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[Abstract] Objective To investigate the changes of expressions of peripheral blood CD4’ and CD8'
T lymphocytes and the quantitative level of hepatitis B virus surface antigen (HBsAg) in patients with chronic
hepatitis B virus (HBV) infection, and the correlations between the above two indexes. Methods A retrospective
analysis was conducted. Twenty—seven carriers with hepatitis B virus (HBV carriers group), 98 patients with chronic
hepatitis B (chronic hepatitis B group), 84 patients with hepatitis B virus liver cirrhosis (liver cirrhosis group) and
35 patients with primary liver cancer (hepatic carcinoma group) admitted to Tianjin Second People's Hospital from
January 2012 to December 2014 were enrolled, and their general conditions, expressions of peripheral blood CD4"
and CD8" T lymphocytes and quantitative level of HBsAg were collecied in the four groups. The expression levels
of peripheral blood CD4* and CD8" T lymphocytes in the four groups were compared, and the correlations between
the expression levels of CD4" and CD8" T lymphocytes and quantitative levels of HBsAg among the four groups were
determined. Results The expression levels of peripheral blood CD4" and CD8" T lymphocytes and quantitative
levels of HBsAg among the HBV carriers group, chronic Hepatitis B group, liver cirrhosis group and hepatic
carcinoma group showed a gradually downward tendency [CD4" (cells/ L): 829.0 (672.0, 890.0), 733.0 (529.3, 923.5),
520.0 (329.0, 717.5), 438.0 (318.0, 565.0), CD8" (cells/ p. L): 415.0 (407.0, 935.0), 570.0 (436.8, 764.3), 298.0 (211.5, 510.3),
309.0 (223.0, 483.0)], and the differences were statistically significant (H value was 37.250, 53.056, both P = 0.000); the
results of pairwise comparisons showed the expression levels of CD4* and CD8" T lymphocytes in HBV carriers group
were higher than those in liver cirrhosis group and hepatic carcinoma group, and in chronic hepatitis B group, they were
higher than those of liver cirrhosis group and hepatic carcinoma group, the differences being statistically significant (CD4":
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H value was 3.804, 4.580, 3.928, 4.650, CD8": H value was 4.246, 3,778, 6.189, 4.816, all P < 0.01), but there were no
statistically significant differences between HBV carriers group and chronic hepatitis B group (all P > 0.05), and there
were no statistically significant differences between liver cirrhosis group and hepatic carcinoma group (all P > 0.05).
The level of HBsAg in HBV carriers group was higher than that in chronic hepatitis B group, liver cirrhosis group and
hepatic carcinoma group [U/L: 9.898 (7.565, 12.708), 5.257 (3.428, 8.216), 0.459 (0.282, 0.791), 0.221 (0.125, 0.324)],
while in chronic hepatitis B group, the HBsAg was higher than that in liver cirrhosis group and hepatic carcinoma
group, the differences being statistically significant (H value was 2.628, 9.037, 9.828, 9.604, 9.883, all P < 0.01),
but the comparison of HBsAg between liver cirthosis group and hepatic carcinoma group showed the difference was
not statistically significant (P > 0.05). Spearman correlation analysis revealed in chronic hepatitis B group, CD8" was
negatively correlated with HBsAg (r = —0.300, P = 0.003), and in liver cirthosis group, CD8" was positively correlated
with HBsAg (r = 0.283, P = 0.009). Conclusions Along with the disease progress of patients with chronic HBV
infection, the expressions of peripheral blood CD4* and CD8" T cells show a certain degree of downtrend, and in the
chronic hepatitis B group, the correlation between the expression of CD8" and quantitative level of HBsAg is negative,

while in the liver cirrhosis group, the correlation between the above two indexes is positive.
[Key words] CD4 Tcell; CD8' Tcell; Hepatitis B antigens; Chronic hepatitis B

REE Y LB R (ZIF) #E (HBV) /&
RMEEER, BRRRK 10% " EERREZF
HRMMREREAREE SR, e atk
HBV BRI & 218 BZ 246, (B HBV BRYL M
BHAL AR & B E RERRE ), HBY &
LB AL R 5 IR ThRE R B T A REA BUE R AT
MR EREA SR RA, U THRTERR
RFH MM AFEFEX HBV BRI FIER S ESESE
VR, R _EARIEE R A B A0 M T B R R
B0 CDA™ T 40ME ( FE AHBIME T 408 (Th).
EEHTHR).CDS THAR( EENAMES
T 48 CTL) B ER4M 0 T 4pe )© o ABR5EEe
3 HBV B J5 A RR 1% B & SN E I CD4*, CD8”
T4 TR ZFREPUR (HBsAg) € &K EH
A4 K CDA™ . CDy" T MMl A -5 HBsAg FIFERME
1 #ERERE
11 SRBORIE « R B 5T i, e R B
FEARER2012E1AZ204F 12A7T8K
fEBEIE R 27 B HBV #47 (ZAFHEH#41). 98 4
B iFRE (B ZHF4A). 84 FIZ LB E
(FFEEAL2H , HoH Child A 2% 34 £, Child B 4% 33 f5]
Child C 2% 17 #l), 35 B Z FFfE R R R T IZ B &
(FHEd). 2B RE (BHEZRIFRBETR
9 (2010 4E )Y AR e, RA M TR LA S RE
(R RS HTE (2011 EJR))Y 5. BT A
BEIE 6 A WRTRIF AT RE6T, HHBRE
BB R R R Re Rt R R 25 AT
1.2 KRR ROk
1.21 CD4", CD8" T 4HME kel : BUAYTRY 4 &
Z# ki3 ~5 mL, Z — k0 Z B — 4 (EDTA-K,)

