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[RBEIE] AAS, Bk RAERBMEIK, Mk, RS IR KA SRBEKE

[ ZE]| BH#H HITFBEAZRRELLEARARE FHERSFBERMOXF. FE KR Philips 1U-22
BHE % LA F LU R AR IE IR F EF R R FRR Ao b R 54T, SF AT AT S04, BR () #
A E BRSO EREIERAR R AL S FRBFALOREEEBELRANIHH. () Bt E
B R R R E TSR ERAR O RAFENZ X BR2h ot 5N EEFAS AT T FME R,
IR R AR TR RS TR S EF A, 2 mAZ M R KRR A R £ A (3) B EEF Fomk
1K LG FR A B A BRI AT KRB R EF BA 2 F M E L (P< 0.05), ML aR A 2 3E R R B 47 3K
ARG ERFALEFBRATFEL. (4) FTFHEATZRARE L IEAIRA AR AT K E 285 R E FH 484 F X
16 2h AR R EANK (r=0.269, P< 0.05) . (5) % L& F @2 547 KA, 0 IR# HAZA F X5 2h b 48K AR F
F 48w F AR E H LB R A AR AT IR A R M R &, L FHHE XA Yapiers = 0. 981 x OGTT2h 248 K & + 7.
608. L5 ¥ FHEAT AR E H AL S) bk B AT R RE R AT F R o A b K AR AR R AR, @ RS F K
R PIRF A Z XL 2 h wBOFFEFFETZRIKREZ AR R G T AT ZGEA,
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[ ABSTRACT] Aim Discuss the relation between vascular endothelium function, body composition and glucose metabolism
in middleaged patients with impaired glucose tolerance. Methods Adopt the Philips IU-22 color Doppler ultrasound diagnos-

tic system to detect vascular endothelium function, body composition and glucose metabolism indexes, and process a statistic analy-
sis. Result (1) The rate of impaired glucose tolerance group to catch coronary heart disease, the positive rate of diabetes
family history and family history in cardiovascular disease, are all obviously higher than the normal glucose tolerance group.  (2)
Compared to the normal glucose tolerance group, the BMI, BF% , waist circumference and 2-hour postprandial blood glucose of
the impaired glucose tolerance group show significant difference, while the WHR and Fasting blood glucose are obviously higher.

There is no significant difference in the SBP and DBP between two groups.  ( 3) There is significant difference in the brachial arte-
rial ADiaP% between two groups, while the brachial arterial internal diameter and A DiaN% show no significant difference.

(4)The ADiaP% of middleaged impaired glucose tolerance patients is related the OGTT2h blood glucose.  (5) The multivariate
successive regression equation of ADiaxP% in the middleaged impaired glucose tolerance patients show a predictor variable: OG-
TT2h blood glucose. Conclusion Brachial arterial vasodilation dysfunction exists in the middleaged impaired glucose toler-
ance patients, and the indexes of body composition and glucose metabolism change. Meanwhile, the abnormality of insulin resis-

tance and OGIT2h blood glucose play an important role in the brachial arterial vasodilation dysfunction of middleaged IGT patients.

B i B R G (impaired glucose tolerance, IGT) A& [ 2 Tk R 99 (type 2 diabetes mellitus, T2DM) 33 1) A1
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55, AT RN MG &7 5k THREIIIRES, N R ThRElEns 5
AR 2k R BV, BEJ2 CVD R 198 3 2L Al
N CVD ()5 BRSO, FE-5 BB B A i 5 2 P %5 1)
FHOC, 2 (S0 PR ML H ACRE I AR B A OB BR 1Y,
FEVF 22 O M85 R 9 O R ML) Pt 2 B R A
HAETRT IGT ANBEIME WA & HE IGT B #14k k
S AR TR bR X R R E D . AT
Rl oA IGT B8 8 N B DhRe A s oy B AR i 4
bR, BRIV 4R IGT B3 L I R Thee 5 ik & &
BT R FEARB IR R

1 NREFHE

1.1 R

FERRMH AL X F g X 45~ 59 2 AKX E
R, fBATI Rz —HEATRAAR (1) Y
BHmERE RS, MAETEHET; (2 EL A
£V 25%: KR 4540 ( body mass index, BMI) >
28 ke/m’ #; 3 BMI< 28 ke/m’, 18 B 14 FE Bl 290 cm,
oV JEEE 280 am #; @ B LW B B TS 09 #
VU oA E L E, (B k4 E <159 mmHg, 47 5 & <99
mmHg #; YRPWAMBEREE, BERERK
8,

