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[WZE] BH HORFEE M HBV B 53] S AN 7] HBV DNA #ik f83 Al ig /- & 10 (IL-
10) \FHAEA 2R 12(IL-12) TR y(IFN-y) K22 R, ik 38 2016 4E 3 A £ 2017 4E 3 A
FHE T IR ER S8 1 HBV e 135 BIFE A IFE x4, Horpig vk HBV #3474 32 i, 18
PERF 2 61 6, T84k 42 5], BEEEIR] ] 40 (R (ARG # %t B2 . SR ] ELISA A i Vi 240 g A 5
IL-10 IL-12 F1 IFN-y /K, S8R 4 4HH) IL-10 F1 IL-12 /K2 F W E G E L (F=22.06,15.67,P
=0.013,0. 021) ; Student-Newman-Keuls ( SNK) 1 P W HL 288 % 0, JF R A 20 (9 1L-10 AT 1L-12 /K 3%
BT A2H (¥ P<0.001) , 18 M F 2 20 19 1L-10 F1 IL-12 7K F B 3 & T HBV #4740 (¥ P<
0.001) . RIH 2250 W4T TFN-y K40 0] 24 53 LA, 25 0R 7R , 4 4] TFN-y /K242 78 Gt
M (F=18.36,P=0.017), SNK PiP4 LA & B, Forh JIFRE (LA ) TFN-y /K7 5835 i T AT R 4 (P =
0.027) , 18 YEHT 4 ZHAY TFN-y K 5 2 5 T HBV #4520 ( P<0. 001) , HBV #5741 2H i) TFN-y 7K .3
BT R4 (P<0.001) . HBV-DNA Z 8=, 1L-10 /K L T IL-12 F IFN-y K B, i 1L
10 IL-12 1 TFN-y /KSFEAEAG . 5 HBV-DNA 3884 1922 S 394 it 2 & L (F=18.27,21.65,
19.66,P=0.017,0.013,0.015) , pearson HIAHIEER IR, 1L-10 55 IFN-y JTEAHEPE(r=0. 103,P=
0.063) ,1L-12 5 TFN-y B B #F EAR M (r=0.687,P<0.05) , it 4PN 1 1L-10 IL-12 il TFN-
v TE12 1 HBV Bl i s 2EH .
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[ Abstract ) Objective  To determine the changes in peripheral plasma concentrations of
interleukin-10 (TL-10), interleukin -12 (TL.-12) and interfoeron-y (TFN-y) in the patients with chronic
hepatitis B virus (HBV) infection and their correlations with HBV infection stage or HBV DNA load of HBV
carriers. Methods Data of 135 patients with chronic HBV infection from March 2016 to March 2017 were
collected, the patients included 32 chronic HBV carriers, 61 with chronic hepatitis and 42 with cirrhosis.
Forty healthy subjects served as controls. The concentrations of 1L-10, 1L-12 and IFN-y were determined
using enzyme-linked immunosorbent assay ( ELISA).Correlation analysis was performed using the Pearson
correlation test, which was performed to analyze the correlation between IL-10, IL-12, IFN-y and HBV
infection stage, HBV DNA load of HBV carriers. Results Compared with those in healthy controls, plasma
IL-10 and IL-12 levels in patients with chronic hepatitis and cirrhosis increased significantly ( F'=22.06,
15.67, P=0.013,0.021), plasma IL-10 and IL-12 levels in cirrhosis cases were higher than those in
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chronic hepatitis (all P<0.001) ,plasma IL-10 and IL-12 levels in chronic hepatitis were higher than those in
chronic HBV carriers (all P<0.001). Plasma IFN-y level in chronic HBV carriers, chronic hepatitis and
cirrhosis were significantly higher than those in healthy controls ( F = 18.36, P =0.017). There were
statistically significant differences in IFN-y levels among the three groups in the chronic HBV carriers,
chronic hepatitis and cirrhosis. 1L-10, 1L-12 and IFN-y levels of the low, medium and high HBV DNA load
groups were statistically significant (all P<0.05). There was no correlation between IL-10 and HBV DNA.
IFN-y, IL-12 and HBV DNA load were negatively correlated. There was no correlation between IL-10 and
IFN-y (r=0.103, P>0.05), IL-12 and IFN-y were significantly positively correlated (r=0.687, P<
0.05). Conclusions TL-10, IL-12 and TFN-y may play an important role in the chronic HBV infection.
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F& [E 18 7 HBV ( hepatitis B virus, HBV ) &L 3
KZ RHNFEIEYe , NG HBV J5 K4 o il
1Pk HBV #5473, BfE m F e, — o iR i 2 ik
JR IR AT g FFREAL ) ek AN AR e T R
IR RHE ZR G S B S5 M e U LA ST 87 G
R A0 AR Y Thl/Th2 S i H &
FEMMER, EHEF N FA Thl/Th2 40
J2R A5 F] RE S HBV G g el = —4 A
A2 12 (interleukin-12, 1L-12) , 204 % 10
(interleukin-10, IL-10) 1T 4 Z-y (interferon-y,
IFN-y) J& Th1 1 Th2 240 i PR 7 rp 5122 % 9 77 [
+,7E1% Pk HBV 8% 4L (19 % s HL I v 5 B 2 AR
FAPT ., BRinT B RTE M A T2 HBV &G AS [H] i
A TL-10 | IL-12 F1 IFN-y 7K 2257 ] H AT HBV-DNA
it (A SRR ST A ARG Sl A 135 4548
£ HBV B3 1075 H 1L-10  IL-12 il IFN-y k7K
S, IR AT HAE R [F 2 M HBV 433 f /) 22 55 K D
HBV DNA # i )2 &, #81 1L-10  1L-12 Fl IFN-y
Z 518 £ HBV B (ML, 2 Pk 2 B R
(chronic hepatitis B, CHB) [ 55y $2 AL RAK B

