DOI:10. 13471/ j. cnki. j. sun. yat—sen. univ (med. sci). 1992. 0069

PG EF RS (Acad T SUMS)1992; 13(3):61~06 61

RBIZTIF S5 HLA-T T3
BRI H LU

T

B

AL Bl "¢ BT )

B

CHS =P R 2E M — B e i F )

1B OE Ford s S RisE APAAPE I PAP B3 & R Z BT 4113404 1 T 7 P9 HLA -
[. BB, THMIER:. HBsAg fil HBcAg, [ JIsEdiE HBV DNA (BE & #¢ 28 ) #1 8, 3k
i (RIA) . ZEHEY, AMFR, BUEHHEFR. BREFLLEMFNM HLA-T. TR HK
ke, LI RHEYE, BITEETRMILT T EE. F4H HLA- T 830 |/ ZB 5N K
SERN . T 4R MR HBsAg Al gk 7Y HBcAg X BE Y, HAESIERERERHMEY CD; 41,
CD; MMMy R X MR TR . A HUE OB HLA B B0 20 MO8 1 T 28 Mk A 4 R 2 BUIF R 46

P ) B

X8 ZRFL; HLA-T, DTR506 THRTRE, BEALLFE

@B R512.62; R446.8

HLA 3 Ji i F A 6 SRl
W bRy HLA 35 F B s 5 ) — S BERE R B
407 3% OHLA-13k (A, B, C) i i,
7E 40 0 S S TR RDUR R B T B B
£/ @HLA-T 2%(DP, DQ, DR)Ji )i, &
A5 G e P AN ML A AR R R B B I 355 O
HLA- W 25400, b ik C,, BE 1 C 55, i
AERBERFE W, ZB I R (HBV) g
n, ISR FE R BLI g B M e T 48 Mg
(CTL) R AE M s CTL %32 Je it 48 i W 2
i TR IO T BT R DT I A1 HLA §i gy 3t
ERGI. HBY &Y i IEREZUTE XL H, N
FOAERH BsAg Al # BB M B OIE IF &
CHEID AXNEZRFR (T ) FHAR
HLA- 1 il T 2550 R 347 S VL 22 BT 525
5 PRI HLA $i 5L BT 003 ML A9e 35
Rerp P I E/

S

¥ & Jr 19904 11 HE 1991 4E4 A Y
BB A R Z P B 113 B, BRI
CAaNF) shl, BHIETEEFR CRIETHFD 12
B, BrES R CIB W ) 814, EAF

1240 CHPp W A o6, 87 4) ., 2%
i BIE ZRFER IR T W E . SRR ES
6 B TR A UBITH CRFRFR
PG T3 » 1o DT RIS AT R IEHR AR
kR, b, BOR, 6 A Tk IE K.
HBVHREY IR IR R 250 s 16 0 A,
TR PRI E 1,

P FZEE 1 ER SR I
HBV #5 7% 4. HBsAg, $i~-HBs, HBeAg. ¥
-HBe, #i-HBc, H;-HBc IgM ¥/ ELISA jij
o RAIM B 4t 5 302 EE B 4 s %, HBV
DNA Jj P #5 0 BF /X384, A v
ERREF R ERME. I 8. & 3}k ®EA
e A RIA XW4i PEG 3k, RAWHSHEETF
BB 5T B o

SRR BT S, 34 1 10%38 /R
DY, HAAEGE N R (EEsum)
1§80 AL BENBE RLRH, BIHEBREHN
JFHA S h LR ST v (B 6um),
KBPFHAE, BF-20CkEHFK,

