5534 5517 1 wO= R OE K % % R Vol. 34, No. 17
20124E9 H 15 H J Third Mil Med Univ Sep. 15 2012 1783

AA =
g . 1000-5404 (2012) 17-1783-03 TE %

HBV-DNA R E #1211 ZFFEE M F HA LN Pclll | CIV K F 5 B 1 4L 5 38 53 1A
PSSy

RIAE RRE, K o, R (730000 2= H , 22 JH 2 — 2 B R R )

[(H#ZE] HMY B HBV-DNA (LA il SR8 EA 5 sl 35 1918 1 £ JFF 235 (chronic hepatitis B, CHB) JiF£F
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HA (LN PcIll \CIVACF- ¥ B B 25 57 (P <0.01) , 1L HA [PcILFT CIV /KPRl & TP £F 440 R 2 (9 & i s 1, 0
FFEF A AL AR B S IEAH DG, T LN KR AERT - i A & AT B 22 57, SATEF 4e bR B JCBH ARG (P >0.05) , 8518 X+
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Correlation between serum levels of hyaluronic acid, laminin, procollagen [l and
collagen [V and pathological stage of hepatic fibrosis in chronic hepatitis B patients
with low duplication of HBV-DNA

Zhang Liting, Zhao Rongrong, Chen Hong, Li Junfeng ( Department of Infectious Diseases, First Hospital of Lanzhou University,
Lanzhou, Gansu Province, 730000, China)

[ Abstract | Objective  To investigate the correlation between the serum markers and the pathological
stage of hepatic fibrosis in chronic hepatitis B patients with low duplication of HBV-DNA and normal or mildly
abnormal hepatic function. Methods  Eighty-four hepatitis B patients with low duplication of HBV-DNA and
normal or mildly abnormal hepatic function were enrolled and divided into a young group (age <45 years, n =
58) and an old group (age=45 years, n =26). The serum levels of hyaluronic acid (HA), laminin (LN),
procollagen III (Pc IIT) and collagen IV (C IV) were measured by enzyme-linked immunosorbent assay, and
meanwhile liver biopsy was performed to examine the pathological stage (S, —S,) of hepatic fibrosis. Results

The serum levels of HA, LN, Pc IIl and C IV were significantly higher in the old group than in the young
group (P <0.01). The serum levels of HA, Pc Ill and C 1V increased along with the aggravation of hepatic
fibrosis, and they were positively correlated with the pathological stage of hepatic fibrosis (r =0. 618, 0. 575
and 0.492, respectively; P <0.01). The serum level of LN was not correlated with the degree of hepatic
fibrosis (P >0.05). Conclusion In hepatitis B patients with low duplication of HBV-DNA and normal or
mildly subnormal hepatic function, the serum levels of HA, Pc Il and C IV can be used as markers for predic-
ting the pathological stage of hepatic fibrosis.

[ Key words | chronic hepatitis B; low duplication of HBV-DNA ; liver fibrosis; serum markers of liver

fibrosis

Supported by the Major Project of “Eleventh Five-year Plan” of Science and Technology Program for Prevention and Treatment of Infectious Diseases

(2008ZX10002-005). Corresponding author: Zhang Liting, Tel: 86-931-8625200, E-mail: Icheneye@ 163. com

[BE&mB] HEZE" TR G0 b AR % U5t B (2008ZX10002-005 )
[BEEEE]  skorl, fih: (0931)8625200, E-mail ; Icheneye@ 163. com



534 558 17 1) =K B k¥ % M
J Third Mil Med Univ

1784 201249 H 15 H

Vol. 34, No. 17
Sep. 15 2012

Hai, BN AME M 4 BT (chronic hepatitis B, CHB)
Biiia TR 4R 6T HBV-DNA RS i AT DA
IEH SRR R, T s, dBCE AT T2
ZH L PG £, AR A ST 2T 4R 16 53 191 S R A 3 21
WA B VR T P gAY . (AT
0 1) 00 A el A R AR 19 P 52 38 R, 30X 28 AR
HAI T BRYT T IR 28 2 PR A 1% T fi o1 v
FIr o T L AT 2T A bn 35 I e 2 e i, I
A [ 2 M Sz e T IR 2T 4E Ak B 58 i AR R, T HOX T
HBV-DNA LA il 2 BEA T B 5 5 1 8
JH-EF AEA G b -5 IS B2 T ) i R A SE MBI S
FEHST S Rk, FATKEIN T 84 ] HBV-DNA 1§42 il |
JHEREAE W B 5 10 CHB AR 25 119 3% W o 12
(HA) JZ2Ri#EE A (LN) (AR (Pelll) | IV R 5
(CIV)4 BhJIT-£F 4 Ak Vs 7 48 b5 , 45 & S BUTFRE AL &
Jr AN ) i 6 PR 3R I 5 JHC T 20 00 B 27 36 47 % LE 4y
Br R TX 4 FhEPRTE LT 4R A2 Wb i A (EL
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1.1 Rt

