WHEARILEL®

wcjd@wijgnet.com

HRENEZYE 201455113188; 22(32): 5036-5040
ISSN 1009-3079 (print) ISSN 2219-2859 (online)

& /k 2 35 CLINICAL PRACTICE
FT IR HE PR 5 3 HBVAR X 12 T4 T 5= 18 B & im R E Y 5201

W&, B3 R AL E R, KR

| L )

FT R Ve M B gk Gk
KT8 BIFm, @
AT R B2
AT R B &L
A RIER, BF
K IUNT R e
VERN s iR
HIFREW KL
BIE X, 12k
B2 3R AT
F 3B R IEF
"8 16 AR

[ ERGRR= Y )
RBEAE, &A%,
AR ER
FE W
FE

Jaishideng®

&, FNEFRKIEEREANFA @I 5N T 646000
MR3C, A, R, KR, 5 E FIEME E R A LA w4
M 646000

%E, BBEIM, FEMSBIEUITRRHEVIAEBIHR.

PN TAHEE AR B, No. 2013—-S-48(1/30)

& RS FTELL. BIBEIMINEREBHEDHRXL
ST RPN . AR RIBRARNBIBEHE. FX. 2
Rl BEER LSBT, Rt XEBI R ERBIR TN
BIAES: FR3Z, 58EIT, 646000, PO &3PINST B AL
#5253, PINESSTHEERRRARL. y400123321@163.com
E83%: 0830-3165623

IWFSEHA: 2014-08-21 {BOEHA: 2014-09-17

BZHE: 2014-09-30 AL EBREE: 2014-11-18

Impact of hepatogenous
diabetes on clinical features
of patients with HBV related
chronic liver failure

Chun Yang, Wen Chen, Gang Wu, Li Tang, Qiang Zhang

Chun Yang, Department of Digestive Diseases, the Affili-
ated Hospital of Luzhou Medical College, Luzhou 646000,
Sichuan Province, China

Wen Chen, Gang Wu, Li Tang, Qiang Zhang, Depart-
ment of Infectious Diseases, the Affiliated Hospital of Lu-
zhou Medical College, Luzhou 646000, Sichuan Province,
China

Supported by: Foundation of Luzhou Science and Tech-
nology Bureau, No. 2013-S-48(1/30)

Correspondence to: Wen Chen, Attending Physician,
Department of Infectious Diseases, the Affiliated Hospital
of Luzhou Medical College, 25 Taiping Street, Jiangyang
District, Luzhou 646000, Sichuan Province,

China. y400123321@163.com

Received: 2014-08-21 Revised: 2014-09-17

Accepted: 2014-09-30 Published online: 2014-11-18

Abstract

AIM: To investigate the impact of hepatogenous
diabetes (HD) on the clinical features of patients
with hepatitis B virus (HBV) related chronic
liver failure (CLF).

METHODS: One hundred and eighty-seven
patients with HBV related CLF were divided
into either an HD group (n = 65) or a control
group (n = 122). The liver and kidney function,
HBV DNA level, coagulation function, glycosyl-
ated hemoglobin Alc (HbAlc) level, Child-Pugh
score, model for end-stage liver disease (MELD)
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score, complications and mortality at 24 wk were
analyzed. The correlations between HbAlc level
and Child-Pugh score and MELD score were an-
alyzed by linear correlation analysis. Uncondi-
tional binary response logistic regression model
was used to determine the correlations between
HbAlc level and the incidence of complications
and mortality at 24 wk.

RESULTS: The incidence of HD in patients
with HBV related CLF was 34.76%. The level
of total bilirubin (TBIL), international normal-
ized ratio (INR), creatinine (CRE), HbAlc,
Child-Pugh score and MELD score were sig-
nificantly higher in the HD group (P < 0.05).
The incidence rates of spontaneous peritonitis
and hepatorenal syndrome and mortality at
24 wk were also significantly higher in the HD
group (P < 0.05). There were positive correla-
tions between the HbAlc level and Child-Pugh
score (r2 =0.17, F =14.74, P = 0.021) and MELD
score (r* = 0.19, F = 16.61, P = 0.014) in patients
with CLF. Logistic regression analysis identi-
fied that high HbAlc level was related to the
high incidence of spontaneous peritonitis (P =
0.019, OR = 2.27) and hepatorenal syndrome (P
=0.023, OR = 1.02) and high mortality at 24 wk
(P=10.032, OR = 0.85).

CONCLUSION: The clinical features of patients
with HBV related CLF complicated with HD
are more serious. High HbAlc level is a risk
factor for spontaneous peritonitis, hepatorenal
syndrome and worse prognosis in patients with
HBV related CLF.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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