCP-Cy5.5. CD8-APC,
CDS-FITC, CD27-PE., CD45RA-BV421. IFN-vy -
BV421 &5 3k 5 3£ E BD Biosciences /A,
CD38-PE-Cy7. 48 #K 3 A F (tumor necrosis
factor, TNF) o-PE-Cy7 & i sUHiik. #h ik Es /
BTERIEAY (250 ). A & B0 H £
Biolegend A1, & H 5% sl = AEE R IE K
(1 000x ) Iy H 2 eBioscience 24 H] 5 JiG 4 MLiE
H 2 Gibeo AT, qAnti-HBc &t 7] & 1 [
E T # AT, LR, SR gt (PBS)
YA LB R BRI R i R S g = H

3. FF U fE X HBV SR #2400 . (54 B o)
A W) Ak 2 4 B A Beckman  1LX-20 (14 H 3%

Beckman 2t d]) A ALT, K&z ¥ 2 M
(aspartate transaminase, AST) M v- & & Br#%
% (y-glutamyl transpeptadase, GGT) % 4
HABARAKT . (o SER 9 B R A B S Y. (H
E WA AR A TE]) & M{E HBV DNA
I, B AR IR A 400 TU /ml, FAA{b2f &Gk
S AT & (W B AR EHERS A E]) A I I
HBsAg #l HBeAg 7K ¥, HBsAg = 0.05IU/ml,
HBeAg > 1 S/CO & SUHFHPE,

4. i =X A A A D 240 P R Y S T RE - AE 85 il
LA, 59 FE R L 5 s A A

(1) ZUAfRAAGI - RAE B ILAI S I8 SN # ik
M2 ml, B2 J/5H 200 ul 41T EP 4, Z4fi#
2L I & PBS Ve J5 il A CD3, CDS, CD27,
CD45RA . CD38 i & Aifk 4°CHEEYL 5 30 min ;
% PBS {HUE G M 200 ul PBS B AR,
M CytoFLEX it X4 M A #EA7 451, ] FlowJo 3k
- (V10) #EATEER T

(2) M ThBeA il - B 250 ul JFF & 4ok 4 I
P 96 FLANMISRE SR, [FIREON 1 wl BhIEEE / 55
FEZXRGY, BT 37TCIHAERE 1 h FREEsEFL
HAIA 0.25 nl EREFR R AW, 4 h J5HIEsE E,
RN 2 PBS YR JE A CD3, CD8 4 i
KPR 4°CROGYL @ 30 min ; £ PBS iBEE A
[ 52 FIREOG I E 20 min, BRI BEL 2 WG
A IFN-vy | TNF-o &Pk s immsdita 1 h
PR BERETE 2 WWEMILA 200 ul PBS AR A
N, M CytoFLEX i =X 48 M AL sEAT 4G,
FlowlJo x4 (V10) #4783 53-47

5. qAnti-HBc £ M R £ & JL & 4 K BE U5
12, 24, 52 7S I8k 2 ml, Z=iR#EE 30 min,
450 x g #5.0 10 min, HAEAREL 2 M 2 EP &,
ISR REET —80CARIER VKA . A HT oK 7R
RIS , W e TR 217702 200 wl IS T8N EP 45,
FRE SR BV, AR S0 (hE
Ti##vE]) #EAT qAnti-HBe A,

6. Biitag ik o S B S AR AT ] DA
o (L $50OR PO A AL AR R M (P25 ~ PT5) ], fif
F SPSS v.27.0 B #EAT e it 27 40 A 5 THECROR)
& % i Pearson’ s Chi-square #:56, WiZHEl £
2 1a) i = PR L R  Mann-Whitney U #6536 5%
Kruskal-Wallis #5535 b4, 2 217428 & (8] 1 FH K
R Spearman FBAH K0T, PAP < 0.05 FIRZEH
At L,
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1. CHB BJLEAFE : 85l JLH, BH#% 43
il (43/85, 50.6%), “F#i¥Hh 6.65 (0.75 ~ 15.42)
% 5 W7 R qAnti-HBe kg, FHorf 59 il [F] B 47
ARSI 5 H Al 37 B8 LS R PR B AR AEAT
YL HBV GBI IFSE R 1T 27 52 FE W7, ARIEIEIT
52 JE 215 kA HBeAg IME 550 UL I 25
MM EH, HAAWTHELZL 51697 12, 24, 52
Ji| S [E] U g Anti-HBe 7K,

