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EEY BEY Wb R 5 B i e . A 1532901 2RI 48 B 4y Sk Za bk
VAR AL, B 2R 4. LT 4 SR AL L% 2,008 i A FF DD RS e 41, Heas & 21 B 1

GRERRE O AMAFITHE 40 MR S5 G FR AR M 2 e SRR 2 QU R 41 518 1 L 1Y I & 41 A
b, #IGEIRiR E R BTGHE X (P B> 0.05) o OB RIFREALA R 1gG. TgARTIgMK
SIS (1812 £5.70) g/l (3.63 +0.94) g/LFI (439 +£0.82) g/L, WE&THA3IM, Wizl
BHCD3 T, CD4" THICDS" T4 5k (583.10 £ 276.35) AM/ul.  (339.13 + 131.55) AN/ulf
(205.23 £ 41.22) AMul, SFRTHAR3M (P < 0.05) . ZBM NS Iroh A s gl g i
C3FICAK A3 Bl (039 +£0.27) /LA (0.08 +£0.07) g/L, WFMTIHARIM (P <005 . ffi
RFChBER HRE N TR, 19V Z B R B8 ALT. AST. TBilFIgG/K P2 Wi Fh i, 1AMAC3.
C4. CD3' THICD4' TAIUHENZW FI% (P 1< 0.05) . i LB R BF I S RA SRk
Ji& B e AR B — e AROGNE A T T il e b 5 AR ) AR AT S e BR A T e AMA TR BT
240 it R A5 G P 2R LI o
[K88IRY FFRWITE, S8 GBORA: REERE M, AMA: Tk a0 i A

Study on the immune states of patients infected with hepatitis B virus in a hospital in Chengdu
Chen Zhu, Zeng Yilan, Tang Yuzhen, Li Shoujuan, Wang Li. The Second Ward, Public Health Clinical
Center of Chengdu, Chengdu 610061, China
Corresponding author: Zeng Yilan, Email: 277796360@qq.com

[ Abatract] Objective To investigate the immune states of patients with hepatitis B virus (HBV)
infection. Methods Total of 329 patients infected with HBV infection were divided into acute hepatitis
B (AHB) group, chronic hepatitis B (CHB) group, cirrhosis group and acute-on-chronic liver failure
(ACLF) group. The immune indexes such as immunoglobulin (Ig), complement (C) and T-lymphocyte
subsets of groups above-mentioned were tested and analyzed, respectively. Results The immune indexes had
non-significant differences between AHB group and CHB group (P all > 0.05). Patients in cirrhosis group had
significantly higher levels of IgG, IgA and IgG, which were (18.12 £ 5.70) g/L, (3.63 £ 0.94) g/L and (4.39 +
0.82) g/L, respectively; but had significantly lower levels of CD3" T, CD4" T and CD8" T cell counts (P all <
0.05), which were (583.10 + 276.35) cells/ul, (339.13 + 131.55) cells/ul and (205.23 + 41.22) cells/ul. While,
the levels of C3 and C4 were (0.39 £ 0.27) g/L and (0.08 £ 0.07) g/L in ACLF group, respectively, which were
significantly lower than those in other groups. As liver damages progressed, the levels of ALT, AST, TBil and
IgG all gradually increased, while the levels of C3 and C4 and the counts of CD3" T, CD4' T cell gradually
declined. Conclusions The immune states of patients with hepatitis B have a certain relationship with disease
progression or severity. The patients with cirrhosis and liver failure have autoimmune disorders, including
high-level immunoglobulin, low-level complement and T cell loss.

[Key words] Hepatitis B virus; Immune state; Immunoglobulin; Complement; T-lymphocyte subsets
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EH20124E 1 H £20134E12 H A B i 11329
W M5 B, Horp 5 vE2590, LetkTof, AR
W11~81%, FHLER (38.64 +10.32) ¥, H
AL ZE RN 2 g 25, 18 OB & B
19649, LT 28 BT A4k 553 70490 F 2 B9 1 2k
JH Dy Re vy SR 3841 . Btk SR RS B 7 A
20004F (R EEVERT R B A )5 20 B RS bt
81t LR R S A e Wi i & gtk 22T
REGTEE (20154 ) W, FFohBE e85 1 1)
EWIRF S (LT iR (20124680 ) Pl
P WibsiE. o, 120 SRR EE TR D e
PIEHFRE, 43 AR 2441, vh EE 10041 Fl 72
B, HERR TS AR R R . RS PR
I BEOR. A B R e . AN A
BT R, R A A K A FH B 28 A f g
WY AR BiAe B2 o flhil, AL
AP B RS R T

