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ORFAE B i s T Fbr . £55R JLAIN19401 i3, Horh1424] (73.2%) B HT4F4ifk. HBV
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[ Abstract] Objective To explore the characteristics of liver fibrosis in HBeAg negative chronic
hepatitis B (CHB) patients with low viremia. Methods The data of HBeAg negative CHB patients with
HBV DNA < 20 000 IU/ml and liver biopsy were collected, retrospectively, while the fibrosis characteristics
and associated biomarkers of the patients were analyzed, respectively. Results Total of 194 patients were
included, among whom 142 patients (73.2%) had significant liver fibrosis. Comparison between patients with
HBV DNA 2 000-20 000 IU/ml (n = 95) and patients with HBV DNA < 2 000 [U/ml (n = 99), there were no
differences in the frequency of significant liver fibrosis in all patients or according to different ALT levels
respectively (P all > 0.05). Comparison between patients with ALT << ULN (n = 123) and patients with
ALT > ULN (n = 71), there were no differences in the frequency of significant liver fibrosis in all patients
or according to different HBV DNA levels respectively (P all > 0.05). Logistic regression analysis indicated
that the PLT level was associated with significant liver fibrosis (OR: 0.987, 95%CI: 0.980-0.995, P < 0.001).
Conclusions Significant liver fibrosis is common in HBeAg negative CHB patients with low viremia, liver
fibrosis assessment should be considered.
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% #% i (alanine aminotransferase, ALT) 5 HBV
DNA JKT-PPAf B 2 A i Eiiayr o,

BEAEF IR I, A5 55 5E CHB i3 s ]
B R AT T Ak O T SR REAL 7, T RAL
1 HAB T TR IE B D . AR ST RT I 45 R EoR, fF
ALT 742 1F % CHB i3 vh 2 2 21 4 A A
UL, T BB EASL 45 1 B UK SR WP 9T T 2 — A
HBeAg 114 [l HBV DNA it -T* 20 000 TU/ml & ##t
PR TIRAE e Ik, AWFIT B E 1T HBeAg
91 H. HBV DNA ik T- 20 000 IU/ml (] CHB i
FEAF AR R IE R LS50 % P HR A% o

BRERE
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[E] B AR 2006 4F 1 H £ 2014 4 6 FHAE) M
2 )N R B 95 BHE: B2 36 AT I S K1)
CHB & %kl CHB & 2Wifr & (2t oM
RBGTEES (2010 5E80O) ) P, FFHZUER ML N
2 S 2 PUR BEIR T FRAE VR YT B0 VPG JH I 2 RE v 3
B S ARt . B NERR#E N O HBsAg
FHPERFEE 2 /> 6 4~ H; @ HBeAg B4 H HBV DNA
K< 20 000 TU/ml; @AW 2525 FHL A (50
ZAr () RUWPum iRy FbriniER: @O
G RN R pieE. NI &8 (hepatitis C
virus, HCV) | TR K98 C(hepatitis D virus,
HDV) R AHTF 4895 7 Chepatitis E virus, HEV)
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1. SRR EY) . JHDI6E A HBV DNA £ :

MFE RS SR HBV Eifibr &Y (HBsAg.
HBsAb., HBeAg. HBeAb 5 HBcAb) . #i -HCV
HPT -HDV &5 B8 FH A 2% RO S 40 A G- T A DU o

JHDhfekr e AR FS ALT, RITAZAR
AW (aspartate aminotransferase, AST) .
[ 4 [ Calbumin, ALB) . @&t Ml B 2 vG 3 &
(prothrombin activity, PTA) , BllEHERG Calkaline
phosphatase, ALP) . P54 & ALT 5 AST
M 1E % {8 PR Cupper limit normal, ULN) % 40
U/L.

HBV DNA il : i H]5&[E ABI 7300 %€ &
PCR A K i 56 2 1fiL 7% HBV DNA JK-F, i3 571
W) B A LKAk e BRI R A PR |, A R R A
500 IU/ml,

2. PTG AR P R EE 222 W 2R
TR RNV, R 16 G iH AL UK & 77l
B, @A EA ), A MR HTEEE 8 WAl
BRI, &Pl g SR A2 SRPUH A 20
AE 1.5 em DL B (BADAFE 3 AL EITE XD, br
AH] 4% W EEIE € . R IF HE IR £F
Yrgeta, S B W IE 2RISR 7 90k GO ~ G4
FNAFAetk 4 #1 SO ~ S4, H455E 1 A7 PR 2E i
R AZS W P R YRR JORE S SN BT I 4 0
BE= G2, WV dEtb e SU L 2T 410 oy
= S2,

R ey LS

B G v 24 A BEOR ) SPSS 13.0 #k. ik
BhE R (%) £ox, dhEBERbE A (U
ST Rone PRELZ TSR ELBER T o