2. PUWERIRYY CHB &) LJG Y 2 41 AR 25 4 1]
H 42 qAnti-HBc 8 : 37 Bl LT Hiw 21697 B
SEREYT R 52 JH . Hp R REEA (ETV) 2161,
REOTBETIRZENA (Peg-IFN) 16 fil 5 {GI7 2 52 A
A 18 B L& HBeAg & 2F % (ETV 41 10 i,
Peg-IFN 4H 8 f5i] ), LU 4H [A] 3 £k g Anti-HBc 7K
R P (ETV 5 Peg-IFN) [y 25 2H 5 2
gAnti-HBc 7K [4.71 (4.64 ~ 4.81) log,JU/ml] &
EET IO [4.54 (4.45 ~ 4.64) log,JU/ml,
Z=-3.316, P=0.001 ; & 1A]; #F— %M b
B ETV IGY7 WV E N Peg-IFN J&Y7 I 25 4H [ B[]
& qAnti-HBc 7K, KIPAHFE R 2 SR yT 52 A
gAnti-HBc /K F-# ToiH i 22 57, BIARYT 24 J§ Peg-
IFN J&GJ7 N 254 qAnti-HBc 7K F & T ETV 597 W
BH, HERTLGIT¥EL (P=0.064, £1, K
1B), i) b8 ETV 697 MR ETV J877 Jo
B WK B AN A FEHE A gAnti-HBe 7K, 2R
ETV {&I7 WA TIRIT 24 M 52 A BN T 2%
(PE¥)<0.05), 1M ETV iY77 Jo . 25 2H bl 177 4% B
[ 5 qAnti-HBc /K FZER TG L (K1),

3. CHB # JL gAnti-HBc 7k *F- 5 1l j& HBV
DNA., GGT, ALT Fil AST HJ 5 £ M AH KA 047 -
MR 48 Yuan % " BF 5% 45 B (qAnti-HBc = 4.46
log,, IU/ml BHURERGITRCR B 4T) 7% [E A Al A
AKE B, AR 4.46 /E R qAnti-HBc 43 4H 1)
FAEIKF, 43 m1% qAnti-HBc 41 29 i, & qAnti-
HBc 4 30 i, 1% gAnti-HBc 41 v, % #% 15 i,

o HBeAg Iflif*#To E2H

= HBeAg IR 2440 5.0 --ETV = [FN
. P00l P01 g o U%\ P=0.064
. . ] — M 4.5
—~ o = X
¥ .oX
2F 2 LB
=X 4.5 of s " o = [SEIE
) o . < 4.0
H = S el
C: o L] L] ~
24.0
<C:T EA ° . 3.5 T T T
= o 0 12 24 52
3.5 == T T IBYTEIE ()
W ETV 1697 Peg PN iy B

¥ - CHB « 181 Z A % 5 qAnti-HBc » 270 BT 46 400 b b s i
ETV . B#FF ; PegIFN : WO WK o A - RS4RI 4
CHB ## L34k qAnti-HBc 7K s B : ETV V& 41 Peg-IFN [ £ 4H
20 1, gAnti-HBc 7KCE a5 fk,
1 URERGST CHB LGRS AR 2414 qAnti-HBe
KT BN A e

