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[Abstract] Objective To detect the expressions of intercellular adhesion molecule-1 (ICAM-1) and nu-
clear factor (NF)-«kB in hepatic tissues of the patients with chronic hepatitis B,and to analyze their correlation
with the hepatic inflammatory activity and fibrosis degree. Methods The liver biopsy specimens from 66 pa-
tients with hepatitis B and 10 non-hepatopathic controls were selected,and immunohistochemistry and in situ
hybridization were used to detect ICAM-1 and NF-«kB expression levels in different liver tissues. Results The
positive rate of ICAM-1 and NF-kB expression in liver tissues of the patients with chronic hepatitis B was
higher than that in normal liver tissues,and the difference was statistically significant (P <C0. 05). The expres-
sion of ICAM-1 and NF-«B in the patients with hepatitis B was positively correlated with the inflammatory ac-
tivity and fibrosis degree( =0. 493,0. 496, P < 0. 01;»=0. 580,0. 519, P<C0. 01). Conclusion ICAM-1 and
NF-kB in the patients with chronic hepatitis B are highly expressed,which is useful in judging the hepatic in-
flammatory activity and fibrosis degree.

[Key words] intercellular adhesion molecule-1;nuclear factor kappa-B;chronic hepatitis B

I 995 7 (hepatitis B virus, HBV)JRP RG] (REEFHLAE AT S 5 AERN RN A . BN T «B
1S M 2 RURF 98 L AT ) 16 32 ok L AT A AL R0 R 9 ARG R (nuclear factor kappa-B, NF-kB) J& — 1~ & i £7 7E 1)
BT TR AT SRS R AR SR A R
ZMARNSE, SEEMNCRAFRABAE . a1 EAESZHAERE RHEE R D R EEEER . PR
Jit (8] 26 B 4 -1 (mtercellular adhesion molecule-1, B/~ NF-«B %ﬂgji’* ICAM-1 RiEW FE(F T S0
ICAM-D) R E B EX N — 0l SANE B, ICAM-1 ] LU i 8 42995 B 52 i 1Y 3 7% 52 g 2 1

x  EETE . WM TR AR R34 T H (2020NBAB0821),  © @45 1E#E .E-mail:962655199@qq. com.,



FTREF 2024 F 1 A% 53455 18

S AR AG IS PR 2 TR B T 4P ICAME
1.NF-«B [R5 , 40 H7 H 5 41 20 9 9 1 o) B S 41 4
BB SE Z L LI I PRIFR 1236 S (L B AR 5
1 BREFE
1.1 —ffH

PEPE 2019 4F 10 H & 2021 4F 10 A MM AR
B= B 66 1% 1t 2 BT 48 /B 0 T R b A, B4 A
(Mg 2 BT 2 97 16 45 B (2019) ) i 58 1Y AH & 12 Wt b
wES, Hoh 5 36 4. 4 30 B, P EIAE IS (37, 6 4 10,
8) B VIR PR R PR I A6 B MR Ak BB 4 i R
22 115 i 14 9] .15 ), BEH 10 I R AL T &
H Y IE B AL ZU0E S X BRI W 20 B 3 B R (HB-
sAg) B R PR Canti-HCV) . HBV B 480 4% 8 %
R (HBV DNA) \HCV RNA #4 F 4,
1.2 Fi&

DAV 2 A8 4G T JF 4 20 NF-«B 25 Rk L 3 AE
Ty v e R T R U B A AT . R AL Bk R R
WAF A 219 ICAM-1 B (M £k A WY R 4% B
i KAk i AR W B E L A ICAM-1 it &
CTAEMREE 1= 1000, In A HZAE W R bRic 9208 otk fn
R R AL VA W, EEFE L DAB AL R AR
S YL R PER R R L R SR B BT A ICAM-1
PASEREPLAR (F2[E Zymed 24 A Fl NF-«B JF A7 4% 38 1K
Al g R EAY TRARAFD .
1.3 ZR P8

ICAM-1 5 [ PH 1 25 5 Sy 440 b J53 R/ a8 448 e JEE
AR O URL  NF-«B 2 1 BHE 45 S 76 40 A A% o 40 il
JoT AT DA B UKL . B D G €0 5 R A A < TG A A L
R (=), <10% AP & @ 5 M (),
10 % ~50 % HF 4l e & €8 R BH M -+ ) . =50 % B 41 i

