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Abstract

AIM: To investigate the features of the etiology
of cirrhosis in patients negative for hepatitis B
surface antigen (HBsAg), but positive for hepa-
titis B surface antibody (anti-HBs), hepatitis B e
antibody (anti-HBe) or hepatitis B core antibody
(anti-HBc).
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METHODS: This was a retrospective case-con-
trol study. In patients with cirrhosis treated
from January 2001 to December 2013 at the
First Affiliated Hospital of Xinjiang Medical
University were initially included. According
to hepatitis B virus test results, patients who
were HBsAg (-), but anti-HBs (+), anti-HBe (+)
or anti-HBc (+) and those with cryptogenic cir-
rhosis were included into a study group and
a control group, respectively. Demographic
information and the incidence of metabolic
syndrome and liver cancer were compared be-
tween the two groups.

RESULTS: Among the initially included 7012
in patients with cirrhosis, 220 (3.14%) were HB-
sAg negative but anti-HBs, anti-HBe or anti-
HBc positive, and 147 (2.10%) had cryptogenic
cirrhosis. The mean age was significantly lower
in the study group than in the control group
(P < 0.05). The proportions of male patients
(P < 0.05) and Han patients (P < 0.05) and the
incidence of liver cancer (P < 0.05) were signifi-
cantly higher, and the incidence of diabetes and
high blood pressure (P < 0.05) was significantly
lower in the study group than in the crypto-
genic cirrhosis group.

CONCLUSION: The two groups of patients had
statistical differences in gender, age and the
incidence of metabolic syndrome and liver can-
cer, suggesting that there are different etiologi-
cal factors between HBV-associated cirrhosis
and cryptogenic cirrhosis.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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JHwIaTT CE i NIR RE T I AR, R RE T
CIES kg SRR R & Sl )7 NI SNE 2 ST L
s HUREERGY H 5 et . SR A
PE RS PERF P AR PORS R D e e . i
P P9 25 B s RTS8, (AT /N 38 4 JHH AR A
Z BT R R, Bk 2 B A4 (crypto-
genic citrhosis). A &M 22 % Z R4 P s
TRAT Hb DX S5 AL R R 2E AT T 23 #r, 45251
SR BRS8N E, BT
BE PRI R A2 N40%, & I I R A2 2 0920%,
AERE T B B G 11 JHEod A7 B8 v 11 4 s A6
2, PR SR 5 mi AT v X R v R4 5
RS VE R DTV — 8 AH G

K H 8 2B 2895 B (hepatitis B virus, HBV)
B EIAT X, CTRFR R PUR (hepatitis B
surface antigen, HBsAg)FH 4% 49.09%". #54) AT
e B, O R IR IHBs A gbf 1%, {HT
-HBs. #i-HBe. #i-HBcH g —Wibh PR, X3
JHAE A 28 2 W R I AN 2D L, 122 58 2 T A s A
se 5 G 2 B B GLAH DG I 2 A I FoA 5 A,
EEImis . ARUIER 3248, S AH DCHRIE.

AIGRE TN T #R i HBsAgA M, {H4i-HBs-
$i-HBe. Hii-HBcH A —THVER HHEIL B8 5
[ s I R A 12 D I T e JH A A 6 0 I R
fEA T2, FEMAIP R AL SR % aiidT
HIXHBsAgltE. $i-HBs/#i-HBe/fii-HBcFH P
FFREAL AT BES IR 7012050 T AgAL B 3 b, 77 &
HBsAgl14. $i-HBs/fi-HBe/$i-HBcPH A
A 1) B 2 3L 22041, I PR A2 N B R A 1)
14761, SEPHHNFER — RIS IR ZR S
TIE PRI 7K S S 248 i 1 A A7 100 S5 36 A7 0T L
FFE, JE R 70 ZH N IR I PR A, AR L AT
REJ A, AT 9HBsA g V1T HAth S e n 4
P ) IR AL 282 ) T RE Rl SR K 4.
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-HBe/fi-HBcPH A RIBE T4, H 147815
2.10%) [A] B 311G PR A 12 P B 05 st B ok e
. WA B 13861, ks, FIFER
52.88% +15.62%, PR15341, 4EE /RES 141,
HoAh D HR R 1611, X BEZH B3 15641, o1
B, IR 56.53% +15.14%, PURS1H, 4EE:
IRIES3M, FoAth /DR E13%1]. HBV DNAK
AR B RHE Y TR IR A & A5
k-5 9200508 18112 't & B 3R A ik [l S HBV

DNAE A ).