BAEU EE R & L AR 129 6, K EH#AT
I JR A & o 0 R A 27 42 Y & 12 32 (oral glucose toler
ance test, OGIT) , % & T it & & # & N o 7 % &
(1)OGIT2h %% 7. 8~ 11. 1 mmol/L™ ; (2) 4E %R Y %
B LR E; (4) kRN EHAXRER. REFA
FRAER IGT B4 61 fl, 2+ F 4 55 #l, L& 6 #,
Fih 49.8 T4.8 ¥, FH S EAET £ IEF (normal
glucose tolerance, NGT) & 22 | 1E % *f B, H & F &
10, &t 12 6, £ 45 50.4 4.5 %, il k&
HERD L HERE,
1.2 FEMHERENEROREEERNSIRE

% BB SCHR[ 2], R A & b A LB k0 & A B
EEDRhEHOBERE. RE—KMEUDREZE
75¢g, AT HOREEEEZ|. 2 RAE % ¥ /5 30 min.
1 h2h#4h B mBEKE.
1.3 FEASIEARMIR

K A e LA & A A 49 3R X (INBODY 3. 0, % &
AR RERERBENERRERNAHRENZH
BMI. JE R . E&E L fr iR R B o B F 3647
1.4 ZEMRESFEKFERESEZRAENNE

BRAABES 12h IR S E AT XA RS

% E(RIA) WE, BE FRRERSHER (ho
meostasis model assessment, HOMA) B9 f 5 % # #1045 2%
% K: HOMA-TR= FINS(mIU/L) x FBG(mmol/L) <+22.
5, A F FINS 4 % ik & % %K B, FBG = M i ¥
wE
1.5 BEzhRkINE PR AR5 14 &F Sk Th B E

% Jf Phlips /A 5] By TU-22 % % & 8 & & 4 iy
B, FKIRE 3 MHz, %Ak # BUWEME, 7 5 ik &
FUNEGE EEEBFEN Al OB TR, UE
MEAFTESem ¥ MEE, THXTLE2~17.5
am XK —FEH12.5em . Y¥HELETAHM
b2~ 15 em &, BB RAE, TOEFKH
(AFCEEETRR K AR AKRESTHNE ZR
Mk mERNE, BRETFHEENERAE. KF
Mk m JE E 300 mmHg # 42 5 min, LE K EZE 0
mmHg, % /E 1 min B WL k&R AR E. A EK
Hobe i €7 7K 34 R R RORL W e i B P9 R AR X T AR A
NEZMHE 2 £k k7T, Bl ADiaP%[ ADiaP%
= (REImn HmERANE- EARNE) ~E0
W& x100%] . % ADicrP% 210% Nk A4 B 2h ik i
ERBMEFHRGEEE, TUASRED,
1.6 BEENBKIEILE R (54 &F sk Th &8I E

ZREFMRE 15min 5, & A RARH 0.4
mg, Smin FEHFNELMARZ, AEEMEREE
EEBNES AR, NEFER L. tERSEE
Mg HNZEENE S ADiaN% [ ADiaN% = (F T
A MAEHEHHO0. 4mg B 1 mn MERNE- £RLA
7Y ~EBAE x100%] . & ADiaN% 210% N ik
AR A BRI KA ER, ENARE .
1.7 Zit=4aiE

FA B ER A x s 20, AEREA £
B, A 3% 4 H7 K A Pearson 8 28 A8 3% 47 35 BL )
EERKNENTNEEZRZ TES EHEL . Kif
J SPSS11.5 3 #1T. FTAE MG TR K AR
A%, P< 0.05 R~ HRFRITFEN, P< 0.0l
FNEEELELZTFEL

2 &R

2.1 MRMRBIEKER

PR ZELGT SR P 1f A R F A s PR B Rk L3R 1. BT L
FEWS 0O F TCHDLC.LDLC. Y 4 [ « £F 5K [ Al 75 1t
TR 2K TG S AE P 2H [R) O BH 6 22 %5 1GT 201 TG &
A7 S K PRIPT SR S RO I 99 3%k Sk v T NGT
H, ZRBAFREEZN(P<0.05).
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® 1. MR RBIER TR