PPy

o 0 : \

99

O R (O
1.4 %itsam

K H SPSS16. 0 B4 1758 1122 404 . BT R
PIBIE S E o R, FR R X K5, A OC MR
] Spearman #H 3 3#r, LL P <C0.05 N2 %A 41t
FEX,
2 % ES
2.1 ICAM-1# NF-«BEZ @G ERRFAL Py kir
HAE

12 2 R 5% B E P4 21 ICAM-1,NF-«B &
PPk 36 38 4 B T 1F 3 P4 4L (X2 =26. 40, P<C0. 01;
X*=24.29,P<<0.0D), WL 1.H 1.
2.2 ICAM-1.NF«B&&a 225 K &3 FERA TS
AR B W £ &

1 2 R 98 B8 E 4 21 ICAM-1 . NF-«B &
H 235 5 IE & GE 16 o) 0 2F 4 40 2 T 2 0 A0 OC
(r=0.493,0. 496, P<0.01; =0.580.0. 519, P<<
0.01), Lz 2.3,
2.3 ICAM-1 #= NF-«kB & & kL8 % 2

Pk B B H A 2 ICAM-1 5 NF-«B
EEFRIBRFEMEG=0.560,P<<0.01), W% 4,

*1 B ZEFRMERFALA G ICAM-1.NF-«B
FEAFRELB2(%)]

it H n ICAM-1 PPk NF-«B i ¥
I P2 10 1(10.0) 1(10. 0)
LN R IFAL
REEEFR 22 10(45.5) 7(31.8)
PR R 15 13(86.7) 11(73.3)
mEEMHHFR 14 13(92.9) 14(100. 0)
T Ak 15 14(93.3) 15(100. 0)

AGICAM-1 2 AR IE 5 T 20U B3R 3K (400 X 3 B ICAM-1 2 I FEAE 1 £ BT T 20 2L 9 3K (400 X 5 C: NF-B 28 1176 1E H JIF e 21 iy

Fik (400 X) s D: NF-«B 2 [ 76 18 P 2 BT R T 8L (1 22 3K (4000,

&1 EBEZREFXASEEFALAF ICAM-1 NF«BEBRIELEK



100

x2 ICAM-1\NF-«BEBRIZEREFNEHNRXER(n)

S ICAM-1 NF-«B

1 3 g T Attt -t
G, 43 16 9 13 5 19 8 10 6
G, 20 0 2 12 6 0 5 5 10
G, 30 0 1 2 0 0 1 2
ait 66 16 11 26 13 19 13 16 18

=3 ICAM-1 NF«BEAREEFELEENXE (1)

T4 fe ICAM-1 NF-«kB
i - + ++ +++ -+ F+ +++
S, 39 15 9 14 1 17 10 8 4
S, M1 2 7 4 2 3 3 6
S, 4 0 0 2 2 o o 1 3
S, 5 0 0 2 3 0o 0 2 3
S, 4 0 0 1 3 0o 0 2 2
it 66 16 11 26 13 19 13 16 18

EZ! ICAM-1 5 NF«kBEBRIEZHEXE(n)

NF-«xB
ICAM-1

iRk B
FH 41 9
[5kes 6 10
it 47 19
3 i it

FI i 2 V5 AF 22 00 35805 L3 oK WA RR . A BF
FEAESE 5 B M 98 R0 38 1A D9 JHE P9 9R 10 1 2 2 0 i R
T k40, A R AR T 4076 JIF N 20 A6 15 A
FEASTR S o 24 0 % 2 98 0 Bt F 40 B L BB 1 i 4
LA AL A T bk & 40 i m) ™ AR K&y ICAM-1, #E 1
2 55 P B A0 M 0T S5 P R A Y 2 B 57 AR S S AT
B (Bl BRI 545 1 40 B L 2 0 B AAR PN R E B I A e B
I AR B g 2 R RO AL R AR Y ICAM-1 3
IBEAR TR EFEF APt R L ICAM-
1 IR M IR AE — R AR L ot G 8 TG B AH 7 1
iE o P A — A B, — BN LN ICAM-1 78 1E ' JiF
4 1 TG AR N 2% 38 AN AE T 52 Y B Al i Kupffer 4 i
A HH A R 35 L T Y AR KO AL 2R A R E I L
T ICAM-1 (2235 W]t ki . LA % 48 i 4% i 7% 2
(38 i, ICAM-1 35 T i i o B B 4,