Pk, ERESTEEPREMA S0 WL HiEELm, H
BIA 20 pL CD4~ RERFMKIEE /CD8- WL EH /
CD3- £ H ¥ M % % & 3 (CD4-FITC/CD8-PE/
CD3-PerCP) #1 4K, 20 min fi5 F fil A 450 pL ¥ Il
%, 15 min AWMU CD4", CD8" T 41/
K

122 HBsAg E &/ . RAZ KE b2 &KX
Cobas e411 ¥l HBsAg, BAEHGARI S UL Bt 17,
1.2.3 FFIheeRs . SR A H L 7180 £ H 3 b4
Al BB IRBR F 1T

13 Siit 2 4b . A SPSS 19.0 i it 3k 14 b 38
B, BEESSAITERBUNE + a2
(x+s) TR, AR IESS BT R A 3
(WAL B)(M(Q,, Qu)) Fn, HIRITHE FR L EK
R H Kruskal-Wallis H #:5% , B % lL R Kruskal-
Wallis LR ANOVA A3 56 89 SUxT ELEE 5 T80 R
FFFER, R xRS, MM 7 R Spearman
B, IERBY WM, P<0.05 RERELEIT¥
2 & B

21 AHBEFERMFIEELE (R 4HBE
FEERIEINE, ERZF B M (P<0.01) ; B Z T4
REABREEN (AST) . NERY 28 (ALT). 51
A E(TB) W BB T2 AH L &
A, W LLZ P4 ALT, AST, TBil /K 84K, 58
18 Z FFA T D et N BA B, HBV #5434 T hEE
REE.

2.2 4bJE il CD4', CD8" T 4 M 3% 35 /K F e 8
(£2~3;&1):44CD4" . CDS' THMHLEBER
B a2 8 X (H {4512k 37.250, 53.056, %) P=
0.000), ZHFIEH4 CD4". CD8" T 4/ THFaELL









FEPFHESSSHNE 2016 7 A% 23 %% 43 Chin ] TCM WM Crit Care, July 2016, Vol.23, No.4

. 403

BLA, An %' IE SC7E 95 40 45 3 B A7 7E A 18
T 408, L CD8™ T4 N £, il e B S BT &
HAMEIm CDS' T MR B ERZ —.

AWFIE BN, FEE R, 18 M HBV By
) CD4", CD8" T M RX 2 T RS, FFIEILA
fHEH A BAKTF AT A 18 2 AP , R AT
ST EHE TIRARY, RRE ARtz
T & 18 LI BREWHE TR, BAR T REERER
eI HBV Bt B e, ERIKRF, %42
g E 18 LA BE KB CD4' | CDS8' T iR 5
RIREAR , R T RE TN & AR (L R BRI A 4

AR LI, A8 LI PRES CDS™ T A%
A BT, HBsAg 2 B/K R E T, B & 26
%, R % P IBISUTSE HBV B IART, M E 41
SYUEY v - T E (IFN- v ) A4 F -2(1L-2)
KFBEZ TP, o] AU E AR EE R RRTEL
I R 200 P S e ST AR, R T B B A T R, RBR T
CD8" T 4ifI7E kR L AHm A3 72, (Rl to iR i 18
ZHTBHA TR RS ™, EATRELA + cD8”
T 4HME . HBsAg & B {bifa%—3, W& CDS™ T 4l
BL7K -0 T %, HBsAg & EKFEARLZ T, &
BIEARS, XA IR AT Re 5 AL R oKk 1,
BB RS | REE MR, TR
EALB X FHGEAZRST, MR WIS
T AMIERE R s KAL),

g LR, AR R, 4R AE 2% CD4” |
CD8" T R IXRI AL, LA R TE1E Z T B Bx CD8”
T #4815 HBsAg 2 AR, 7ZEATRELLI B2 CD8™ T 48
fil 5 HBsAg 2 IEHR &I THUE SRS 55ER
RO R LA R4 S fE R BV R e
M. ZMREFEFEARL, B, B TANRRE R
TR, o B DT ERELY D REURER
7, XF HBV-DNA Zma% K, K47 HBV-DNA [4%,
B &R KXt HBeAg FHY: A1 HBeAg BAYERIIE M HBV
YL CD4™, CD8” T Qi RIEEFHIFT; HK,
BRI RIS TFLS S CD4™.CDS' T
HHITHRERTERAE ; 38 = AR S R A GEME R
CD8" T 4HMIEZEE I T HREREERNE, Bl
FERIRIEMHHR SH4ABREER FERES,
A BEHERR A i R 0 20 M S B A R T
R

[ 1] Tanaka M, Katayama F, Kato H, et al. Hepatitis B and C virus
infection and hepatocellular carcinoma in China: a review of
epidemiology and control measures [ ] J. J Epidemiol,2011,21(6):
401-416.