F 1 194 BLEEF G RFFAE S A [ 8T s 2 TR LA

o N HBV DNA = HBV DNA = e
ks LA 944 2 000 IU/ml g% 2 000 ~ 20 000 IU/ml % Gt i P
RN ED) 34 (28~39) 33 (28 ~ 38) 35 (29 ~42) Z=—1836 0.066
S0 (%) ] 146 (75.3) 66 (66.7) 80 (84.2) 7=8.013 0.005
PLT (x 10°/L) 181 (148~221) 177 (147 ~ 223) 182 (149 ~ 214) Z=—0.162 0.871
PTA (%) 99.0 (87.9~110.0) 100.0 (87.9 ~ 109.4) 96.0 (87.9 ~ 111.6) Z=—0.568 0.570
ALB (g/L) 45 (42~48) 46 (42 ~ 48) 45 (42 ~47) Z=—0.715 0.475
ALT (U/L) 33 (23~49) 30 (20 ~ 44) 37 (26 ~ 59) Z=—3.164 0.002
AST (U/L) 29 (22~41) 27 (22 ~38) 32 (23 ~ 46) Z=—2.419 0.016
CHE (kU/L) 8.65 (6.99~10.36) 8.81 (7.08 ~ 10.4) 8.50 (6.88 ~ 10.20) Z=—0.942 0.346
ALP (U/L) 93 (72~114) 89 (70 ~ 116) 96 (76 ~ 112) Z=—0.661 0.509
HBV DNA

3.27 (3~3.85) 2.80 (2.75 ~ 3.00) 3.86 (3.57 ~ 4.11) Z=—12.062 < 0.001
b(llgg‘mIU/mli‘
ﬁf&%ﬂwfkﬁ 104 (53.6) 51 (51.5) 53 (55.8) 7 =0.356 0.551
e i
WA PERTET AR 142 (73.2) 72 (72.7) 70 (73.7) 2=0.023 0.880
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5, v & PR RCR H AE S KL K Mann-Whitney
Ko, o HBV DNA KP4 e oot Bfid i F kAT
Lt WH 2 K38 =40 2% Logistic [A] )543 A7 5L 56 =
SHE WEER AR, Bla=0.05{ERE
BKKHE, DL P < 0.05 hZESHAG R L.
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3L 194 4 B F gy A AR TUFSE, b HBV DNA
<2000 IU/ml &35 99 %1 (51.0%) , HBV DNA /K
SEAE 2 000 ~ 20 000 TU/ml i3 95 ] (49.0%) .
NI S R4 th S MR ke (75.3%) . HAE HBV
DNA 7K *F 2 000 ~ 20 000 TU/ml (1] 55 1 i % 1L 41
& HBV DNA < 2 000 IU/ml [FJ 5535 FF 5 (84.2% vs
66.7%, x'=8.013. P=10.005) , [i Iff HBV DNA
7K F- 2 000 ~ 20 000 IU/ml 41 ALT & AST 7K *F 7R
BSETE (P<0.05) . A NIETIT B
104 5 (53.6%) FEEFE I8 IR 20T, 142
B (73.2%) HBEEREEHAYEL, FEWE 1.

T BT A A AT Do M

7& HBV DNA 2 000 ~ 20 000 IU/ml 5 HBV
DNA < 2 000 TU/ml 4 8] 5 38 Pk R 28 0 5 W 3%

PERFLT b R AR R ZE R g L (P>
0.05) , HUWE 1,

R4 HBV DNA /K>F-43 243 T, HBV DNA <
2000 IU/ml 3% h, ALT > ULN 4] (n=27) 5
ALT < ULN (n=72) 4l 0] & N 4F 4tk K&
ERWEZER LG E X (77.8% vs 70.8%,
=0.477. P=0.490) . HBV DNA 2 000 ~ 20 000
IU/ml & % 1, ALT > ULN 4] (n=44) 5 ALT
< ULN (n=51) 4l [a] 5 E M4t kAR L
B FE 22 5 G i 2 S (75.0% vs 72.5%, 1=
0.073. P=0.787) . i ALT > ULN 41 3% 5 =
JHFE 28 9 A2 %6858 ALT << ULN 4 % 2% T (P
< 0.001) , {H Py 2H 7] 52 35 Pk 21 4 A R A 22 AHAL (P
=0.494) , PENE 2,

MR ALT 7K 5 )2 0 #r, b — 20 LU ORI AE
ALT < ULN ## 1, HBV DNA < 2 000 IU/ml 41
5 HBV DNA 2 000 ~ 20 000 IU/ml 41 ‘2 3 1k JFF 27 4
A 272 RIS 22 X (70.8% vs 72.5%,
2 =0.043, P=0.835) , iifE ALT > ULN ¥
P A ) ok 35 P JHE A i A e AR S R REARABL (77.8% vs
75.0%, »'=0.071. P=0.790) .

