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HE  HE R F AT RME AR & ik M IEFARTF a9 m . F7iE: IR 56 B 3745 Br ed Rft sS4 B LS Sy xF
PRLRFo S RALTT 4 97 40, 440 28 4, 3T IRLAL T B SHAIE RCF AL T, FARALIT G T AR LG T W A A b 4T S RARIT 20
me/d, &7 12 J& Al 77 A )G fe ik M KT e B AL 5 R: 3697 12 UG, ML H b =85 (TG) feiF M2 B B3 (TC) AR MR
B G Rz B B2 (LDL~c) A=k B I35 4 (HOMA-IR )3 PA B F M, Mo FARML T 6 /7 AR E A 2, 5t R aiAark, £ 54 A it 5
B, B, BB AAR, 89T Lt T IS F KT A S e T xR AR 6Y e i W RE KRR T RTE R AL, AR AT
AW, b ih M ASFEAKFS HOMA-IR.\TC #= LDL-c ZEA8 % G518 FAMT AR E DI F Mk S ZRG R AT, L AA —TARE

W ARt s 209 4E A
K FRIT RIS AR NS E
fESZES RS589 XEkFRERS A

AR 225 1F (metabolic syndrome , MS VEZRL
W 5 RAE AR LR, 5 2 BUBE R 0
o5 RN EC Al 3 Ik 3k B R A i A5 8 s ) & A= %3 DDA
K, N AE 2R (visfatin)J&HT T & B —Ff I 15 41 i P
¥, BRI U DT LU0 4k 15 T 2 R RAE IR 119
FIk UM R AW, 5 MS KRBV ABTTE
WA AT LA SRR LR 7K, [RIIRHA 2L BRI
Mg WARZ KRR, A58 5 7R 98 ot
11X MS B35 ILI5 P BR 3= B7K A Jose ), R1H:
TE MS A bl o e H]
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1.1 % EFEPISI MS B 56 6], Hd Bk
29 9, Lotk 27 ), AR 40~69 % HER U I 4
s JUE R AR A PR R . REAILSY
Skt FRZHFNSE Ry TIR Y2, i 28 i, xR
M 13 B, 2otk 15 1 AR T T 4L 5B M 16 ],
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1.2 #ipAsf F 2005 4 IDF #3709 MS 2 Wibr
Y < LA U P N JHE A AR S5 [ 00 o A 6]
(WC)iZWibr iR M =90 ecm, et =85 em], &9
PIF 4 Widebr b AL 2 0. (1) HIm =E& (TG) K
ST E s =17 mmol/L; (2) =% BF N 45 (10 [ i
(HDL—c) /KFFFE: BH<1.037 mmol/L., LiE<
1.29 mmol/L; (3) Ifi Fs F4155 « it He (SBP) = 130 mmHg
477K & (DBP) = 85mm Hg; (4)23 I 1t (FPG ) 7
& :FPG=5.6 mmol/L.
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FEHEATHIR A A LR B AR BRI AY T 5 AR AT TR YT
LHAEBEIERN [, InHREARAMTT 20 mg/d, H3A57 12)7
JIFA ZAR A IR T I Y TR0 2 B i R
SRR . B IE kL, B 7 AU FPG
M Rg , 2 EGHL A2 R AR I g 5 2= K 7. R
ELISA 7 i AR 2K, 1ol a5 [ JRUBL
NHE] . HAAEFREBRIPEN (homeostasis model
assessment—insulin resistance, HOMA-IR) 34l R
BRIPURRRE, S RIS 2 HOMA-IR=FINSx
FPG/22.5. A ZIRE HFIIIER .
1.4 “itFam® 51 SPSS 13.0 B T4
3T, BT BRI H s o, dL10] g T K AR
FEXT ¢ K5, F8 bR R AR IEHE MR Pearson AHE
M, P<0.05 25 S A gt ae e L.
2 H#R
2.1 FWmAKXKEIARE JRITHT, P4 AT
S AR BMI L FPG LG | PR 2 7KF I
Z5H(P>0.05), W# 1,
22 HBRWEBERZGEARIBARG T BRI 12 H)E,
P TG | I AH 5 BE(TC) A% B2 B 25 1 A [
(LDL~c) f1 HOMA-IR ¥J%836 97 1 B A% (P<0.05)
{HSE AR T T 20T R BRI B B ., 25 R i 2
X (P<0.05). 12 JAJ5 , PI4L BMI LR HITRIT
RIFEAR (P<0.05)  (H AR I, 22 BG4 E X
(P>0.05). WiZHAY) HDL-c /K- 53R 7 RiAH I, 225
TGt X (P>0.05), L& 1.
23 BHIFEEAFARERFGEAL BTN
L35 AR 2 AKETEIRYY 12 JBG, SiRY7RiAH L
B (P<0.05) 5 11 % BE L A 36 7 1 I G A 284k
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(P>0.05), W% 1.

2.4 ABRMESH Pearson AT R, MLTE AR
Z K5 HOMA-IR(r=0.42,P<0.01) . TC(r= 0. 31,
P<0.01)F1 LDL~c (r=0. 38,P<0.01) 4 it F 1IEAH K
F1 FERMITIEFFAMIBEAT IR ESERII LB (n=28,x+5)
2H 51 B (Brk) 4ERS BMI/(kg/m*) SBP/(mmHg)
VRITHL IBITHT 28(16/12) 56.27+8.64 26.16£2.79 153.00+22.31

BITIE 22.43+2.36" 142.15+19.68"
XERAL VAYFRT 28(13/15) 55.04+8.20 25.92+2.64 156.68+21.82

BT E 22.31+2.42¢ 143.72+18.97
a5 DBP/ FPG/ TG/ TC/
(mmHg)  (mmol/L)  (mmol/L)  (mmol/L)
VRITYL IBITHT 96.72+8.34  6.78+1.20  2.13+0.81  5.58+1.02
JRITIE 83.29+7.95% 5.84+0.96" 1.59+062*  4.38+0.90°
XTREAL IBITRT 96.0427.52  6.71£1.25  2.15£0.69  5.67+1.10
JRITIE 83.16+8.05¢ 5.79+1.03* 1.83+0.65° 5.01+1.05°
a5 HDL/ LDL/ HOMALIR Visfatin/
(mmol/L.)  (mmol/L) (ng/mL)
RITYL IRITET 1382025 3.65+0.81 4.89+1.08 179.71+33.83
JAITIE 1.4140.26 2.44+0.68" 3.34+0.87 103.85+27.15%
XPREAL JAITET 1.39+0.23  3.71+0.84 4.88+1.04 173.52+31.77
JAITIE 1.40£0.21 2.98+0.79° 4.06+0.95° 172.38+30.89
BTV HUE ©P<0.05; ST IRIATT IR HER "P<0.05
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