1 #REF*®

1.1 FFZER IS 2016 4E3 H—20174E3 AT
APtz gt HBV B YL 135 FilE R 32 il 4,
YHAFRUE . AR B2 Wi X 45 & 2015 4F & A i (18
PECHIIF R B it 46 v ) 12 1 HBV & 4 35 12 Wi b
M AR 18~ 65 % ; M7 HBsAg HBeAg 7 FH
BRI ESIMASE , TG R AT, HERRAR i . HE
o g S gk g G HH BT R o 2 L TR BT R 2
TR EE I AT N AR S Bl i 1 5
HEEERY, HEBRAIEO N R RN T
AR BT ST RGBT I A . HEBRAA © st
sl AR IR R | B e e eI R

FRH ., WA HE 40 AMEAXT Y (A
FRifE . ALT A1 TBIL {E 1E %, 95 75 P 4 175 bs 25
BRI, HEBR A N RS DI R G 4
ARG HADRIEEBIR I ) .

135 BilEPE HBV By o 18t HBV #7
% 32 4], CHB 61 {5, ZBIHT 4 fFFagik 42 4" 4R
i HBV DNA i = IR 135 648 1 HBV &L &
434 HBV DNA<1.0x10° # 0l/ml (fi) 3% 35 ],
HBV DNA 10° ~10°#%4 0l /ml( ) 3 46 ] ,HBV DNA
10°~ 10742 01 /ml ( &) 3L 54 5],
1.2 RIEFE RS2 % 8 SR # K
5ml, ZH FEE 2 h,1000xg B0 5 min, 538 il
H,-20 C W A& M, R H M55 % Bk
( ELISA) #&:3 1fi 2% v 1L-10 . IL-12 #1 IFN-y A OD
B, B o S A7 LA B R FH R R D7 0 52 oD 1A,
AR T 2, AR 5 b o il 2t AR I i T IL-
10 1L-12 Fl IFN-y i iR FEAE, A AR SRR 40 15
AT, 1570 & H o I AR R 4 A BR A w4
fit, >k A RT-PCR L4 HBV DNA # &, HBV
DNA K385 & b 1 DE 56 A 4 T 78 B 3 A BR 2
GiE72e
1.3 %itEHE MASKITFAHEBI KA
SPSS13. 0 Geit# i, 1 BRI B e brifE 25 (»
+5) BEAT LT A B L BCR T 22 43
Student-Newman-Keuls ( SNK ) 72 47 9 4 LU 358 ; 40
OB Z ] A DG 2R T pearson #H G 43#T, P
<0.05 HESAGIFE L,