#1410, F#6.24 (0.75 ~ 13.08) %5 &
gAnti-HBc 40, B 12 3, c% 18 fiil, 4% 7.45
(1.75 ~ 13.67) %, Wi BILER. Fi#ERT
Giit=rE L,

= gAnti-HBc 2 # JL HBV DNA 7K F [7.81
(7.05 ~ 8.45) log,lU/ml] & & %1k qAnti-HBc
ZH [8.40 (8.13 ~ 8.71) log,JU/ml, Z= —2.578,
P=0.010) ; & qAnti-HBc 40 GGT 7k F[16.9(12.2 ~
23.3) U/L]. ALT /K[ 2.11 (1.43 ~ 4.11) x
ULN]. AST /K3 [1.56 (1.11 ~ 2.33) x ULN] &
FE TR qAnti-HBe 41 [ GGT., ALT, AST 4-51H
13.1 (11.0 ~ 15.7) U/L, Z=-2.615, P=10.009;
0.78 (0.66 ~ 1.14) xULN, Z=—-5.267, P <
0.001 5 0.80 (0.63 ~ 1.09) x ULN, Z=—4.637,
P <0.001), #H—ATMHXMEST A, qAnti-HBc
K5 ALT(r=0.750,P < 0.001) . AST (= 0.693,
P <0.001), GGT (r=10.336, P<0.05) %41k
FeRREIEAE, M5 HBV DNA JEEEFI8R 2 7
% (r=-0.289, P<0.05),

4. R [d gAnti-HBc J¢ ALT 7k *F # JL CD8"
1C 2 T 4 B8 3 B LE ) B 4% . o A B3k 59 i)
JL CD8"T 4 il Jx HAc IZ B 40 i (#146 T 40
Tnaive, HMC/Z T 418 Tem, 2042 T 418
Tem, KA RN T 41 H Temra) §H 4 H.
45 B g oK . i gAnti-HBc 4 CD8'T, CDS Tnaive,
CD8Tem, CD8'Temra 4l A ) Eb i (26.8%.

1B LU ERA T aAnti-HBe 32228 M (25 ~ 775)]

qAnti-HBc 7k*F- (log,, TU/ml)

215 Bk o 12 J& 24 J& 52 J&

ETV W& 10 4.77 (4.65 ~ 4.81) 4.62 (4.29 ~ 4.81) 4.25 (3.92 ~ 4.42) 4.03 (3.95 ~ 4.51)
Peg-IFN WE&4H 8 4.70 (4.51 ~ 4.81) 4.71 (4.50 ~ 4.76) 4.60 (4.14 ~ 4.65) 3.89 (3.78 ~ 4.43)
ETV Joh 24 11 4.54 (4.41 ~ 4.65) 4.57 (4.40 ~ 4.74) 4.39 (4.01 ~ 4.67) 4.34 (4.04 ~ 4.57)

¥ BTV : BERS 5 Peg-IPN « R TEFHER 5 qAnti-HBc « ZRUFRAZOHHGER: 5 T Peg-IFN yAY T RN A AMER LB K52y,
Peg-IEN QP TCM A A RET AT R 52 JARULED, HORAMTZALEIL aAnti-HBe KPR (L L
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71.5%, 12.3%, 10.8%) 51 gAnti-HBc 2 (26.2%,
68.7%. 13.6%. 15.7%) WMERTLGITFEL P>
0.05) ;75 gAnti-HBc 20 CD8 Tem Y L1 (4.4%)
A5 T% gAnti-HBe 40 (1.6%, Z=—2.631, P=
0.009 ; [ 2A),

PA ALT FHEfE - H iR BIFALIZE R, ALT >
1x IE#{E FBE (ULN) £ CD8'T, CDS'Tnaive,
CD8'Tcm, CD8Temra 4 i 9 kb #1 (28.0%.
71.6%.13.3%.9.7%) 5 ALT < 1 x ULN £H(26.5%.
64.4%. 13.8%, 21.5%) ZRTLgit#E X (P>
0.05), T ALT > 1x ULN 21 CD8 Tem 4 s 1y Lt
Bl (4.4%) & T ALT < I xULN 4 (1.6%, Z=
—2.464, P=0.014 ; & 2B),

