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1.2 T2DM fyizWibrifE (1) 7 S 808 i aE R (2 IR . 21K
FIR RE fift B 0 M 5 0 R B &, BE HL I BE K F 8 % F 11,1
mmol/L 8§25 I i (FPG) =7. 0 mmol/L, B 5 B %5 (2)

BERA. S HEE N 3. 5% ~6.5%; GLU | & % i HK/
G6PDH #:,Z:#3i il 3. 50~6. 10 mmol/L;PA, TP, Alb.B,-
TEREE 1 IE B () SR JH 90 S g BT Ll i, 25 3 1l 43 50
H0.17 ~0. 42,65~ 85,40 ~ 55,1, 75 ~ 2. 65 g/L, < 300
mmol/L, TC Wl & 5% i CODCE-PAP #:, % % {i Jy (3. 10 ~
5.20)mmol/L; TG il GPO-PAP ., % i Bl K (0. 56 ~ 1. 70)
mmol/L; HDL-C,LDL-C f§ CEH/CHoD #: , 2 % i [l 4> 3
(1.00~1.55), (1. 90~3. 10) mmol/L; Cr i URO-PAP ¥ ,%
2 a2 (54~133) pmol/L; HS-CRP 3R F #2359 06 T 20
B, B (0~3 mg/L) L33 ADVIA2400 4= A g4
A3 BT AL KR 0 ADVIA2400 42 H 3l 4 4k 43 57 40 Y e &k
75 IR FFRUE S AT R IE
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xR A, T2DM 4 FPG il 2hPG 7K S 2 bb x B8 2H
B (P<C0.01) (3 1), T2DM 4 HbAlc, TG,LDL-C, Jl§ &
(a) \hs-CRP 7K V-3 Lt % B 41 755 (P<C0. 05) , HDL-C, Alb.Cr 7k
S35 B HR 4 A, o iR & 1 (2) W HbALe . TG 7K - B W 3 &
(P<0.01), i HDL-C, Alb,Cr 7K 3 M| & 3 B A% (P<<0. 01) ,
TC.PATP.B-MIRE A K P K ZER LG I E L (P>
0.05),IL5& 2.3,

T2DM 41 HbAlc 5 TC,TG,LDL-C,J§% [1(a) . hs-CRP
SEIEA 56 (P<C0. 05) , M 56 R £ 43 4l 24 0. 283,0. 296.0. 522,
0.323.0.199,5 HDL-C.TP £ i tf 3¢ (P<C0. 05) , # % R E 4
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*1 Y ER4AF T2DM 22 FPG #1 2hPG %R (7+5)

2H 5 n FPG(mmol/L) 2hPG(mmol/L)
FPG<(6.11 mmol/L 3+ H& J5 2 h i # (2hPG) <<7. 8 mmol/ — 163 4 734036 5 8811 62
L, NIEH ; (3)FPG<{7.0 mmol/L,2hPG>7. 8mmol/L,{H/NF
11.1 mmol/L i S 8Tt f WK (IGT) , FPG=6. 11 mmol/L, 1 2>V BE 93680 886252
/NTF7.0 mmol/L. 2hPG << 7. Smmol/L Wy 75 I8 ML ¥ #5115 ¢ 8.312 5.573
(IFG), P 0. 000 0. 000
1.3 ¥ HbAlc X H 3 EH BIO-RADD-10 HbAlc 43 #14% ,
& IFCC £ J5 ¥ 8¢ 1E - i 5] & BIO-RADD-10 HbAlc 43 #14%
*2 YEAM T2DM AE D AL IERE M E R (1)
a3 HbAlc TC TG HDL-C LDL-C JEE A (2)
(€Z3) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)

Xf B2 5.214+0. 46 4. 4840.92 1.554+0.72 1.3140. 36 2.5940.55 84.37455.32

T2DM 2 9.18+2.65 4.52+1.06 2.20E1.77 1.0540. 26 2.81+£0.85 173.574227. 62

t 19. 045 0. 409 4.493 —8.432 2.913 4.564

P 0. 000 0. 682 0. 000 0. 000 0. 004 0. 000

£3  XRAM T2DM AETEALIERR SR (75)

415 hs-CRP(mg/1) PA(g/L) TP(g/L1) Alb(g/L) B WOEREM (2/1) Cr(umol/L)

X R4 1.5640. 68 0.30+0.06 73.9544.98 46.25+4. 88 2.12+0.56 83.09+15. 43

T2DM 24 6.61+22.68 0.75+4.11 71.0247.23 40.6945. 06 2.40+1.46 63.354+21.16

t 2.840 0.533 1. 682 —5.053 1. 856 —6.019

P 0. 005 0.594 0.093 0. 000 0. 064 0. 000
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b r{d P1H
PA 0.057 0.555
TP —0.195 0. 030
Alb —0.164 0.057
BTk H —0.153 0.107
Cr —0.118 0. 250
TC 0.283 0. 002
TG 0.296 0.010
HDL-C —0.412 0. 000
LDL-C 0.522 0. 000
8 H () 0.323 0. 001
hs-CRP 0.199 0.035
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