1.2

1.2.1 HBsAg -HBs/
-HBe/ -HBc : Ba s

AR A2 Wi bR s S AR 5 R0 PR R LA &
TCRHREE, R 2 TLUE SRy BIvE, B &
T eI RAREIE, KR EON 5L, &
ek 259048 F sk, Jo g 1 R SE %, FFHERR ML
W HUE . e R MR, HBsAgB . Bi-HBs/t
-HBe/fi-HBcBH 1k fAA5 2= Al PR ILAT
G AL PRAAE, B S S e bR S,
TR RO 58, ORI 25918 H 58, Totg s
RHIEZ, FFHERR M S Se R MR, 22
JF 9 53505 B AG I, HBsAgRATE, (E3-HBs.
Ji-HBe. Hi-HBcH A7 —IiLL LFHT%, HBV DNA
FAPE. FrHBsAgBAM: . $i-HBs/Bi-HBe/Hi-HBc
FH A A A0 28 2 TR A7 VA A HT-HBsPH
fifk; BAL: $i-HBsPAYE, Hi-HBe/fi-HBCcFH LT
fi#fk; CZH: Pi-HBsFHME, Pi-HBe/Pi-HBcPH AT
tifk. 3ZH A IEAT X EL 44T
1.2.2

o PR PR P AR AR S I R
2%2>(American Association for the Study of Liver
Diseases, AASLD)20054E R AT T4 iy I
AR Pl HT 4R M (hepatocellular carcinoma,
HCOMIZW FEAFEMIE Y GRS MA L4
. i 212 W R IR AR S PR & H (alpha
fetoprotein, AFP) IR, S48 2412 Wi FE i EAL
W1 )2 474 (computed tomography, CT). RZH:AR&
1% (magnetic resonance imaging, MRI)F1iEE 75 16 7.
B P HRAE 201147 i 5% L4 PR P22 (American
Diabetes Association, ADA)FE IR I%12T 15 7 p
PRI IZWibrE: (1)FEL A5 H (hemoglobin
Alc, HbA1c)=6.5%. RIMNZHEEHbALC
FRAETTRIZHZ{(National Glycohemoglobin
Standardization Program, NGSP)AiE ) /5%t

WCJD | www.wjgnet.com

17. I SRR P 5 & IR T 7t (diabetes
control-complications trial, DC-CT) &M 47 b
1k; (2)7 B8 I B (fasting plasma glucose, FPG)=
7 mmol/L. ZIEHIE X2 B /08 hARAIME, B
1 Al 6 2 B 223056 (oral glucose tolerance test,
OGTT)2 h& 5 IMAE=11.1 mmol/L. i3 M 1% [
5 142 20 23 (World Health Organization, WHO)
BIbRAEREAT, 75 g oK 20 T /KAE b £
fafs (3)A e MR (4 B AR B g R FE 5, L
% =111 mmol/L; (4)4n 78 WA ¥ & MLBRRE IR,
A YNVAG 0= el O 11| D SO RS W
Briva TR 201 IRR R : 75 A AL FH B& IR 259 1 1
BT, B[R H 30 & L%, Y46 & =140 mmHg
/B EF 5K E =90 mmHg, RIZ WA E MLE. &%
REAT A i s, H AT IR R A B R 25, &
R fi<140/90 mmHg, 112 Wi A& MLk

i E %k Hmean+SDEIR, W
FEARMELER, 76 IE& 0 PR AR, A
& BT AR FAWilcoxon R ARG 56, 4
R 2(%) %R, BRI Ry K%, H
SPSS17.04t T G it. PEIUALA], P<0.05 K%
RAHGEE L

2 BR

R A, HBsAglIYE. $i-HBs/Hi-HBe/Ht
-HB PRI Ak 4 L2205, Horb 551413841, %
PE82M, P EHYS52.88% £15.62%, H ik
1534, 48 /RRs 11, HoAth /b E B R 16451, BaiR
PEI AL A 3L 14711, FHod B Ese s, Zeteo14,
IR 56.53% £15.14%, Hirdh e 149, 4k
TR IES3M, HoAth DR R 134, WLHAEMETI
SRS B b2 R G 2 L(P<0.05). HF
FAH BN R A R I E/INP = 0.023<0.05), 5
M B EFY LT (P = 0.000<0.05), PR E
Bl (P = 0.016<0.05). WZHEH =ML IR
Joi A M e ) R AR SRR Gt B R
(P<0.05). HBsA g1t #Hit-HBs/Hii-HBe/4i-HBc
P P FEF B £ 2 440 0 1 e e A 3 28%, i T
Reu g 14 FTAE AL ZH 11)4.8%(P = 0.011<0.05), 4 JRIF
RAEH20.0%, KT Bt L 4 137 4%@P =
0.000<0.05), =11 &4 29.1%, 1KTFBaya i AF
TEAL L1 17.0%(P = 0.023<0.05). BF552H %14
FI3ZE RN LE, BRAE R B Gt 2 5 (P<0.05)
Ah, fEPERI. S, mIE. FERAG. FFAnpRtE
JFFR R AR 28 D5 T 22 e 3 To et L
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" LARHF
bax’cl R4 PRLEHE] PE 5
n 220 147
0.000<0.05
138 56
82 91
0.016<0.05
153 81
51 53 HBV
() 52.88+ 15.619 56.53+ 15.137 0.023<0.05 HBsAg
(%) 20(9.1) 25(17.0) 0.023<0.05 ONA HBV
n(%) 44(20.0) 55(37.4) 0.000<0.05
n(%) 28(12.7) 7(4.8) 0.011<0.05
3 ie A5 17 14 FF 93 (nonalcoholic fatty liver disease,