(2] REH . HBsAg FIYEEFRRTAE LE WP R LR M AT
SERBHENARBNREEZFRERENEER()].
TS EBAER TR, 2013, 1(3): 188.

(3] Toelk, B MBBRITEZRERF L HE RS
#rl) ] PEEERIBESE, 2006, 18(7) : 444-445.

(4] R0 HRBI0E, S PAREETHEHERMEETE 4
SEHRERENFRARII). PEERRKELE, 2015,
33(2):125-128.

[5] PRitiis, 8%, £5.% . SR TRERESTREMEN
CD3", CD4". CD8" T AL (] ]. B ERANE
2,2009,21(3): 183-184.

(6] Hwang JP, Vierling JM, Zelenetz AD, et al. Hepatitis B virus
management to prevent reactivation after chemotherapy : a review
[ J ). Support Care Cancer, 2012, 20(11) ; 2999-3008.

[7] PEEZZHRES S, PEEEXSBRPBRFENS B
BT J B IR 1R (2010 R0 T . P EIFER AR (B TR,
2011,3(1) : 40-56.

(8] A ARIME DA FRMATELT R (2011 DT ].
IR REAE 44 R, 2011, 27(11) : 1141-1159.

(9] #fm EHAM NHE, % BUZUFREHSIEHLHEHE
MIILE / FRBHRERERE ) ] PEERRANE
%,2009,21(2) : 79-81.

(10] HER AHNEEBER.F B U ARSRPEINEM
T ZAML A & NK 28R R SCLY ] sp AR SR i RO
Refpidkits (TR, 2009, 3(1) : 13-19.

[11] #k, ot THE, % . B RF K R TRLSREEH
ETHREEFZNTR(]]. P EIHELS2BRE, 2003,
10(3) : 158-160.

[12] #5228, % @ RIFR 8% CD4” MICDS” T
AR ()] S5 TR, 2011, 27(5)
545-547, 550.

(13] RBH €A, TER, 5 . BHZHFREHEINA M CD4”
CD25" Treg 5 CD4* §1CDS" T kB M BAAEERR[] 1.
P EGIR A, 2010, 26(3) : 273-277.

(14] BR, TE4, %3 .% . CD8' T AHLHES M PD-1 &kt
ERFE () ]. FEMAFENAE, 2014, 4(4) : 293-298.

[15]) ERLIHES NER. % BHCRFABE/MNILT HEH
MR [ ) ). SERIRFAERGZ A, 2012, 15(4) : 346-347.

[16] EM, 8%, BB, % . HBsAg & HBV DNA EB/KEHEE
WA R FFELAATREEPHELLT ] PEIFERZR
&, 2011, 19(10) : 743-746.

[17] Ohtaki H, Ito H, Ando K, et al. Kynurenine production mediated
by indoleamine 2,3-dioxygenase aggravates liver injury in HBV-
specific CTL-induced fulminant hepatitis [J 1. Biochim Biophys
Acta, 2014, 1842(9) : 1464-1471.

[18] Ye B, Liu X, Li X, et al. T~cell exhaustion in chronic hepatitis
B infection: current knowledge and clinical significance [11.
Cell Death Dis, 2015, 6 : e1694.

[19] Li WY, Jiang YF, Jin QL, et al. Immunologic characterization
of posthepatitis cirrhosis caused by HBV and HCV infection [ J ].
J Biomed Biotechnol, 2010, 2010 : 138237.

[20] Wang XD, Wang L, Ji F], et al. Decreased CD27 on B
lymphocytes in patients with primary hepatocellular carcinoma[ J .
] Int Med Res, 2012,40(1) : 307-316.

[ 21 ] Liaw YF. Natural history of chronic hepatitis B virus infection and
long—term outcome under treatment [ J ]. Liver Int, 2009, 29 Suppl
1:100-107.

[22] An JL, Ji QH, An JJ, et al. Clinicopathological analysis of
CD8-positive lymphocytes in the tumor parenchyma and stroma of
hepatocellular carcinoma [J]. Onecol Lett, 2014, 8(5) :2284—
2290.

(23] KL, TN B 5 RN/ R R RN R E 4
M AT KRR B E R BRSNAR ()] SRBEBRERT
7k, 2015, 3(4) : 200-208.

[24] &, B . ZRFRREHURES R MHRET /AT
BEREEWJ). SAREBME TRE, 2015, 3(1):29-
34.

(WH5 B8 - 2015-08-13)
(AXHE - BEM FHP)