=. WEVERT AL T e bR

PR 2R 43 M LA R IR AT 4 R

T2 ALT IE% 5 ALT Jha o4l g 2 a8 L

$ebr ALT < ULN (123 #1) ALT > ULN (71 #D) Eie P
() 35 (29 ~39) 32 (28 ~38) Z=—1472 0.141
TP H (%) ] 82 (66.7) 64 (90.1) 2 =13.321 < 0.001
PLT (x 10°/L) 185 (152 ~ 232) 177 (147 ~ 204) Z=—1521 0.128
PTA (%) 100.0 (89.2 ~ 111.6) 96.0 (84.1 ~ 109.1) Z=—1235 0.217
ALB (g/L) 45 (41 ~ 48) 45 (43 ~ 48) Z=—1.159 0.246
ALT (U/L) 25 (19 ~ 32) 64 (47 ~ 106) Z=—11.594 < 0.001
AST (U/L) 25 (21 ~ 30) 47 (33 ~ 64) Z=—9.030 < 0.001
CHE (KU/L) 8.77 (7.14 ~ 10.21) 8.42 (6.85 ~ 10.79) Z=—0.141 0.888
ALP (U/L) 88 (71 ~ 104) 105 (80 ~ 124) Z=—2487 0.013
HBV DNA 3.14 (2.87 ~ 3.77) 3.53 (3.00 ~ 3.97) Z=—3.287 0.001
v T R 2

[E@J”g/ﬁié%—éﬁg% 53 (43.1) 51 (71.8) 7=14.952 < 0.001
M s 2

Lol (%) ] 88 (71.5) 54 (76.1) 0.467 0.494

X
T PLT: M/ PTA: HEMUEGIRIGENAE: ALB: [1HE11; ALT: WERIREIEHBEEE: AST: K& RIRASHE N,

ALP: i MERA R

CHE: JHT%ERE,

R3 M EAMEG E AR AT AL ) EL

Jekr S <2 (524 S=2 (142 %) Sivl P

iy () 33.5 (28 ~38) 34 (28 ~39) Z=—0.634 0.526
B (%) ] 37 (71.2) 109 (76.8) 2=0.643 0.423
PLT (x 10°/L) 194 (164 ~ 255) 175 (143 ~ 206) Z=—3.944 < 0.001
PTA (%) 104.4 (89.3 ~ 120.0) 98.0 (87.3 ~ 104.9) Z=—2.093 0.036
ALB (g/L) 45 (42 ~ 48) 45 (42 ~ 48) Z=—0914 0.361
ALT (U/L) 30 (23 ~ 48) 33.5 (23 ~ 50) Z=—0.481 0.631
AST (U/L) 26 (21 ~ 35) 31 (23 ~ 44) Z=—2.117 0.034
CHE (kU/L) 9.61 (7.47 ~ 11.69) 8.52 (6.90 ~ 9.99) Z=—2377 0.017
ALP (U/L) 89 (70 ~ 108) 95 (75 ~ 114) Z=—0.541 0.588
HBV DNA (log, JU/ml) 3.21 (2.91 ~3.83) 3.28 (3.00 ~ 3.86) Z=—0.666 0.506

IE: PLT: I/ PTA: Bl A8EIGENL; ALB: FEF; ALT: NWRREAELTEEE; AST: RITXAMUFESHE CHE: JHELSREE,

ALP: GRS
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WA B Y21 4 i 5 41 2 8] PLT. PTA.
AST 5 CHE KV A ZRr B AR EE N, WL
L3, PN X AR EERNE RN Z
[A 2% Logistic [1[ 9734, Zevh g5 R Eox, X PLT
IRV 55 88 2 R AR 4E A A AE SR ¢ COR: 0987,
95%CI: 0.980 ~ 0.995, P < 0.001) , 1fj55 PTA.
AST [ CHE 7KV T8 3 ARk

W

BEAE 9T s, HBeAgIL i 2% i ¥ J5 fF Fr 48
ALT IE 5 DL R HE sk 105 i JUE ¢ 95 T 2 e 19 58 3 1
JHHBV DNAJK /T2 000~20 000 IU/ml#
19%, 1fi> 20 000 TU/mIFAL 4%, PLAEX
HEEGEMREVEAL-HBVHF ST W 7w, 40 i
A MNARIMEHBV DNA < 1042 Jl/ml (< 2 000
IU/mD) H£#FH10.073%/4F FTF 2 4EM7EHBV DNA
AT 10°~10°#% J1/ml (2 000~20 000 IU/ml)
HH0.185%/4E, {HAREAEIMHFHBY DNA > 10°
¥ 0l/ml (> 20 000 IU/ml) % 110.381%/4F ~
1.481%/4E 2% PR, 24 Ll EFoT s Rikie:
B 5 B5 K LU IR, CHBERZ AT W] el 8 4
AR, R, SRS R VPAL T 21 4L AR
P AR E

