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28 ZEHF MS, 14 L EETHE 2 B4R MS(P>0.05) . B4 ABE ALT.AST.
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[ Abstract] Objective To investigate the viral and host factors of metabolic
syndrome in chronic hepatitis B. Methods Eighty-nine patients from Beijing Ditan
Hospital in 2005 to 2007 and with untreated chronic hepatitis B were studied. The pa-
tients were divided into two groups depending on the diagnose of metabolic syndrome,
group with MS (30 patients) and group without MS (59 patients ). The groups were
compared in terms of age, gender, BMI, liver enzymes ( ALT, AST, ALP, LDH,
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GGT), FPG, FINS, HOMA-IR, HOMA-B, triglyceride, cholesterol, Apo Al,
ApoB, FFA, HBV genotype, viral load and hepatosteatosis. Results Between the
group with MS and without MS, the mean age, BMI and gender were not statistically
significant difference (P >0.05). In the group of chronic hepatitis B with MS, the
LDH, GGT, FPG, FINS, HOMA-IR, HOMA-B, TG, ApoB level, the degree of hep-
atosteatosis, the positity of HBeAg were significantly higher than those in the group
without MSCP <0.05) . No significant differentce was found in the positity of ALT,
AST, ALP, CHE, CHO, apoAl, FFA, viral load, genotype between the two groups.
(P>0.05). More over, the degree of hepatosteatosis was statistically different be-
tween the two groups( P <0.001 ). The degree of hepatosteasis in the group with MS
is significantly more severe than that in the group without MS (P < 0. 001 ).
Conclusions Metabolic syndrome in chronic hepatitis B patients is correlative to in-
sulin resistance, glycometabolism and lipid metabolism ( the correlation of glycome-
tabolism is more predominant) rather than the effect of viruses.
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B, CHB 52 ZUB R I R AE7E B B AE o, B 2 BRI ER R R Z
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HEEEMHEE .

BEE BTG ARG SR B, AMEBARESE, AR
Bk, B EELD, SRS E R ERERE ESRR A S MESKN &
PRI BN . XA —FE R R RHLGEEE, FRZ AR 2E& 1E ( metabolic
syndrome, MS). MS ZEREM R KRR EZEN KWL, B 2RI N\ 2@
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CHB S5 HEERE VIH L, ADF 5 e B TR BeA:BE i 89 4] CHB B,
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AR R B M T U T A . AR SRR A E IS =25. 0 keg/m’: B UL
W 25 IR =6. 1 mmol/L(110 mg/dD) J ( B%) ¥4 i J5 Il 8% =7. 8 mmol/L( 140
mg/dD), % (80 B2 IR IFIRITH: & L £F 5% /W 48 B = 140/90
mm Hg, K% (8D B2 08 MEIGITE: MIEZEE: ZETG=1.7 mmol/L(150
mg/dD) , 2 (5%) Z5 5 HDL-c 58 ¥4 < 0.9 mmol/L(35 mg/dl), &t <1. 0 mmol/L
(39 mg/dl) . HEBRARAE : BRAMERS 1 2590 ME R - S AR BT P REE W #0 B
B YR  FEEE AL R A 18 1 AR -

Y 2/ 37

1. MW A8 - FF D BB A= WAk 224 W - B FH H 3L /AF] 7170 & B shAE iz
SRS . ZRUFFR IR TR ) PR F O 8, i) B SE E kS A B4Rt . HBV
DNA Fi%étE & PCR 7k, WYL EA R RMERFIC < 5 x10° # 0/ml A
;ﬁ)

2. RS RMPEANE  REAEE RS H (28 12 b # kil 3 ml, ZiE
THEE .0 F HITACHI 7060 £Y H 30 A= ¥4k 43 B {0 %8 25 B8 U C FPGD ,
EFERNEAEE-IE Y EEE: v SR E S S R (FINS), il 2
FE R e fER LR IL T AR R IRE S RS RE g4, 3t
6 ZARUES:, W B & EFAEME 3 M ERHE 2 0, B0 MiERAE R 1T
BEMIRE . RARSERIER ZMPIIEE(HOMA-IR) 1 g 418 D168 HOMA-B) ¥
MR FERT B R 5 RHEHLE L -