JF4A4 P HBsAg fit HBcAg fi] PAP B:i7E
ARV _EHEATREN, RN & FR % W Dako /4
B o



62 PO ERKFEfR(Acad T SUMS)1992;5 13(3)
#1 W K W B R
a B B/ & EOW ALT* Sp#
oA 0T 8 5/3 3442 2131+1910 66+ 35
sl 12 11/1 30+1 1159+ 1 350 20419
WD A7 33/14 30+8 2011+2400 31+ 23
18 75 AT ) 24 14/10 29+1 3241+ 4 207 31430
18 7% FF () 10 9/1 3441 1398+1126 84+ 58
. BEM 12 10/2 3249 1370+1 335 123+ 51
TS 6 1/5 4452 <500 <13.7
* ALT TE¥{4<<500nmol-S™1/L,  ** SB i % {§<{13.7umol/L
FF 4140 HLA- T, 136 51 )5 % CD,", w oz
CD,* 1 CD,* 41 i 40 958 41 414k 25 K W I MR % -
C D ABRRASILER SWZFFERAA HLA- 1 % f 1 SHR
AR LRI EY D1 R 1k o BR 88 ( APAAP)
B3 H R AR RIE

¥, WAL E$EE Dako AR, I Hi~
HLA-A_ B, C #il i ~-HLA-DR $} £k t T 1k
WEESH 1:50 F11:100, 3% iR M &3 BIRIE,
YK ) R B B R N LR L R
HRTik, APAAP & AW REY, WiEH
e, LUIE R R AR B vk o b 5 16 B
X, EH/NRILE ., TBS REE—Hik, E
B TG A B R E R A R, 48T
IR PR R P, BN IR B B % fa
mh, AL IR, M R E Y
BlE,

B y) H7EBE T RIS B, HLA 51 5
£I8 Nagafuchi Z5U1H1T MUARE. F4BRRE R
Bk HLA-T | [ XHREAEREE (=)
BT RS SR S A P C + ) 5 T
4R A B H C + +) T 40 R
5 x 5mm R34 RTE APAAP ¥ i i
SR B4R R — 3B AL A B 40 B
¥, CD,*, CD.* fii CD,* 41 ffy ¥, 553
&AM AR B E 42, Bl & CD,*/CD,*
MR B RIS KT A L
f: BRI ARAREXRKRER, BEFi
BRBREFRIFIER, AN AL 4 35 5
X, BEREAS RIS K.

GEhor gy vk, WU BORHEE S MR AR
B8, FFEVH X2 K5,

IEW AP LT A Py B2 280, FFSEA R 4
Ma, RAAE b4 L HLA-T | TRH5RBHEM
Pegefa, Lo 4 PO A 40 A O K Pt L B P
fa, TOFFAMRRBY(, ZIFH R RAE X B IE
S Z A0 M P28 HLA 37 Ja) LR £,
ATZIFRFAME T, 1 PTR a0kl g2,

#2 HBUZHFME HLA-T, THRHAK

HLA- ] HLA-
mop g oy WK RIR
- 4+ ++ -+ o+

SR 8 1 5 o%* 4 1 3
B x K 12 11 1 0 11 1 0
BIEFFGR) 47 14 25 8%% 327 10 10

BIEFCR) 24 0 15 g%%% 13 7 4
BEFF(E) 10 0 5 5¥¥*x 4 2 g*
W. BERF 12 3 2 7% 5 g5 g%
il pa) 6 6 0 0 6 0 0

¥oOWRORR% BRSPS A B A H P4
B <<0.05, <0.01, <0.001

ST RIS TRV E I T 40 3R i HLA-
[RPURREHBEM, H,d EREEN
YR, ST & 256 Mk, &S T/ sk
SRFE X T M 40K, 5959 W 4% 1 0 M 43 A
RA—3; BT PIZEILE XBEA D H
Jrefe e s b, EIVBWE TR B REIRSE



W, %, FUMZEFRHLA—T . T 28505 G a1 4L =R 5 63

KRR BULTF-FrA i 4 3y 2R A, HK
Piid “EeRLEEY ity (1 D s A 3/4EIFT
PRBE I J [RIAT 4R My 4 77 B 2026 00 3 &, 5 b
/4 TENF A R SR T IRFER K Rt 4
SEARAREL N, ATARM T R R AR,

ZHFrpRRIZITF AL, AP T K90 R E X
S, EAYH R 1 RHEL, 2 MES
i, THFAMEESEME W, D01 RTURM
“HEHLRRT SRR, MBEANARAIITRKRS

S, AR 2.48, 1§ I M 4RUTE kA
wWHE (PL0.001),

CD,* 41 3 B4y e NP RS 1K
B, EIC% KIS KR CD," 41 MR, MR
“PRMLY REEEM. FSERRARGE K, 0T 0L %A
CD," i M (Bl £ 3 A SR LAAS M BF 40 ML, 45 B0
B ASFMME (& 2 ), £% CD,* 4 i3
RTFICHIR, M3, L HBT Disse i 1y, 1
i) ok