5. Al gAnti-HBc & ALT 7/KFH )L CDS" it
12T Y B F T 5 AL KT BB - #2508 T
2 9 5 % TR 0 AL bR 7S W) CD38 [ Rak oK F, 4
7R, & qAnti-HBc 4 & JL CD8'T, CD8 Tnaive,
CDS8"Tem 4 i 3 1@ CD38 1 3 ik 7K °F (71.4%.
73.6%. 54.0%) ‘51 qAnti-HBc 20 (65.0%. 72.4%.
51.8%) ZRILGITFE L (P> 0.05) ; & qAnti-
HBc 21 CD8 Tem. CD8"Temra 4iififi 2/ CD38 1
FakIKP (74.5%, 79.4%) W25 T8 gAnti-
HBc 4 (53.4%, Z=-2.461, P=0.014 ; 64.0%,
Z=-2.310, P=0.021 ; [ 2C),

Xt ALT FHisF2 8 )L CD8™ 9042 T 41 s 2 1
EAKCP I, fFHERIg5R, ALT > 1 x ULN
44 CD8'T. CD8'Tnaive, CD8Tcm 4 ffi 3 i
CD38 1y % ik 7K F (69.5%. 73.9%. 51.8%) 5
ALT < IxULN 4 (61.6%, 71.9%. 52.0%) 25
TGt 5 X i ALT > 1 x ULN 41 CDS8 Tem,
CD8'Temra Zii g 35 i CD38 HY 2 i5/KF (72.4%.,
78.1%) W E 3 E T ALT < 1x ULN 4 (55.3%,
Z=-2.306, P=0.021 ; 64.0%, Z=-2.158, P=
0.031 ; & 2D),

6. A gAnti-HBc & ALT 7KF# JI, CD8'T 2
MRS E LS « IFN-y J TNF-a 2 CD8'T 4f
PR ) A4 HBV BRI BB R T RE R 7, A #r i
JL CD8'T 4l g 43 4 IFN-vy 2 TNF-a 7K, 45
SR ;B gAnti-HBc 44 CDS8™T 40 40 i IFN- vy J%
TNF-a 7KF (10.9%. 3.7%) %% & T % qAnti-
HBc 20 (IFN-vy : 6.0%, Z=—2.599, P =0.009 ;
TNF-a :2.0%, Z=-2.379, P=0.017 ; & 2E) ;
M ALT > 1x ULN 20 CD8"T 4 ff 4> il IFN-vy J%
TNF-a 7K F (9.4%. 2.8%) 5 ALT < 1xULN

4 (9.1%, 4.2%) WZEFTEGI=FE XL (P> 0.05,
K 2F),

80 = o Anti-HBc /KP4 80 = ALT < 1 x ULN 24
== qANti-HBc 7K P4 == ALT >1xULN 2
=60 60
= =
_ 40 40
S 5
=20 P<0.01 =20 P<0.05

1 2 3 4 5 @ 1 2 3 4 5

==  Anti-HBc 7K = ALT < I xULN 4
== qAnti-HBc F7KF41 P<0.05 == ALT >1xULN4l p<0.05

100 P<0.05 1 100 P<0.05
/M 1
— 80 — 80
= =
60 60
o o
40 40
A A
O 20 O 20
0 0
1 2 3 4 S © 1 2 3 4 5 @
== Anti-HBc {7KF-4H = ALT < 1 x ULN 4
20 == qAnti-HBc F7KF4H 20 == ALT >1x ULN 40
P>0.05
~15 P<0.01 ~15 [—
= =
(] — 10
2 =2
Hs =