2 #R

2.1 WABREELAMMLEE 135 f12 1 HBY
YL B 68 B, Lotk 67 B, AL 39~72 % F
KIAENE 50. 6+7. 8 %, &4 B BR Lk Im PR GER}H a1
g AR ALT ALB SEFRARY FLE AN 1 Fos, £ 4
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Tab.1 The baseline clinical characteristics of different groups
21531 15155 PRI/ ) R (4) L ALT( U/L) F4E 1 ALB(g/L)
X R 40 23/17 46.3x10.7 28.53+4.28 36.37+6. 37
HBV #5440 32 17/15 29.6%17.5 35.37+6. 51 35.91+5.32
Ttk O RIFR A 61 29/32 53.8+10.2 68.59+8. 34 31. 07+6. 30
JHE Ak 2H 42 22/20 52.9+8.7 85.46+5.33 26.57+5.28
X8 F{H X*=0.989 F=3.75 F=8.96 F=11.35
P{H 0. 804 0. 150 0. 047 0. 034

BE AR MR Y TRt E L (X =
0.989,F=3.75,%] P> 0.05), CHB £ FliTH {20
() ALT 72475 1 %F B 20 A8 P HBV 4847 40, iF
BEALZH B ALB 7KF- 5 351G T BEZH (HBV #5172 AN
CHB 41 (F=8.96,F=11.35 ) P<0.05) , 2% A%
IE-3'&

2.2 AN[E HBV B45rHIRY IL-10,1L-12 #2 IFN-y
KFEREEE  AF HBV G 1L-10 1L-12
IFN-y 7K LU an 2% 2 Firos . 4 4108) 1L-10 A 1L-
12 IKF-ZE G G117 L SNK PG L & B, T
AL ZH Y TL-10 A1 IL-12 7K - & & F CHB 41 (1
P<0.001) ,CHB #H1y IL-10 F1 IL-12 /K- @ & & T
HBV #4540 (34 P<0.001) . 4 41[6] IFN-y /K255
BEiT2FE L, SNK W LA & B, Hod JiF 6 Ak 4
Y IFN-y 7K F 5 2 & T CHB 41 (P =0.027),CHB
Y TFN-y K-8 3 5 T HBV #5741 (P<0.001) ,
HBV #4720 1Y IFN-y 7K F 2/ T X B4 (P<
0.001) .

Fz2 A2 HBV BYL B 1L-10 1L-12 FT IFN-y
KB 3R
Tab.2 The levels of 1L-10, [L.-12 and IFN-y among

different stage groups of chronic HBV infection

20571 IL-10( pg/ml) IL-12(pg/ml)  IFN-y(pg/ml)
pogisEii| 5.63+2.07 23.19+5.57  26.38+5.96
HBV #4720 6.21+2.19 26.38+6.21  47.93+8.38
T RIFRA  22.65+6. 91 31.56+6.25  61.02+9.33
JFRE Ak 36.77+8. 56 43.27£7.26  69.52=8. 31
F {8 22.06 15.67 18. 36
PH 0.013 0.021 0.017

2.3 Mi# IL-10.IL-12, IFN-y 5 HBV DNA # £
BIXZE  BEFIMG IL-10 IL-12 1 IFN-y K FEAEAR |
H1 75 HBV DNA #2415 1F & X B4 22 1) 22 S5 A7
Giitp i (3£ 3) ,HBV DNA 5 1L-10 /K°F
T, T IL-12 A1 IFN-y 7K 8, SNK 3: #4720
] P4, 45 B @R I TL-10  IL-12 1 IFN-y /K3

TEMS 5 HBV DNA 2R 4 A9 4H () 22 5 X6 Ge it
2 X (# P<0.001)

% 3 KA HBV DNA &40 1L-10 1L-12 F1
TFN-y ZKOF 1 He
Tab.3 The levels of IL-10, IL-12 and IFN-y among different
HBV DNA load