BN B R T 2 d b e, HEEYIA CD," 40 A Y. A FRAL vl BB
FRERAT ARIERSHSHLAG e HREARRATHR CURRTTRKE ERIRE
E S SEZEAF AN ) HLA- | B5 MR E 35, ¥
ERCIFFALARERHEX T 4 e I OIS HLA- T 254 [ g fa i JF 40 0 A B2 ke

HmmmR, WES ., 2., BERF., EFR
JEIRFEX EL CD,* HifagiahE, HhBEIFR
B3 T MRS X LI CD," 4 My o 3,

CD,"/CD," Wi =41 #<]1 AR B
LAE T gl R CD,” fiffi% 7 CD,"

Re (ES),

BFi 48 HBsAg, HBcAg 5 HLA- %
RBERR R

Fi PAP 3%t 55 B Z 7 HF 4141 vh HBsAg #i
HBcAg 7MiM (F 4 ), BRI Z JF HBsAg

#3 #AUZAFREBEFNTHEER (KX £5)

#HoH Bl CD,” CD,” CD,* CD,"/CDy*
) A7 8 64.2% 8.8 21,8+ 4,8%% 42,3+ 8.5 0.52+ 0.2
% I BF 12 41.8 + 6.8%% 24,9+ 6,1%% 11.7 % 8, 2%%* 2,48+ 0.8%%%
BIGH (&) 47 53.8+9.8% 23.1+5,9%% 40.3%10.5 0.85+ 0 ,5***
WIERF () 24 66.5+11.4 22.4+ 6.,2%% 42.9+12.2 0460+ 0.3%%
BT CE) 10 72.2+ 9.5 20,6+ 9.7 46.9+ 9.5 0.54%0.3
W, BE 12 75.8+11.9 13.8+ 4.4 58.6+10.4 0.25+0.2
FFESE G 6 59,1+ 4.4 35.8%8.1 23.4%6.8 1.57£0.6
®OREOERE SORE S E A EPIE SR <0.05, <0.01, 0,001

#4 HFRZBUFRLAZFP HBAg B
HBsAg HBcAg
@ 5l I
+(%) R+ (%) +(%) BRI+ (%)

a IR 8 6(75) 3(38) 5(63) 3(38)
¥ 2 i 12 10(83) 3(25) 8(67) 2(17)
BIEHF (52 47 35(74) 19(40) 32(68) 7(15)
WIER () 24 20(83) 11¢46) 13(54.2) 3(13)
BIEF (E)D 10 8(80) 7(70) 7(70) 2(20)
A8 B 12 9(75) 6(50) 10(83.3) 3(25)

113 75(66) 20(18)

& it

88(78)

49(43)




64

st HJ # /J 78/0 ?QH /lﬁjk&fﬂ—%:*ﬂ%ﬁ
5 (P<0.05) , HBsAg 7e)iF4iay BB 2
ATREARATR, AR, RERIRET, P
REITTIET ] g 0, RS EIRER, SR
THESAR (E L), TRAMEBHNESE
HBsAg JIF4i g A el iR BAR
%5 M Z fF HBcAg J 5 Hi 5K 2y 66%.

HBcAg 7EF IR B A %R, A i
R, K. BREARE R, BEE TR
X E 0k B S AT, TG 3R BT B PO S e A
£ W.. B B HBsAg, ¥ fit %! HBcAg [ #:3%
HFYn Mg HLA- [ R RE B RRTHAMEE
(£5).