JH AR s SR 5 2R (transient elastography,
TE) IR A T VPl 2 44k 1 Je A v 12 W
J7i% 22 TG PREH ST UE S T2 W ik e VR I 41 4
o BFRE AL HERf PR >, R AR R DY I R
o SRMAREZMTERI AL, a0 R 1 X 7 42
TR AL A (FO~F2) . LSM&E 552 31T i
RAETES B Kk, ITHSUSHARR 1L
W T 2 A/ JHF R AR 1) 2 J8 2 T AR R AL “ b
W7, MTE ] 1 A 2 sk A 5. SRt xet
Jir i CHB & AT AL 2R R HE AR & 58 Bs, T
WAEEAT R BB J Wit 3 25 R T 21 232 o508 1) o R
SIS EFRAR, A4 E R #E4UE H HBeA gl
PECHB &35 AR S Ui E 520

VT AT — A ER S ALT 1F % H HBeAg 11
HBV DNA < 20 000 IU/ml ] CHB 34 v 5iE AT IE
PR LA S ORI S R R AT 253k 1Y), %Rt 2
PRI A el R e B AR 2R B D WL, R IR AS
BUUHFA LG PR R0 . FEFEENZ, K
H W 3 TAF 5T R AN 2 4% 38 1 B TR 4T
YA, PO, S ARSI [ I N IR 5T 4 R DA IR
I8 % T . Kumar 25 U 6 B AEFR4E ALT 1F

i HBeAg 117 CHB HE It o, W EIF4r4E
R AEZ Ny 14%; HARFREETIR LR, AR
Z VR AT YL B ik 35%Y, TASHE I T 3R 56
WHE7R, dE35 31 HBsAg 5 77 # m &l & VE 21 4
bk A2 20k 30.9% . WV ER T T 4 A0 R B A R
PNEE R P25, AT RE R A WM B 3 2 g T e R L 1
YL HBV JE KRR e, 7E B 4
T FF I 2 RE 345 91 12 ik e R . AR I T A B
NIRRT 5 N FP T A A R A2 R BT ST 40
BT (73.2%) , JER ] A AT R
ALT Fhis 3, IFHAE ALT < ULN B4 Jf k4
4 ALT 1E 3 AR R AT FF LGOS A B (1K,
ANHERRIL ALT 76 /41 2355 K i 5 4776 [l %8 ULN
IR PEh . AHIEGE 3 NI bR vE T BE S I R S
B BRI YY TAE, B B 4050 o i JF
ANRE AN I 2 A BE Vs HE LR A3 2 K ALT A6 0 45
®.

H §7 % T ALT f1 HBV DNA /K °F: 5 CHB & %
JFFFE L 002 S5 1 9 BRATAE 2 PR [ 3 L B, 3L
RSt~ , HBV DNA /K5 RTF2H 405 BREAE 6 &
A RE TS 45 A HBeAg Mg 2RS0T, M5 ALT
St HBeAg PH I 8 AT 4T di A R JE fMl ¢, S
HBeAg B 1 & 5 T 41 4 Ak 25028 76 W St A 5 vk 0,
ARFFEN$ER, H3EJC1 L HBV DNA 2 000 TU/ml
8¢ ALT [¥) ULN /K- V-2EAT 5041, WALz ) 2 35 P
Y R AERERBI LG EE L. Wik, %E
% 7 HBV DNA 5 ALT X WA ¢ H 0 Atk Fa b
Gh, MTRIANHLRSHLGE . S22 HE
Logistic [1] 5 73 #7 45 K W7k, PLT /KP4 8 3% M
YL 2GR R, Bk, TR EKPRAR
(1) HBeAg ¥ CHB i35 47 [Rl i HH B AR PLT 7K,
W5 BUEAY Ok 2 W I A YT . A2 H
HURE 08 A7 3 5 KPR 1) CHB B i an o ¥6 97
53 H AT R A 2 — . U TR MR I 37125
FAAE B VI A ALY M %G T HUR BB YT, 1l g
TR R I TS BAANME - A 280 A
T DIRANIRT

gr bRk, S HBeAg [t CHB i 11
MR B ARG, AH Y TR R B A B
PEFFAF4ifl . XTSRRI 2 A PLT K F RIS
H, R FVHERE W L I AL S A B A /D TE JEAT I AE
FUEAREREVEAY, NI deE BRI &

2 % x #
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