! IFN-y /CDS'T TNF-o /CD8'T @ 0 IFN-y /CD8'T TNF-a /CDS‘T®
¥ : CHB : 181 ZBUF 4 ; gAnti-HBc . Z 8 JF R A% Ok E &
ALT : NZRRG5M s IFN-v « vy TIE ; TNF-a : MWEIRIEHE T
o 5 ULN ; IE#5fH FFR 5 1. CDS™T 40 ; 2 . CD8 Tnaive ZHffl ; 3 .
CD8 Tem 4 fil 5 4 - CD8"Tem 4 fifd s 5 : CD8 Temra 4 ffl ; A : A
gAnti-HBc 7K1~ JL CD8™T 4iiff LA Z WHF AL E 40 Lt s B« R[]
ALT 7KF8 )L CD8™T 4t Je HA Iz W 4IM & 43 1L 5 C : KR gAnti-
HBc 7kF-# )L CD8'T 41l f HACIZ WAL CD38 AYZA LI 5
D : WA ALT 7KF L CD8™T 4l & EAcIZ W42 18 CD38 1y
FIKHH 5 E: AR qAnti-HBc 7KF- )L CDS™T 43635 IFN-v Jz
TNF-a §JLHHI 5 F o A ALT 7KF£JL CDS'T giffi ik IFN-v K&

TNF-a [l
2 R[] qAnti-HBe &% ALT 7K CHB #JL CD8" itz
T AUAEE B B g2k LU

7. CHB # Jl, gAnti-HBc, ALT 5 CD8" it {Z
T AR LGB, 35 T2 3 K T e M A % 4 4
M7 . 76 CHB B JLH', gAnti-HBc 7K -5 CD8 Tem
40 i e B (7 =0.323, P=0.021). CD8 Tem #iI
CD8 Temra ZfifiZEH CD38 321k 7/KF (= 0.380,
P =0.006;7r=0.349, P=0.0012), CDS'T 4i ff1
A IEN-y K3 (7= 0.311, P =0.025) HIE
% 5 ALT 7KFL5 CD8 Tem, CD8 Temra 4l
Tl CD38 fy kK- IEA K (7= 0.335, £=0.017;
r=0.355, P=0.011), {55 CD8"T 40 s 5 it iy
IFN-vy . TNF-a /KPR WHRAH M (P> 0.05),

Wi
FrA LA LR Y HBV J5 2 90% PA L A8k

B, BB R IR E RS 5% Y, AL, i
g HBV e JLE 15 UE e B TR i
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I A EE, R, KT CHB BJLYURRIGIT
BRI 7 R B = 50 4 W PRI AR

2013 4F Yuan %5 " % #17F HBsAg., HBV DNA.
ALT J gAnti-HBc %5 28457 H, {{ qAnti-HBc
5 HBeAg IME¥ 4 B EF K, M/5hi20A CHB
BN EE IR LI - R I3E4 gAnti-HBc 7K
V-5 HBeAg Il if2¢ M &4 X M, 14wk 58 1 )L
#HEETIMER TR R,

AR 5T 45 5 WR 7 CHB JL3E B 3% 1 gAnti-
HBc /K5 ALT, AST. GGT %A fL484s 2 1EH
X, 15 HBV DNA Wi##dain 2 MK, R
qAnti-HBc /K] fig 5 CHB & JLIT R 1% 3h S 35
WA K, TELATE CHB A B A X F 5T
PRI T MR, Tia % VR LE R R R
B HA R E qAnti-HBc 7K1 5 T oy 4 il 1 K S i i
ZRY B E ,gAnti-HBc 7K -5 ALT (< 5x ULN)
EWETME, LI HREBIFGEGE T, =
FEAAER) CHB 31 gAnti-HBe /K- RBEF .