B A E A WF 9836 L NF-«B /E 8 NF-«B 5 %
T W A OGBS IA T TEMR TR I R B KA R
i e J AR L 4 22 A0 0 R T O 5 A 1) 5 )
VFZ 25906 97 9 B9 AE FEBL 61 #0258 5 98 5 NF-«B
SEH SRS B, NF-«B J& — ff £ U5 Pk 5%

FTREF 2024 F 1 AF 53465 14

SRR, 2 5 019 T A AE 453 473 2% ol 240 e 1 75 A= L O
TR A . NF-«B BA R B 5 A I L 4 Y —
Tl 2R 5, BB LRI R 9 NF-«B-1eB &2 & 1 1
KAEFETAMBE T, YAz N EFER RS E NS
2 M AME S B 52 G W S8 il S PE ) NF-«B i
N A0 A% T 3 R R SR R L AL S 5 R B R E
JO7 G0 5 BN S AR FRET AR YA ICAM-1 ()
HFMRZ  ICAM-1 L H 15 3 F & A NF-«B S5 % 5%
FRTFEEA BA RN AT SE B I R ) A
PIBH W NF-«B 193 ¥, 00 ) B 40 i ICAM-1 19 3%
i DT UK A 8 5 | A A B B 451 . i SHIT 26500 7
¢ b LINC01093 LAl By 109 RS 14 R J5 & B, #F
RS 1 F 48 /0 B 9 LINC01093 #1477 Bel-2
Pk B IEH /N BB AR, M ICAM-1 . b 8 3R 26 [ T«
(TNF-o) fl NF-kB p65 A9 ik Tt &5, id B K 3E 4 55
RNA Z 5085 W IF R 0 & 4 Kk iy 32 22 0L 5k 2
RS PE AT & % LINC01093 2 35 B AL 5 Bxt ICAM-1
A NF-«B {5 5 5% 558 H 00 400 6 45 F s i o
LINCO1093 23k ) ] LA 73 555 104 5 1 iF 2

AR5 & B ICAM-1 NF-«B B 3 ik T 40 Jfd 4
T A I 5 AR R E IR BE X, T e VA X FL
JF 5% N B LA P B TR B . AR SR IR R, ICAM-
1 NF-«B 25 [ 2% 3 Bifi % 95 1% 7™ 5 R B 38 o o 5, B
Th = T 55 RS AR B B B OE L (P <<0. 05) , 5 3CHik
IE—F UL AF AR ICAM-1 \NF-«B £i5 %
5518 PRI 4 05 B0 0 ok B2 L R Kl ICAM-1 . NF-«B
FEIRTTAE Ay S W T E 5 AE 05 Bl BE ORI 2T 4k 46 R BE Y
a5

25 Rk JICAM-1 F1 NF-«B 1£ 12 1 2 BT 48 (1)
KA AL & AR A L ALE A R — 2P
BY, #i ICAM-1 #1 NF-«B 354 81 T 7 18 1k 2
RUF AR 58 0 & s BL L, 1 — 20 7 Al B A 7 R
JEE 6 F W7 R B A — e (.

S % 3k

(1] Sl o5 mg, 838, 5. HBV RNA 6 Il 75 18
CIUPF R I R A AL L] 1. K46 PR 2, 2022, 37
(1).72-77.

[2] SCOTT O, ROIFMAN C M. NF-«B pathway
and the goldilocks principle: lessons from hu-
man disorders of immunity and inflammation
[J].J Allergy Clin Immunol, 2019, 143 (5):
1688-1701.

[3] BENEDICTO A, HERRERO A, ROMAYOR
I,et al. Liver sinusoidal endothelial cell ICAM-



FTHREF 2024 F 1 A% 534655 1M

1 mediated tumor/endothelial crosstalk drives
the development of liver metastasis by initia-
ting inflammatory and angiogenic responses
[J].Sci Rep»2019,9(1):13111.