= Tk

A ARG RSN L, RHAA)E
Ao BT A o Dl RE s SR A4 H 3R e 8 A 4 B
A0 58 S BR B 11 (immunoglobulin, Ig) Az %h
f& (complement, C) ; KHFACS Caliburifi
0 A Ah A LT 40 f P (CD3". CD4"All
CD8") 5 K JH Mg It G 92 W PRV AS DU 2 L 4% 95
#PR&EY) (HBsAg. $i-HBs. HBeAg. $ii-Hbefll
Pi-HBc) ; R %G A 5 5 A Wk S Y B A Wl

HBV DNA; ¥ EchosensZ\ ] i) I % s s e
75 BAGAAS Mlfibroscanifi {4 (FSTE) &

R <N LB

% FSPSS 17.040 v 22 AT 43 B o V1 %%
BICAx £ s3RoRn, IEAME H2ZE55 R 250, 1
A0 Hj A5 K HDunnett” s T3 R A5,
JE TF 252040 Bt K R RIS 56 s TH 020 bR HI 91 5
HIRFZR, RHHRR. LP < 0054 %% G5
kS -9&

% R

—. FUUREMER . R IR HBV
DNAJKF- R FSTE IR LLAL

AWEGEH, KA B FRER . NA RS
I 0 (alanine aminotransferase, ALT) . K
MA DR E B (aspartate transaminase,
AST) . BJHZI % (total bilirubin, TBil) . HBV
DNA# & S FSIH %5 J7 1 7 5w R gk m X (P
$1<0.05) o Hrpr, U7 B > D6
Wi > gV ORI R > S SRR D Re
HREEETT I DR R > St SR R > 18 1
CAIT 4 > AT 4k, HBV DNA#E: ATiiith <2
PO % < Dhfesgss <B4 FS
i FFDhfe s > 4L > 2tk o R > 18 1%
SIS, TR,

T BHBE TR

AHECH, AR HEEIGG. IgA. IgM,
C3. C4/K°F, CD3"T, CD4'T. CD8 T4 ffuil %k

R1 HHBEZWMES . 45 . HBV DNA. HFZhAER FS 14

415 1% B (%) ] HR (Y, xxs) HBV DNA (IU/ml, x *s) ALT (UL, x £s)
SRR 25 21 (84.00) 35.64+13.15 432+1.97 1324.60 £ 670.65
P2 LTI % 196 152 (77.55) 37.29+12.32 5.45+1.24 503.79 + 283.78
AL 70 53 (75.71) 49.09 +11.12 219+ 137 82.80 +47.18
T2 s v 38 33 (86.84) 40.68 + 10.52 5.11+2.14 1 030.68 + 366.09
Fiih 7'=2.443 F=18.000 F=34.710 F=146310
PH 0.486 0.000 0.000 0.000
4151 IR AST (UL, x £s) TBil (umol/L, x £s) FSA4 (kpa, x £s)
SRR 25 804.92 + 396.69 189.64 + 70.65 16.79 + 13.29

T2 AT 5 196 320.94 + 148.87 49.01 +26.81 15.31+ 13.06

4k 70 79.42 + 34.82 48.67 + 19.86 20.85 + 14.75

JF-Th i 5 vy 38 918.39 + 299.79 337.12 + 146.65 33.33+19.18

St F=31.970 F=136.770 F=17.690

P1H 0.000 0.000 0.000
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%2 SHEFWRERRE (9
28 5] % IgG (g/L) IgA (g/L) IgM (g/L) C3 (g/L) C4 (g/L)
a5 25 13.93 £ 4.05 2.38+0.79 1.31£0.43 0.77 £ 0.30 0.17 £ 0.08
gtk L TIRT 5 196 14.54 £4.15 2.33+0.89 1.35+0.66 0.81+0.21 0.18£0.07
JFREAL, 70 18.12+5.70 3.63+0.94 439+0.82 0.71+0.25 0.18 +0.05
JHF Tl 2 i 38 15.71 + 6.06 3.17+0.87 1.56+0.79 0.39+0.27 0.08 + 0.07
FA 13.410 21.820 22.100 33.990 13.240
Pig 0.000 0.000 0.000 0.000 0.000
20 531 15155 CD3" T4iffe (AN/ub CD4' T4lfg (AM/uD CDS8' T4 (A4>/ub CD4'/CD8"
ELiyapil) i 25 1117.68 + 547.41 618.44 +310.07 478.20 £ 178.91 1.35+0.49
B Z T % 196 1077.02 + 404.82 579.71£229.15 422.62+118.85 1.55+0.61
JH-AL, 70 583.10 +276.35 339.13 £ 131.55 20523 £41.22 2.34+0.61
JH- D it e v 38 946.13 £ 367.48 666.26 +251.17 415.68 + 147.38 1.49 +0.43
Fig 26.640 6.460 17.890 14.230
P 0.000 0.000 0.000 0.000
F 3 R PR EFER I QT 5 S AR O