2006 4 8 H % 2010 4 3 A 22N K2ES — R Bl ge B
L2 BAE B 112 Pk £ JF (chronic hepatitis B, CHB ) i 3 84
B, B E A B G B IASRE: 2 Wi CHB B3,
8% HBV-DNA IR il o A IE # g 2 3 57 % (HBV-DNA
<10*#%01/ml ALT <2 x ULN) . HEBRAR#E : HCV 25 HoAhvg i 55
BEH S, B B, FARIR T RE S8 , g ok 2
W G2 TR SO P 2587 . B T AR X IFEF i ik
PR TE SR AR AR IS 40 Ry < 45 % =45 B4l <45 B 4158
Bl ALFE T M 49 B, o 9 B, T35 42.3 5 =45 54 26 fi,
G 23 ], Lot 3 B, P34 51.4 %
1.2 HREARFHhS

TR FAHL 2R F 109 F R 50 , A0 A 2 0 90 ARG - E7
Zrygeta fy 1 A B S AR AU 25 PF N A, AR 2000 47 42 [
585 10 YO TEE 28 B 22 AR 23 BUB T 1 i 5 M R B 3R
T7 ) X I LU T RAE IRFE S AT AR BE 43 2o 0 o
1.3 S FAF 4 4t s trsem

FEFFLLEUERRT 1 P90 3 B8 U8 & R s IR bk If 5 ml,
FIRHE 1 h,3 000 t/min &.0> 10 min PEH 2 ~3 ml 075 VKA
PR-FF. HA LN Pclll \CIV ¥R FRUBT A S O BFIR S 20 i kil o
1.4 it ae

SR SPSS 11,0 Gl ik, T R & + s FR, 3L
Y1277 2550 VERLI , J7 22 57 R B R O 26 00 W7, I 22 AN 57 %
F Wilcoxon kRIS 56 , HH5CH: R FH Spearman ZE 44 AH G447

2 HR

2.1 REFHAL bk A %igireg £ 4
>45 HAERRE S <45 SAER LR CHB B3 113 h HA

HA LN.PCII \CIVAHLL, B AAGE£ 2257 (P <0.01,5% 1),

F1 TEFRASMEFTELEBRHNXR(x+s)

5 n HA (ng/ml) LN(pg/L) Pelll(pg/L)  CVI(pg/ml)
<45 %4 8 123.5+67.3 143.6£70.8 157.4£111.9  89.4+23.3
>45 54 26 178.9 £78.4%  201.5 +124.8% 207.0 +81.6% 157.8 +75.48

a:P<0.01,5 <45 % Mk

2.2 MEAALIRIEA RS E L fh F AT A g1 ds
X A

% HBV-DNA i & il 232 I % s 7 # A9 CHB &
FHEAT A SUR M T 7 dE AL 8 AR R DU & B, HA ££ S, S5 |
S, HiEl, 5 Sy A B MG 2 R (P <0.01);S,5 S, #,
S5 S, MEZFALRITFE N (P<0.01), S, .S, MM LN 55,
B 2E A Geit# R L (P <0.01) S, S, Z [A) 22 53 [ HAT
SR L (P <0.01), PelllfE S, .S,.S; .S, W45 S, WA W .
25 (P<0.01) 7 8,5 S, .S, 5 S, M Z M A Hit 525 (P <
0.01), CVITE S,.S,.S, 15 S, MZ A G ER(P <
0.01),8,5 8,.S, 5 S, iz M F it ¥R (P<0.01), W
#2,

®2 FALRRESPESMBEFFELERNRXR (3 s)

S n o HAGng/ml)  IN(pg/L)  Pelll(pg/L)  CVI(ug/m))
So 32 87.5+16.7 108.9 +51.4 98.7 £42.3 56.8 +14.9
Sy 20 106.3 £23.5 122.3+£34.1 125.6 £72.7* 78.6 £56.3
S, 18 145.8 +56.9:> 136.5 +67.4 167.5 £51.7% 108.5 +38.7¢
S3 6 179.6 £46.9? 161.8 £43.22 198.9 +114.32¢  157.7 £109.5%
Sy 8 238.6 +157.2°0 2351 +123.8%0 256.4 +87.6*  199.5 +72.6%

a:P<0.01, 55 Sy # sk ;b:P<0.01,% S, st c: P<0.01,5S,
edk;d: P<0.01,15 S,k

2.3 A F AT ARG AT S AT B A L R 2R A AL 4
B A8 K
AL M R, HA 55 LT i A b R B B — 2 A AH 561k,
A ZRECH 0.618(P <0.01) ,PcIl \CIV 5 T4 247 i L 72
R FRET 1R 0. 575.0. 492, — 5 5 1T 4F 440 2 A HH e b
(P <0.01) ,{H2 LN $545 FIT-£F 44k TCAH P