(4] FESCHR FRAOM & SCHE 45, IF 20 75 X NF-«B
{7 5 i B IR AR LD DL AR R 5, 2020, 10
(3):35-42.

[5] FEEIF. ME P-4 R ICAM-1,1L-17A K
1E HBV JE G AR SC 50 i s R AN (B LT . A 50
PE%,2021,36(6) :646-649.

(6] A2 o YL 27 o 25 TR AR BE 22 2 TR 7 70
o G E SRR B T8 B (2019 [ 1. v R E
WAk ,2019,27(12) :938-961.

(7] RWOT KRB W e - JE Ak, A 40 i ) 26
B o371 fEfg P O B R P R h iy Rk K&
SC[T]. SEH BE 244K, 2015,31(7) : 1081-1084.

[8] AYITHAN N,TANG L,TAN S K,et al. Follicu-
lar Helper T (TFH) cell targeting by TLLR8 signa-
ling for improving HBsAg-Specific B cell response
in chronic hepatitis B patients[ J]. Front Immunol,
2021,12:735913.

(9] Ehiges. 255 XA, 5. TP I8 1 T ke 2n
LS5 B T bk C A0 17 - i 7E A [ B B fg
PE LRI 50 T U b B AR HTLD 1. v e A Bt
A ,2018,36(3) :133-138.

[10] By 4 R/ 3C, R JT 2% 55 I3 3 vh 400 i 7
T Ik B 40 i 76 42 1 20 B T 5 i) 1 I BIL i 40F 5
[J7]. BEJZBE 21815 ,2020, 24 (16) :2251-2252,

[11] % 5 A, AR a2 XB &L &L. %%, ICAM-1 7& NF-«B
i % P R T ST R L) . 7Y b RO R A o 4R
(HRB£ R ,2018,39(3) 1 40-45.

[12] EF5I5. Hi K K ERK S I 0] & 48 1T 6 16 &
HHFIIRE L S D fE K v TIMP-1,ICAM-1,
TGF-1.MMP-1 W52 [J ]. b [E 2 4F 22 %k
2018,38(3) :602-604.

[13] WANG R,LI S,CHEN P,et al. Salvianolic acid

B suppresses hepatic stellate cell activation and

101

liver fibrosis by inhibiting the NF-kB signaling
pathway via miR-6499-3p/LncRNA-ROR[]].
Phytomedicine,2022,107:154435.

[14] segng XA A5 55, BET 5 (+)-JQ1
i3 Y NF-KB {5 5 38 8% O 4/ B P 5
Uy S ST L) . 92 F I A% 75 2020, 23 (6)
781-784.

[15] DE SOUZA BASSO B,HAUTE G V,ORTE-
GA-RIBERA M, et al. Methoxyeugenol deacti-
vates hepatic stellate cells and attenuates liver
fibrosis and inflammation through a PPAR-Yy
and NF-kB mechanism[]]. ] Ethnopharmacol,
2021,280:114433.

[16] ##%. A& 2 SR FR X M7 HBV DNA B4 JiF 1)
RE S 18 1k £ BUIF & B P 4141 TLR3 . NF-«B
RIBKFRIZ D] B £ 8 & BEoE B, 2021,

[17] PAMUKCU B,LIP G Y,SHANTSILA E. The
nuclear factor-kappa B pathway in atherosclero-
sis: a potential therapeutic target for athero-
thrombotic vascular disease[]]. Thromb Res,
2011,128(2):117-123.

L18] #nk, skt SR, T80, 45 A0 M 18] 5 B 2 71 78
J i 2H 2 b 3R 3K Kl R SCLT L I R 45 B 2R A
2019,47(9):920-922.

[19] BREg, $HA, = PE, 55, 18 1k O B8 I3 T i 1
FhHE 4> F P-selectin, ICAM-1 55 35 1% 75 1k 14 41
KAEWF T[T ). 17 B2 4 B 2 4l . 2018, 24 (24) ¢
2153-2157.

[20] SHI X,JIANG X, YUAN B,et al. LINC01093
upregulation protects against alcoholic hepatitis
through inhibition of NF-«kB signaling pathway
[J]. Mol Ther Nucleic Acids, 2019, 17 791-
803.

s B #1:2023-05-18 &[] H #1:2023-09-29)
iR 8D