H I, qAnti-HBc 7K°F-5 HBeAg Ifil i I 2
FH R FIREAEALE M AR, B HBV g LR A i
PE I 25 S HUT AN 5405 BOIFIE 9 ™, 17 CD8'T
20 L o e 88 7 5 ) 5 Bk A i O, T o A 4%
P& RN RE RO e AE B, AE HBV YL, A
CDS'T 4l ffi (CD8 Tem Al CD8 Temra) i & %
VER, HArEER G HBV R se i aiiE, 72
PE HBV BRYLE B sl i W 2R FLEE . SRl
B 530N A T 255505 HBV BRYL (1 IR 4H ., 4> I
IFN-vy . TNF-o %5 EdMBE 1, ERsER
TR e o BT TG 6 P SR B A 2, i A
R — 5% CHB JL# gAnti-HBc 7K F-5 40
1. CD8™ 3242 T ZHAEZRE LUl RIS PRI X R

AW 5% 45 F 5 R & qAnti-HBc 40 CD8 Tem
I Y e ) 2 2 TR qAnti-HBe 41 5 64, &
gAnti-HBc 40 CD8 Tem. CDS8'Temra #f i 3% Jij
CD38 1y ik /K F i 2 & T 1% qAnti-HBc 4, [
224, B gAnti-HBc 418 JL CDS™T 4 ffs 4 is
IFN-vy . TNF-a 7K~ &2 3 & T ik qAnti-HBc 4,
BRI, FELA ALT IE#H LB R S 5 45 bt
HoR, R4 ALT > 1xULN 4 & JL CD8 Tem.,
CD8 Temra Z il F2 16 CD38 [k /KB 25T
ALT < 1 xULN @, {HPFLEJL CD8"T 4 i 43
) IFN-y . TNF-oa /KFER TG E L, BA
PR SR R F 153 CHB 351 CD8'T 4iifiiik
TG A4 T CD38 m ikl B 5l ¢ 2,

AR CD8'T AHAUALZFRgkm ik CD38, j=A4
IFN-vy . TNF-o 5040 R F e s,
FIRET D L s I S EUR B E R AR, i,
WL AHFFE A & I ALT T 55 18 1) T S e 8 RE AH 3¢
PfeEEE AL, T qAnti-HBc F& Al 8T fg S Berg 3=
HBV 5 s G 1t

gi bRk, F 4 qAnti-HBc /KP4 = ) CHB
B LA E MR CDS™T 41 i 26 L H 3 g il R 78 I
s e, H 5P EIRT HBeAg IG5
ZH %, B aAnti-HBc 7K 7] ) W5 E4; HBV %
B, HEAGM A EEES AT, SUZbs SR A
A g R W A8 2 S B IR A B s T R R (IE E B
78, ATk CHB &ILIGYF LR P Sik 7 o7 &
FIE AR — R HE . HBV £ T 41 HBV
YL BV B ORE BR8P AR 8
HOLIBCRAR, B LB MR A R e, HAHF
FEARAT HBV et T 40fte, 434715 qAnti-
HBc (X &R, &aHit—S KEARETHT .
FZhoe Fi (e W R A 2R 2 g
fEERMARR Y . RO, SR, AR, AT/
TR, B, G B« ARG, S,
SI0T / SRRRAHR, X SRR BIRRE P2 (P , Seit oM 5 (i
ERG WV ST, RICECR, SMHF / ARRRECHE, X SCEEER
MEPAETEREPPRER 5 DR . RERAFISOFSSR, SSHEBIIE, 4007 / REs
1, AN AT, i, ATEL BRSPS
B, S, SCREMETTR  SUIRL. SIS . ARG, AHT /AR
1, AESCEERAR P A E PRI, e, TR BoReRbRSE
B, S, SCRAETHR , (040 BRSO TSEN, AV / AR, XS
BRI A PR, SEoNT, SRS, B HoRsk
BPREHE, $5%, ST VRN FERRAET 500, 047 / RN,
B, X CER RN AERTER, ST, SRR,
B HRSBRSCR, f5%, SRR
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