=G

K FH SPSS10. 0 #AGe 1434, THEFEBLLL & +s T, F A Z RIBHH M LB
17t R IHBCRRILIR (%O FR, FHZ BRI LB X Rk. P<0.05 ¥AS%
THEER o XEHEIER B E O B e R UIE R G #4772 07 X 84
o5 & ZAASFRIBEE SR Kruskal-Wallis BRFIR: 30

% R

— . — R EA

PEHEY 89 41 CHB & (FEH: 75 i, «wik 14 6D KB HERE/FE MS 2hisr
A MS £H(30 4> F1dE MS £ (59 41,75 #1551 B F H 28 #HlfE & MS, 14 #il+
HaERE 2 HIER MS, BBEEMLHEHE MS BREBELLAITEER( =
2.805,P>0.05). MS 4HfndE MS B EER KEHR B W LS I FER(P>
0.05)(FE 1),

*£1 BHBRERENHE
iR HEETEE(BMD FERIC B /£
MS @ 37.17+11.98 27.41 +4.18 28/2

FEMs 4 33.78 £10.17 22.20 +2.94 47/12
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MS £H ) LDH. GGT.FPG.FINS.HOMA-IR . HOMA-B- TG apoB 7K Bl

BETFIEMSHP<0.05) , AN HE A Y k22F845 ALT.AST.ALP.CHE.
CHO.apoAl.FFA Ju4iil# 2R (P>0.05)(F& 2).,

R2 WHBREEDEERER (Zxs)

ALTCU/L) ASTCU/L) ALP(U/L) LDH( U/L) GGT(U/L) CHE(U/L)
MS 4 243.30 +443.44 135.22 +269.90  82.00 +31.00 148.53 +29.83 109.37 £126.67 7796.70 +2496.36
FEMS4H  279.03 £325.84 146.63 +161.29  86.25 +33.83 137.47 +21.56 67.69 +51.64 6607.85 +2014. 16

FPG( mmol/L) FINSC pU/mD) HOMA-IR HOMA-B
MS 4 5.46 +2. 14 13.67 +2.74 3.34x1.61 51.84 +18.84
FEmMs4 4.37 +0.64 7.29 +1.16 1.42 +0.30 30.41 £7.01
CHO (mmol/L) TG{ mmol/L) apoAl(mmol/L) apoB({ mmol/L) FFA( mmol/L)

MS 4 4.14 +0.73 3.93+2.69 1.21 £0.25 0.78 +£0. 18 1.14 +0.27
FEmMs4 3.97 +0.87 3.91+3.03 1.23 £0.27 0.87 £0.25 0.79 +0. 19

IE:P <0.05 HFEHERE X

FR4% T A B 5 2 1 i 2 B L 43 R TCRE A8 (0 ~ 4% ), BRBERR I A8 (5% ~
24% ), ERENRMIAS( =25% ) =Fh. dE MS (59 4D A 48 HITCAEHIAE, 10 41
REERENAS, 1 IR BERG AR MS ZHHR (30 )7 BTSRRI 28, 19 #I52 B IER; 45, 4
BIE AR AE . MS AFNFE MS L7E AR B 2842 BE W 7 AR TE W B S 322 22
B(P <0.001)(FE3),