725 HBAgSHLA- [ Rinjfkk
HLA [
HBAg — P {4
n - + ++
HBsAgBEHI( +) 19 7 18 24
HBsAg( -) 25 12 7 6 <0.01
HBcAgdg Bl +) 20 4 6 10
HBcAg( -) 38 22 9 7  <00.01

mi% HBY DNA kA 5 HLA-T e 1 &
ik

AR AR ZHFIE HBY DNA & K di &
37 49°;, HBV DNA [HH: A IR E F£ &
(19/36) {i-F HBV DNA HPE:2H(31/38) ,
P<0.05,

Frdifa HLA- 1 #5iR5 M 8. HREB
EF 2

¥ T4 HLA- T 2850 )JF 1608 0 5 A 1
RO LTS B, B BRE RS R R (F6 ),
BRI ML R B3,

it @

ZHFBERAN HLA i RRiENiRHRE
B

AL BSCHRIRE R, EWTFARAE
 HLA-T | I 2530, AEC IR ES20 4] &
YEZAT, T4 T 850 EE, 1 HRHRF

’FlhEﬂ}\rfﬁi(Acad J SUMS)1992; 13(3)

x6 Uis "HIB@HLA I %‘ih!ﬁ mmBzMGu:&

n BMG(mg/L,X+8S) P (i

HLA-T(-) 14 1.97%0.52

<0.001

HLA-J(+) 18 3.68+0,82

<0.001

HLA-T (+ +)186 4.86%1,00

4 Bk, ASC g il 74 15005, 1 4
IRHRA FgaER, HREBHERTES
FRERIT AR IR FA %, SiREH, attz
JHEAT 40 B HLA~ T 2831 I i X 78 JF 40 i 1y
RERGEEP AAEEHE, HEsmED
RFE W REZ HBV & Yo fi /o IFN ffef, 1
KRR R R R B N A2, #
AT BE 2 5 58 Bl e s V6 M 40 T B9 VE R o

AT T REEA . LHH C934]) 18
YEZAT, FRHOR B B 4027 4 70 4% 5 W
2%, KB HLA- T 2547 7 0 1T 40 M I 56 5k 5 20
ZIMEFEK, BIEFRAATHE, 19975 IR
IR RN TG kR, g Z AT
FE AR RE T 2540 i 2 3K 55 1T 41 40005 B 45 22 g e
HRBREATR, 5L M — 5 A S 124
B, HFmM T ARk, 2,
L R R A LA AT R, LB
HHER, RPIEREEEMEST. 7T
AN I 2850 R R R R R 25 T 40 0 1 4
e

ATOW ARG FAE ZHFIT 40 )il HLA $y )5
FEEMKII, 75% FIFH 1 50 7 E 40 fa it 32
%, 589K 1 HKHME &K, 4 1/4~1/3 1 |
JF B R A0 7 B 0 T 48 2005 B S e I bk 1
MM, #RN HLA 5 p#sk, 125 E
FEBI SR HLEL ey K%, B HLA R 450 8 48 i
RIS, TREEAT A E AR PR
£

ZRTRTAIRA R a3 5 AU S5 R 4 TR i %
ES

AR TS Z IS T 403 S 1 6 90 e 2%
REEASRE O, EIFENS RE K
RRFEIC, 1815 PR BB RPRRIFE X, &



AT, e HWZTPFRHLA— T, I 285 E i 214k oy 65

R XEPESRFE X B L CD,* 40 i 3 B R i ¥
1 AR o 20— 2L iE ST AN £ g =12 B g S 00
MM H LI J A s bk 5 o,
CD,"/CD," 4l b 3y/hT 1, KB CD,* 41
N F& 2 55 I TH 20 S e 03 A 7 1 = BEAL
i O

BHAN) TR T 4RI i, HBsAg fil
HBcAg HJiF 48 My HLA- I 35 FHE R A
SRATRCBL, IR R LA I AR T B0
RARHI S SRR B, B8 HBsAg il SRt 7
HBcAg 3£ i FIIFARIE T 2840 I 2k B .
58, 0L FE N T A 805
BRI B IG, A Z BT AT 4w HLA- T 264
Jii 5 HBsAg il HBeAglii 354 M@ HIXE 7,
MALIE 57 ERE— AR T R0 4 1 (CD,”
Afe > Hiedr)il (HLA- T 2555, HBsAg il
HBeAg ) 7r k& Y JIT 48 B335 e iy £ PR AL TR C o
XCRHIBLA D » PR PR DT R IE R R
CTL 3 1 55107 52 Yo JFF 40 o A i 42 T 2 4
flo Jisbh, %4 HBV AL G 58 45 1. (HBV
DNA [#ewt ) , T4 o HLA- [ 2847 iRk
WA X 8 s R T AGE . B R,
T 1 2 R AT S HUR I A AR R — 2,
AIRE RN R HBV R B 11 ¥ bR S 2R AR AE
FRZ—. RAEYIFMMFLS. | & & &
HLA iR A PRI, CTL o REAT RO K
SN AN I o