- NGT 41 IGT 41
(n=22) (n= 61)
FER(F) 50.4*4.5 49.8 4.8
02 # YK/ min) 76.2£10. 8 74.619.6
TG( mmol/L) 1.56+0.23 1.78 0. 26"
TC(mmol/L) 4.59 £0. 34 4. 81 0. 58
HDLC(mmol/L) 1.48 £0.31 1.42%0.32
LDLC( mmol/L) 3.1810.83 3.42%0.91
I 4ii i (mmHg) 12613 129 16
&7 5K (mmHg) 76112 81+13
T E [ n( %) | 1(4.5%) 15(24.2%) *
BRI Z [ n( %) | 2(9.5%) 23(37.1%)*
O ML BRI F R [n( %) | 3(13.6%) 23(37.1%)*
7o I 76 R 2 (% ) ] 5(22.7%) 19(30. 6% )

aN P<0.05 b P<0.01, 5NGI HLLE.

2.2 PRLAMNEE. B R BLBhBKET SR TN RE I E L5

TR Lot G A L 5 2 A5 4 B A Bl B ik
Tl e W E 45 BN K 2. B WL IGT 4 i Bk 3 Bk
ADiarP% W A T NGT 41 ( P< 0. 01), HOMA-IR.
OGTT2h ILFEMR FE 725 5 g & 2 7K 7 BMIT A [ B
B FE T NGT 4(P< 0.01) . P4 25 BE MK AN 4K
BB BB AAEREEZR(P< 0.05) .

*2. MARTUEIRAIELAR

B NGT 41 IGT 41
(n=22) (n= 61)
F: it P9 4% (mm) 4.37%0.71 4.45%0. 67
ADixP% 16.7% *6.3%  11.7% %3.6%"
ADixN% 18.9% £6.55%  17.4% £3.7%
HOMA- IR 2.45% *1.71%  6.97% £2.93%"
FBG( mmol/L) 5.09 %0. 38 5.73 £0. 48*
OGTT2h I ¥ (mmol/L) 6.41%0. 64 9.350. 58"
2 JE IR & 3 (mIU/L) 9.46 12, 46 26.90 £7.83"
BMI( kg/m?) 24.31%1.73 27.25%2.19
Ji Bl ( em) 83.93 5. 71 91.47 *4. 64
JE L 0. 85%0.08 0. 90 £0. 10°*
4 fig % 20.6% £3.9%  25.5% *2.8%*

ay P< 0.05, bA P<0.01, 5 NGI A%,

2.3 PEMTERREE BLE0BK A B kB &F 3K Th e

SERBEH. MPERH b IERE X &

R4 M K B, IGT 3% ADiaP% 5 OGTT2h
MREAR B 2 IEAH O, 5 HAh R bR T AR RPE (R 3) .

2 JCIZ L A A 40 M R BH, OGTT2h ILHE MK FE 2L IGT
H ADiarP% TN AL 8. RERER2 N 0.170, F
9°5.930,P 24 0.005. % B M 7.608, OGTT2h IiLHE
WERECN 0.981, TFEA Y ADirP= 7. 608+ 0.
9810GTT2h I FEIKJE .

R3. BT ERKEBELIIBK ADie P 5HAIRIRHEX S
HER

EiZI r P
7 G IR B FoKF 0.030 > 0.05
73 JE M VR S 0. 159 > 0.05
OGTT2h IfiL ¥E ¥R & 0. 269° < 0.05
HOMA-1IR 0.014 > 0.05
BMI 0. 058 > 0.05
4 I % 0. 047 > 0.05
I el 0.110 > 0.05
JH A L 0.132 > 0.05

3 1ig

S K FEAE AL ( atherosclerosis, As) /& — & 1)
A SRR, fE 2 BRI, KR AL O
AN KA YRR, E T CVD KAEKRER
Ad 2. B T2DM B MEE T F, K& s A8 B
S IR 5 FE AR A0 BT B0 A e ot P 0 L O B L B,
VT2 W T35 B0 IGT B8 3 O I 22 0 BB 3 A5
Mt EIEH H ¥ . Bk, IGT O L8 5 0% I = fa
Rl . mI 0L, IGT &3 1) 3 22 i A T 1o 0 R o 7%
IR A CVD B ZR G . K HALLSK, IGT AR A1
2RI, IGT FR3 Baysi e 538 i 1R N B, 3B I
R, e IG IR T2 B ER . ik, AR FEF
FHAS X A N B RS I 5 BR AR 1 192998 58 Bkkd
B B AR IC B RE A, B A R S Tl sk
SR N A AT 07 A, e i I A I R 1
BENER A RAREAEN. B, X7
PRIUE T 8= 1 IGT i th Zk th 28, TE Al 1 A i 928 1)
FEA