HBsAgitE. #i-HBs/4i-HBe/Hit-HBcPH % il
T2i BB R B AR B R s I e, 7
JEEE NN, ST RAREYEE, HBV DNA
FF 1 () B RE AL AN 25 £ A 2 BT ¢ B s, i
FRFE AR TR E M B 50 2 B e vl
REPE K, 3 P PO med T R A I R VAR 7 7 T A
[F] SR HE. FEHBVIEGL 1) iy X, HBsA gl
ANEEHERRHB VIS D4 BN IR, Bl I+ 4F
Ko FHEMFHANKKE, BRI SHBV
YL MIEHBs A g, B IESFHLHBY
DNAFFEAEAE, NTiHeth “FafEEHB V&G ”
MIRESTY. E 197848 1 YKk 5 Hi-HB o BH H 1 it
I35 7] FECZFHBVIEGL LR, 4141544 A E
SX PRI R ARAE, HR, Rk, 1A
far R, ARG PUREEFIIHBsAglIPE. FHiAth
T 25 B 1 1) R BB A BB 2 IR T T B, BN 1%
RGBT TEUE TR R = .

AnvariZe T BB M 28T 40 1 B gLt
A7 975 DRLBIF FE I, 8 PRS0 1) 1 R B0 (1 P C Ry
HATHBV DNAKG. H #iilG R H 2 & 4
POt R A T EE OB T A IIHBY DNA, )
X THBV DNATKHS UL i Ak 2 R BRI,
NI SR JE 2 Ak R BB T 20 Y T 4 UK
G 5 BT Ak 1) I PR fes 3 PR S T AR 2, %t
FLIE PRAFFAE I 43 BT DA . R E H fTHBV
DN AR 77 2555 T 43 Wt B B 4 Y I 98 0 7 Jek
L2 Wi R A

Bo R A R, BB IR . B &
i 0L RE 5 F AR 38 25 5 AAE 16 2E B 8 R A R
AT T W 52 0 ek FE o A AR K38 43 H R RS 1
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NAFLD) R k! AR 5t b, 18 yxt B
AL B WA TR AL DA AV (838 9 &, SRR IR
K, BB R S R S i R AR B os H
DRI AT B8 55 AR M5 07 12 s A O . AR it
HHHBsAgH M. $i-HBs/fi-HBe/Hi-HBcH
PERFREAL DL 53 Ve 85 O 3, AR RSN T R, A
e B R A2 3, WH4-HBs/4i-HBe/$i-HBc
AR BE A T REBEAT o 4L LGS, AEPE R, 4R
Wy BHEIR . mE. SRR g%
Z 5. Peon H 5 BRI YE FFEE A0 1) I R R AE A7 7E
BEMEX A, B HHBsAg . Hi-HBs/#t
-HBe/$1-HB cPH 14 FF i 4k 5 35 098 14 A8 7 v
T R FRANK, AR N TS AT RRAE, RS 12 R R
Rt — R

TR 1 s 6 5 9 AS /D D, 763 3 N\ B
ORI R 1 4%-8% 1 H R BT ST 0 G
A SR T gAY, B B R P R R
FERY G, LA D W, AR T 30 A
W EEEIR A2 R, #Y) 7 Ol &
PRSI R S B TR A

CTAIF R T 2 Wi LT 98 Ik e
b EVUESE ) NFEIEA D WL, LR 98 9% W 4
Pl BT AIRAT IR 387N, 2970% 58 N B o9 2
R AT B 9 GUE Y. I 10453, 5] £ 88
R AR, Eim AN HBsAgME. Bt
-HBs/#i-HBe/fit-HBcBH M I 5 LA i TG 7 40
FORk. A NFERIE T & BB 98 5 i B b 2 i
I NFE.

701200 fHaE Ak B F b, HBsA gl Bt
-HBs/Bi-HBe/Hi-HBcPH L (53.14%. A&
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