JIFanA HLA- T 4Rk 5 M # B,
R BB, TR B, M R ER
Te R ZIF RS RN A R 2 B8
M, 7EZAF, dhimgmd B, # BRIEA
APFTIAE —E BRI LRy HLA~ T 285 J5
JHT 40 e 38 B DL o

CALHERISZ)

)
o

10,

. Thomas HC, et al. Virus-host interaction

in chronic hepatitis B virus infections.

Seminars in Liver Diseases 1988;8:342,

. BABEPRBEEFREEE REN. K

YRR IR TT 5, PR N &
(1):52
Nagafuchi Y, et al. Expression of B,-mic-

19919

roglobulin on hepatocytes in acute and
chronic type B hepatitis. Hepatology
1986;6:20

Lautenschlager I, et al. Distribution of
the major histocompatibility complex ant-
igens on different cellular components of
human liver. Cellular Immunology 1984;
85:191

o EA, . STEZFRE AN A K

HWMAEAMBIRHTTE. RFEERKSE
247 1989;4:219

Chu CM, et al. HLA class I antigen dis-
play on hepatocyte membrane in chronic
hepatitis B virus infection: its role in the
pathogenesis of chronic type B hepatitis.
Hepatology 1988;8:712

o BREAR, . BYEZTUAT SRR e H A

MU HLA- [ REUE BB R B L., PN
FHeik 1990;29(1):29

EEF, F. DRZARFENRTFEAN
THWEMMTEFHRAE. RiFy et 1989
5(2):43~146

. Paronetto F, et al. Lymphocytes in liver

diseases. In: Popper H, eds. ;Progress in
Liver Diseases. Vol WH. Orlando, Florida:
Grune & Stratton 1986:191

Dienes HP, et al. Immunoelectron micros-
copic cbservations on the inflammatory
infiltrates and HLA analgens in hepatitis
B and non-A, non-B. Hepatology
198737:1317

(1991-11-22¥F  1992-06-061&[H )



66 Wl B R A s i (Acad T SUMS)1992; 13(3)

IMMUNOHISTOCHEMICAL STUDY OF HLA-
CLASS | AND [ ANTIGENS IN VARIOUS
TYPES OF HEPATITIS B

Liu Jianping Peng Wenwei
(Department of Infectious Diseases)
1i Mengdong Li Qifen

(Department of Infectious Diseases, First Affiliated Hospital,
Third Military Medical College)

HLA-class ] and ] antigens, T cell subsets, HBsAg, HBcAg of the liver were srudied
by the APAAP and PAP methods of immunohistochemical technique in 113 cases of acute,
chronic and severe types of hepatitis B. Serum HBV DNA and SJ2-microglobulin were
simultancously assayed by dot blot hybridization and radial immunoassay respectively.
The expressions of HLA- class] and ] antigens on the hepatocyte membrane were inct-
eased in acute, chronic active and severe hepatitis B, especially for the HLA-class | antig-
ens. Whereas there was almost no expression in chronic persistent hepatitis B. There exis-
ted close relationship between the hepatocyte expression of HLA-class | antigens and the
inflammatory activity as well as the membrane expressions of HBsAg and HBcAg. It was
found that the major infiltrating cells in the hepatic damage area were CD; Iymphocytes,
of which CD} cells constituted the major subpopulations. The attack and lysis of hepato-
cytes by the antigen-dependent, HLA-restricted cytotoxic T lymphocyte is considered as
the main mechanism of the immunopathologic damage in hepatitis B.

Key words viral hepatitis B; HLA-class | and [ antigens; T cell subsets; immuno-
histochemical technique
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