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Viral and host factors of metabolic syndrome in chronic hepatitis C patients

GONG Xue-li'"?, ZHANG Jin-qian', LING Wei', CHEN Feng-xin', CHENG Jun' (I.Institute of Infectious
Diseases, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China; 2.Xinjiang Medical
University, Wulumugi 830054, China)

Abstract: Objective To investigate the viral and host factors of metabolic syndrome in chronic hepatitis
C patients and explore its risk factors. Methods Forty patients were divided into two groups depending
on the diagnose of metabolic syndrome: group with MS (14 patients) and group without MS (26 patients).
Two groups were compared in terms of gender, age, BMI, liver enzymes (ALT, AST), FPG, FINS, HOMA-
IR, HOMA-B, cholesterol, triglyceride, FFA, leptin, ADI, HCV genotype and hepatosteatosis. Results No
significant difference was found in the positivity of gender, mean age, BMI, waist/hip ratio, cholesterol,
FFA, leptin, genotype, degree of hepatosteatosis between the two groups ( P > 0.05). In group of chronic
hepatitis C with MS, FPG and TG were significantly higher than those in the group without MS ( P << 0.05).
However, in the group of chronic hepatitis C with MS, ALT, AST, FINS, HOMA-IR, HOMA- and ADI were
significantly lower than those in the group without MS ( P << 0.05). Conclusions Metabolic syndrome in
chronic hepatitis C patients is correlated with insulin resistance, glycometabolism and lipid metabolism, but
not correlated with virus. Insulin resistance may be the key link of pathogenesis to MS in patients with chronic
hepatitis C.
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PE, ¥ MKruskal-WallisBE MK 5 .
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F1AAEE—MRIERLE

(%) REIR4 (BMIT) ) JEE (cm) BB (em) el
Bk Lok
MSZ8 (n=14) 40.29 + 9.78 26.95 + 3.99 0.84 + 0.05 78.50 + 9.40 93.21 + 11.95 14 0
JEMSZE (n=206) 3731 + 11.28 2391 + 4.05 0.84 + 0.05 77.38 + 12.87 9227 + 16.17 20 O
P 0.518 0.487 0.914 0.365 0.331 0.051
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HEN (P >005) , W2, 3. 4,
3R
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W E . AT UR S N Mg I A2 AL TR 93 &
MSKI&S 7RI KEMFIESL, HBV. HCVIYL
MSH M. T MHC VIS MR 2 e W2
FENEBF K M —, AR50 R R W 52 A
PRI A RATAE M wANCE, CHC B34 280 B IR
RGFEBE R T RBARE, TR 2 AP PR e
MR o B AR R, HCVIE S 52704
PRIGNT R ZR LLHB VIR G o s D) . A Bwl BAIA
SEHCVE G R 2 R HE PR R — .

W ORI, B 2R R ik T
Oy, AR N I ThRE, w oMb Pl
IMME®EE (adiponectin)  HKPTFE (resistin) LA
XZAMWM T (IATNF-a. LS mARNZE) .
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ALT (U/L) AST (U/L)

Ms# (7=30) 171.57 + 209.46 69.71 + 48.74

JEMSZE (n=59 ) 428.19 *+ 619.97 203.58 + 315.12

P 0.015 0.010
* 3 WA R R ER M EIRIRIL S
FPG (mmol/L) FINS (1U/L) HOMA-IR. HOMA-
MSZE. (n=30) 5.37 + 1.59 7.85 + 1.05 1.55 + 0.23 31.93 + 5.65
JEMSZE (n=59) 454 + 073 13.25 + 2.62 285 + (.75 53.81 + 17.88
P 0.006 0.007 0.003 0.005

® 4 A BRI HRAR LR

CHO ( mmol/L ) TG ( mmol/L ) FFA ( mmol/L) JZ % (ng/ml)

ADI ( pwg/ml)

MSZE (7=30) 4.60 £ 0.73 219 £ 1.58 0.80 + 0.15 10.62 £ 2.35 517 £ 1.17
EMSLE (n=59) 3.55 + 0.95 1.20 £ 0.65 117 £ 0.26 1.94 £ 1.54 11.75 £ 4.55
P 0.160 0.011 0.132 0.054 0.000
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