TE 89 #i| 2  h HBeAg( + )55 #i|, HBeAg( — )34 #i|, MS £H (30 %> A& 14 #)
HBeAg( + ),16 #1] HBeAg( — ), MS ZHFNJE MS ZH¥E HBeAg B FHHERFES T2
£ (x*= 4.389,P<0.05). MS 4HF13E MS 417 HBV DNA REREBEFHE LS
HEEZER(P>0.05) . B NEFR R, ZE B 2 34 4], ZFA B + C £
2 ], ZR A C Y53 4 i MS 2H(30 i) e E B AU 10 41, ZE B + C 2 1 4, 2
B C 2 19 #il, MS 4 F1dE MS 27 HBV ZEEE FH ALK 2R (P >0.05) (F

4),
£3 WAREFIIEZREEMNHELHI(%) ]
TR A0 ~4% ) REIRII(5% ~24% ) BRI =25%)
MS 4 7(23.33) 19(63.33) 4(13.33)
e MS A 48(81.36) 10(16.95) 1¢1.69)

TP <0.05 HSiHEEX

R4 PHBETREETER LB

HBeAg( - )/C +)

SRR (B /mD

HEMB/B+C/ C

MS 4
e Ms 4l

16/14 5.1x10% +1.51 x107

18/41 5.4 x107 £3.46 x 108
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BT, EAMNEEZEYA DR WM : MS BETEARF 10 9, B H A2£35~70
B NBER 35% , X BB RERE & 8 MAMSA — M ASLT MS. MS BEH RO
IR LA PR PR R TR A 7.5 15, B VLRSS HIEE AR 4.5 52,
BHEEZLSHEIRRESEE DN BErHE 20 5 P LR ABES, MS BHRR
10% ~14% : PR EFIE AR R Z R R B R : RE 35 ~74 FREANMS &
B K 13.7% , i H 38% M5B M 33% WL E A —F MS 447 . B,
MS ZER EE R A— N E /AL TAE R .

R E HBV (8RR HEE LA EHEFEERARE, tREREAIES 2
O R B R A TE B A 514, CHB B 2 AR R R EZEE FEEA
B, EE|R 2 ABRFHEREZEZ " B4 AR R HBV @R LR
FFRERE B BB, SIFR B ARMEBEEMX . AMIBZIAR
FIAE 5 FF AN S MOBEER & MS B3R 4rR 8, HBV 5 MS #F{ItH%. MRS EH#Hbi-

B I i R AR B R R B R & .

AR RFRFR G R : CHB R AR MS S5H3) R AT IR
ZRE T CHB SBEHR A MS J5 ARSI 28t R B B " & : CHB BF B
) MS S REREFEBEEI R, M e biERE HEFE—EMxE: CHB
BER BN MS 5 b4 REREEE W) T IR EE 2238 A5 TR -5 I AT O B A48 4
FH5%; CHB BE AR MS 58 Ie A B ZH WA Ot DB B Z M E
AEE -

B, 2238 CHB B34 IrAA7e B ARG B A8 B MS 2 [a] 25 VI #H =%, R 7T BB
7= CHB BE R MS —NEEH . AR 27% /) CHB BELEA T
R RGBS A5, CHB 2835 H PR B B 25 P Bl P B 18 A BRI B Z S5 R, Wi dk
REE GRS .

HMS 5 HCV AR BRI BRAE SRR, B A S EREMETES-
HCV M= BIBE R 43 BiS, BRI E R ZA 2K DA R ZE 3 £ HCV H#4E
FIRZE R . T HBV 184 5 HCV > AIFER KL R, AP #R CHB
BEEA MS SWEA g, mSAHEZEH TR E ZEH 0
FEohBE. XA REELR HBV 18 MR YL 22 ma i) BA Q8 ) 2 BLHR1E -

i, sk CHB B335 B MS SR HESR R IR, B w R ik & 4
P, B8 3R T R AN BRI AH SR BB AR » T B W BB S BB w1 BN B @ A
BE AR . AP RS CHB B 43R Rmn 24 R BRAt
T EZERTE RSB T KRt B BB X IGTr B T 3ml, Rt —
BRSPS CHB 5 MS Ik R R HEWME R, UAMHRHNELBMAHRET
— B W) BB ]
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