2R3 IL-10( pg/ml)  IL-12( pg/ml) IFN-y(pg/ml)
XT R 20 5.63+2.07 63.21£9.66  47.96+6. 32
il HBV DNA #Z&E4] 16.28+3.52 52.08+10.27 37.52+4.37
tf HBV DNA #4241 22.69+4. 16 36.28+9.35  31.53+5.18
w5 HBV DNA #&84] 31.61x7.23 19.63+6.21  25.67+5.07
F1{H 18.27 21. 65 19. 66
PH 0.017 0.013 0.015

2.4 HBV Bi#EmiF 1L-10,IL-12 #1 IFN-y B948
XS 8 XL TL-10 IL-12 F1 IFN-y A 4H
KPEHT, 45 3 BoR IL-10 5 IFN-y JoAH Gk (r=
0.103,P=0.063),1L-12 5 IFN-y B4 & 3 F A6
P£(r=0.687,P=0.009) ,

3 Wit

M2 HBV R YL & — A~ 4 Rk 19 2 3k T A= ]
S R TR A A T R TR E R
SR HBV #4294 1.2 {20, CHB i #F 44
30007 5, HBV B 4L %% 15 584 35 HBV DNA
FHAFHUAR I B IREFEA O, AR A Fr L
RGP N 5 e E HBY YL HE )T DL AT 3R
R ZE 0 M8 HBV B R B 5B I PR
PR, A ALT /KPR EZ sk Re 27t 221
RAETINFE IRTT 1 R S, 234748 0 I 4k, B
EX L ST o

IFN-y JEH G LB T 400 NK 40041, 2
SN RAER Y, HSEHFSEiRIE HBV DNA
KB T AR TFN-y B34 A2 48 P HBV &
e 1M 1L-10 IL-12 F1 IFN-y K-35 75X B4
7R HBV BESIE MR S se SN, 1A P A0 X 7 1) 2%
KK FE A ANE HBV DNA 2 &K F 1
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Pk HBV YL LG o IFN-y KRB A/ 225,
PE7R IFN-y BERSIKIE F A B B bom dE AL, 30461
HBV DNA 41" % HBV DNA # & 2114 IFN-y
R, /8 HBV DNA #&8 B LA DUR &
BPEREIIRT IR R AB I 4855 .

1L-10 7 —Fh 8 2L 04 e e 90 il R 7, 78 HBV
SRR Gy 37 i 5 VR A, B P NF-«B
TEPE R VE T, AT 3820 NF-kB A5 1 28 PE A 43
e, S AR E R S AR 4 Y TL-10 7KOF- G
FETF CHB 41,CHB 40/ 1L-10 /K- 8.3 & F HBV
o el . EN R RAE T 12 1 HBV B F WA e
DIREZEHEL , M T 40 A=A R 1 1L-10, i sk 40
W RAE IRBE T £F A AL RO TE AL

IL-12 A F|T Thl ZE AU fe 531k, {2 F Thl 254
S B 2 S W 2 B ) UL IR R TR AL B
TR R R EBEHY . B HBV e/
N TL-12 P34 KBl 2 Tt o #E s R TL-
12 BEAZ A2 1 NK 40 i A3 A AR 55 S o e A T 4
A TR S e B S AN M T 4 A AR R
Vidm i B A0 B A . TL-12 7 3405 45 % HBV
(R 200 M S8, T R BV 1) W] B2 S S50 52 o 40 i 11
B, Ik HBV DNA 2R 2R 1L-12 /KF 0 i,
PERHUATE HBV BRI 1L-12 - il 2 2B T
SRR S  IL-12 Fik Ty, IL-12 ZKSF- 19 T g 41 il
HBV DNA & il , fE #0805 B

WX HBV Y IME 1L-101L-12 Fl IFN-y
B8] A AH St A g SR R TL-12 5 IFN-y BA B3
IEAASEME , $27R TL-12 2 ph 336 Ak B4 1 0 200 43 0l 5
e AR UE Thl 4 M & &, 38 i % S IFN-y 1)
PR EYUREEER . R hIL-10  1L-12 Al
IFN-y K AR AL REAE T 48 P 2 R0 4% 1) 2 g 3
R BFoE 45 R ON R HBY B 1912 R SR AL I IR
(S

Rl A 1EE A BIRAEAE A 45 o
EETTIRAER O IR SRR IR SURE  E R
FHOTT B NG AR K B e AR B XA
T8 AR AT T T GBSO I 22 B S
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