A NFEP, AR 0 TC.HDLC . LDLC ., Y& 4
JE EF 9K e K 5 I 998 2 T 52 4 FE 14 72 IGT 5 NGT
T AR ZE R, EEZENTE IGT A TG FBS
Fabr e 00 1 B R 8 NGT 21 B3 &5, i H IGT
HWE R o I S8 0 I B 95 8 oK IR SR B 1 2 L
NGT 1w £ R . XN IGT B 5O & 2 T+
R, AR B AN FIFR FE R CVD faks X 2
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RAE; IGT (1) BMIL JE [ B L R B B B3
Z5, MHAEHE LR RIL. RATF5R
B AR LA CVD BRI & 5 o RS BN 3, (EAT5 T
PAWLE] IGT 38 BA 5 A [RIFE BE )0 ML 58 R0 FR 1)
G A i A5 e e PR 2R PR SR AR

KETT R PR 1 ML 458 D Re PR o0 e 2
CVD Hy“ RIEFFRAR, Bl 2 AN R 8 2 R VA
O M8 RS SE A RO 2 M. L3S A B D) RE R A 2
As A 0 B AR 38 OO, 5 As BB PRI 1 R AR
REBEVIMK . As FEH, A E 40D RE = i i B
BAEH . MUE-T 1 UE & Fh R = AEH g s,
HEILRE 77 i A8 () R R, £E D e b 3R I D oK I 5 4
59, FPRIIREMI N % . AWFAR SR EIR: IGT &
5 NGT # A b, B2l ik L &7 5K DI B8 A Diar P% F&AIK
AHEENER. ANSHAE R A3

PEMN &K (ICT) & AMMUALE R, M HE S
g i R MUE AR AR 2R AL L BB R S5 AR 45 A RE O
17, BA @ RA CVD g e ™ o i ik sheg
PRS2 As HIZRBH AN ICBEIA Y, 76X HE AR IS i A
CVD By #fF 7o K B, A 2 Dy Re RS 5 IR %5 V) AH
S R R AR IR B R I IS R
TR TR AT [ B AR BE A RS, =2 K N T2DM Al
CVD — NEZ M G 2= AR EUEIE 75 10 =
WRERMEZEFERE. TR E AR E)
JEBEAN A 7E IE & FE i &2 0 2 BLER B RBURHE R
B i AR IR AR 9% () T2DM ) 2 % B
FEA, T X 7 T R A 2 L. FEAR 2 AR
NEZ%H, KRG NR D7 1 11 2 44 s 2 50 Bl 5
S E SR SRR R e s . A
BT R R FO B, IGT N |2 D R R A i
(] BMI AR5 % « [ FE A B L 39 5 NGT 35 i 3% 3
Bne BT UL, SR HE 1S 22 0 2 IS TG 0 3 2 2
ThEe LB E B AR EE" . IR R Moo
B L A S R 2R, R A 22 P AR A DR R 1Y
SR R ER, E RIRS T, Rt s
JBR & 2R ILRE AN RE4E 5 N BRI — S AL B & i v
PEFINO P22, JRE RN T N R 40 B A0 PE 5
EPIK DhRE 240, N R 4 M Th e &5, A3 A7 15 TR B 241K
PUE AR ML 0 A2 I fE B PR S . 3l AR SR TR
Y, B3 ik ADier P% A1 ADiaN% 5 B Bk IR & 31
T2DM, H % 25 B i B ok B 2% e o . AR ER 4y
Pearson A X AT 7L 7R AR IGT & ADixP%

5 OGIT2h MLBEA . ADirP% 12 70i& 2 [0 4 77
FER T 1 A TR AZ B OGTT2h MLkE. [, AL i
() S5 5 I B AR PR VTR B PR T s et A 2 A of
AR K. Kk, BB IR 5X
ez W HON R R R . mEARE AR R
Sy A AR B R YL S 9 B2 DhRe 2 1A ) AH EAE
TR R R AR PR 5 73 Bl Bk O RE AR AL 2 [R] 1)
KA ERZ.

g5 BRTIR, AR AR RE i E R A A A7 LR L B K I
EET IR T RERRAT B U B2 AR AR Y R AR R AR R,
M LR & =31 OGTT2h MLk i 7 78 TR 4E IGT &
BB ik i & 5K D e B AG R EE AR
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