4153 1% S (%) ] FER (Y, xx9) HBV-DNA (IU/ml, x+s)  ALT (UL, x*s)

18 LI 9 45 24 15 (62.50) 37.38+ 13.06 4.88+2.09 73.42+37.84

18 AT g b 100 79 (79.00) 36.73 +£12.29 5.44+234 374.76 £ 225.33

18 LRI 98 T 72 58 (80.56) 38.05 + 12.24 5.65+2.15 826.47 + 349.62

Gtk 7 =3.598 F=0.239 F=1.085 F=40.99

P 0.165 0.788 0.34 0.000

25 1% AST (UL, x £s) TBil (umol/L, x +s) FS 1Y (kpa, x +s)

g QRS 24 70.13 + 44.45 17.43 +£8.10 7224323

18 2R P 100 209.42 + 88.30 22.88+15.38 12.07 £8.71

1 Z BT J 72 559.44 +329.92 95.84 +61.33 22.51+16.42

il F=39.150 F=38.920 F=22.790

Pt 0.000 0.000 0.000

S TR bR S CD47/CD8 2 3 B R 4iit 2478 X
(P %< 0.05) . Hrr, FFAGAEHEMIgG,
IgA. IgM/KFEFICD4 /CDS8" B 3 i THAR34, 1
CD3'T. CD4' T CDS" T4 i i1-% & % T H 43
H (P I<0.05) ; JHIYjfesEsm £ KC3HC4K
TREFRTILA3L (P < 0.05) ; 2ELHAF
RESE R KA, &I DR dabs 22 73
TG E X (P> 005 , W2,

= P IhRE S T AR R AR O

ARG R TR, BE. TELEEWE S
R 9 A H fEALT. AST. TBil XFS{H% 7% 57 A
HEi#E X (P ¥<0.05) . BEEIIREHHE
FREEIE, 180k LR % BE ALT. AST. TBIl
K- FSTH K IgG/K 343 8 7t &, 1iC3. C4K
-, CD3"T. CD4 T4l ih g M (P <
0.05) , W#3~4,

Wit

LTINFR TR (HBV) ERHUANS, Aefgs]
B RN RPN, EPURTER RN, JRevid
JSCAN () R B8 19 40 M 453 4 o Tbk 20 40 2 o B R
S VE I G g5 B 5 R g T R A8, f% I CD
(cluster of differentiation) 43 1~ #4143 A CD4"
THICDS T4 fiid. CD4™ T4y 3= 2 4l Wh MET 41
(helper T lymphocyte, Th) , X n]43 4 ThlfITh2
PP, Thlidst 70 41 ~%  (interleukin,
IL) -2. T# % C(interferon, IFN) -y. H =/
(leukotriene, LT-o) Z&4H i KT kA5 40 i o
B, Th2JU 5 AIL-4, IL-5. IL-6. IL-10F1IL-13%%
G B AR S, & T LU 3B AiTg. CD8”
THAM E L2 AT 4 (cytotoxic T
lymphocyte, CTL) , i ich i 40 i i A %5 40 o oy
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215 1511 %5 IgG (g/L) IgA (g/L) IgM (g/L) C3 (g/L) C4 (g/L)

15 2,00 ST 46 4 Jis 24 12.92+3.35 2.19+0.85 137+0.74 1.11 £0.39 0.20 + 0.06
g LRI 100 13.77 £3.31 2.31£0.79 1.26+0.63 0.87+0.18 0.19+0.07
{5 2, T4 JFF ¢ TP 7 16.15 +4.91 2.41+1.01 1.47+0.68 0.73+0.14 0.15+0.08
F At 9.760 0.560 2.050 10.880 6.110

P 0.000 0.580 0.130 0.000 0.003

2053 15145 CD3" T4l (A/uD CD4" T4 (A~/uD CDS" T4 (4> CD4'/CD8"
18 O 9 24 1139.87 + 398.99 614.98 +230.08 449.33 +230.09 1.59 +0.48
g LR 9 100 1091.67 + 457.39 599.58 +273.78 400.83 + 188.75 1.54£0.61

g LRI 9 72 984.83 +382.22 524.09 +202.73 392.79 +210.04 1.55+0.65
FAl 3.160 3.480 1.540 0.053

P {4 0.045 0.033 0.220 0.950
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