3 itig

IFEF AL 2 W 25 A 2 iy e I
LY A R 2 55, AP LU 28 g B A6 d oA TR
B EA QIO HXELLHEAT S, A AL
AL A L 4R G e A T B
XA AEAC A B RURE, LB T 2 I LA e
A LG RREF o LA — i R B BRI g %
A JFF 7 2 A0 00 2 T L 1 7 SR Bl 012 i
JFET 44l , WA n] RE D sl HE 22 JTFAE Ak S I A, LA
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R R M 0 e A 2R S st . AR AL AR T |
R, SEATUAKT 25 J5 8] 5 |6 1 P 4 R 488 52 v, S
JH ELAR A LT S5 7™ A K At A0 2 3 (extracellular
matrix, ECM ) 76 1 JJE 5 5 TR 8 B AT , 13 /2 45 i g vk
JFFH3 26 P 25 PR A 0 ) 2 ey PR, I
ECM [ 553 B FL R ff 9 LA S 2 5 AR08 1 Tt R 240 i 7
s 7 2 0] A A2 W7 T 47 2 AL A AR 25 40, o 1) 2 %o
HBV-DNA K& il | 2 3 A IE 3 sl 5 5% 5 1) CHB
FBH, TG FEAm R 2 e JH ik &1 2 £k 1 4% o 7 38 A
R E A N E , ARHFFE S T HA LN Pell
CIV 4 FhIsbRIT45 A T SUH A1k K J () A ) 16 R R
TR 2 S BT 4G AT A DG 3T o

X TR IR N HBV-DNA LA il D) B A 1 %
R R CHB 35, 78 30 ~ 40 4R 7] JCH i 1if IR
KL EAE 45 % A A TR TR AL " 2 5 10 4F
2 25% KA RIE . AR EERBRLL 45 2 71
2 I HA LN Pelll . CIVHE R EA &
GiiteFE (P <0.01), BB HA LN Pcll .CIV
/K -5 HBV-DNA RS il T3 AS IF 5 s 2 0
(1) CHB J 35 1A ¢, AR I8 2 21 A 17 12F Jre 11y
EERE, MR EYAER X CHB [ 4R 8 A K I & 5
TR R AR R E R4
XoF A BB 3 I3 T AR AL FR br 5 S AL S0 340 W ¢
RN T Z B A Sk AT A Mo 4 B R I T
HA \Pclll \CIV /KS-AE AR LR 2 Ak 4341 v HoA B g 2%
5, S 4ifb #E R 2 EAH R (P <0.01) , 5474k 4k
A3 BRI HA > Pelll > CIV, 4278 3X 3 Widsbr
A LIVE R 46 5 HBV-DNA K5 il 2 52 1E # sl 52
TR H 1 CHB (R3S PR 44k o B S H 48 45 . T i
1 LN ZEA [6] JH- 5 2 4k 43 30 vh 22 S5 T W) e G2 3
S S IFEF e oy BITCAE G, X Rl B2 i T LN AR
Sk 4 e A R] 5T A A i TR 25 A R AR T, AE I A
LrhE AR, bt Rt R, e LS H
il ECM B3 383K, T2 B L 1E Y 5 IC RS AL 254 , RV 52
BN ML AL , TS B 40 LA A 0 A 9 R A 1
PHPAR , PRt LN FE£F4EAb J5 WA T R 0o i 2, il v
IKERE IR 55 5 6 40 0l A5 A 1) ks R BT 2 32 4
FRBEA 5, T BT LT AL B 0 10 R AR AR R . %18
AWFFEBEIL A 32l HBV-DNA AL il T2 FE A 1E 5
SRR IR E , B RZ AT A 44k 540, i LN
AIREAN DA BRIX 2 F8 2R A )i

£ BRIk , AR AF % BLAY HBV-DNA A i 2)
FAIE W SRR I CHB 8, HL s T 41 4 feds
PRI 22 S A GEi A0 3, Bl HA (Pedll .CIV
3 IGUHEARIBC S WL P Wk 8 R 3 T2 4k Ak 20 0] rh B
A—ERSEHE. HIE, M3 T2 4EL 18 br e — &
FERE_Fn] DAUAE 31l PR PR U AR 45 HBV-DNA IR &2 il | JIF
I IEH SRR H 1 CHB (B I 4R I B AE 1L
O, P 2 I AT LR 4-AIR T, DARE G A2 &
JE R R R R Y LA
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