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Relationship between BMI, WHR and brachial arterial vasodilation function of
middle aged patients with impaired glucose tolerance
LIU Yt Ping', LI Jiar Wei*, LIN Wer Qiang®, et al
(1. College of Physical E ducation and Sports Science, Fujian Normal University, Fuzhou 350007, China ;
2. Department of U ltrasound Diagnosis, Fufian Provincial Hospital, Fuzhou 350005, China ;
3. Xiamen University Hospital, Xiamen 361005, China)
Abstract: T he purpose of this study was to dis 75¢0GTT. HOMA-IR was caculated and statis
cuss the relationship between MI, WHR and  tics was analyzed. The result showed that BMI
vascular endothelium function of middle aged pa and WHR had relationship with BMI, WHR,
tients with impaired glucose tolerance. 101 per- ADia P%, ET - 1, OGTT2h glucose, fasting
sons diagnose4d as IGT, aged between 4559 blood glucose, fasting insulin, CNP and HOM A-
were detected on BMI, WHR, ADiaP%, ADia IR, and BMI had relationship whith ADia N% .
N% , CNP, ET-1, OGTT2h glucose, fasting Compared with those of the overweight group
blood glucose and insulin after taking and obesity group, ET-1, CNP, ADiaP%,
ADiaN% , fasting blood glucose, OGTT 2h glu-
cose, fasting insulin and HOM A- IR were differ-
ent between the normal group and the obesity
group. ET-1, fasting blood glucose, OGTT2h
glucose, fasting insulin and H OM A-IR were sig

: 2016 02 16 22010 04 08
: ( X0850028/
2008]0272)

(1966), ) > ) nificantly different between overweight group

and obesity group. The comparison of fasting
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blood glucose, OGTT2h glucose, fasing insulin,
HOMA-IR, ET-1, CNP and A DiaP% were dif
ferent between normal WHR and
WHR. It was concluded that the percentage of
body fat and distribution of body fat influenced

vascular endothelium function, glucose metabo-

abnormal

lism and insulin sensitivity of middleaged pa
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tients with impaired glucose tolerance. BM 1 and
WHR were related to vascular endothelium dys
function, insulin resistance, abnormal glucose
metabolism.
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(homeostasis model as
sessment, HOM A) :
HOMA-IR = FINS(mIU/L) x FBG(mmol/ L)/
22.5, FINS , FBG
1.2.3 WA #ETIR
, (IN-
BODY3.0, )
BMI WHR
BMI : 18. 523. 9kg/ m2
24-27. 9kg/ m2 >28kg/ m2 1
101 BMI ;
WHR  >0.9 >0.85 101
WHR
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R Pearson BMI WHR
, , : BMI
ADia P %( ADia P % = 60 - ET-1 s CNP ADiaP% ADiaN%
)/ x 100%) : WHR  ET-1 ,  CNP  ADix
( 5 60 ), P% : BMI
WHR 1
10% ( ADiaP % 210%)
( ADiaP %< 10%= 1 1 BMI WHR
(2) A BT CNP ADirP  ADiaN
BMI 0.507%  -0.568*  -0.588*%  -0.209*
WHR  0.474*  -0.560*  -0.539% -0.169
15 , 2 ,
ADirN % ( ADie 22 BMI WHR 5 RS AR Bl &R 6 48
N %= 0. 4mg 60 - RHE
)/ x 100%) Pearson BMI WHR
( 0.4mg , '
: BMI WHR OGTT2h
10% (ADirN% >10%) HOMA-IR » BMI
( ADieN %< 10%) 7 WHR 2
1.3 %t 4
; 2 BMI WHR
, LSD AR FM e OGTT2h w42 = MMEZE  HOMAIR
Pearson BMI 0. 746* 0.834* 0. 862* 0. 866+
SPSSIL. 5 WHR 0. 725+ 0.757% 0. 813* 0. 814*
,P < 0.05 ,P< 0.01 E. % P< 0,05
) 2.3 T F BMI 5 &R H ik HERM AH R
N b g
2.1 BMI WHR 58 /% it e 4a%
3 BMI
3 BMI iE % BMIAE BMI & ¥
F& AR F p
(n=21) (n= 58) (n=22)
ET1 113.27%£12.70 136.6132. 06* 160.56 £38. 00* A 12.790 < 0.01
CNP 26.88X9. 60 16. 28 £5. 99 14.17%3.19% 25.676 < 0.01
A Dia P% 17.90%7. 25 8.99+3.69* 8.01 1. 24 37.291 <0.01
A Dix N% 20.70%5. 43 17. 75 1 4. 54 18.09%1.06* 3.780 < 0.05
73 M dn K 5.0010. 22 5.5910.37* 5.92£0. 17% 48.647 < 0.01
OGT T2h o #4% 6.2310. 41 8.80t1.17* 9.72%0.68* A 78.754 < 0.01
TR & 9.66X2.75 21. 66 7. 76%* 38.00%5.65% A 101. 078 < 0.01
HOM A IR 2.30%0. 66 5.54%1.96% 10.13X1.71* A 113.797 < 0.01

Ei* BEF ML p< 0.05 A 5T MILE p< 0.05
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, 2.4 RF WHR 5 B R ke #aR 82 S & 8
: BMI ET-1 CNP R heay P g
ADiaP% ADiaN% OGTT2h t WHR
HOM A-1IR ; s
" :ET-1 OGTT2h ET-1 CNP ADiaP% OGTT2h
HOMA-IR s HOMA-IR , ADia-N%
CNP ADia-P% ADiaN% 4
4 WHR
i E¥ WHR f% WHR . )
(n= 37) (n= 64)
ET 1 128.36%27.32 151.99%39. 46 3.220 < 0.01
CNP 20.05%9.07 14.52%3.09 4. 463 < 0.01
ADix P 12.07£6.72 8.14%X1.44 4.518 < 0.01
A Dia N 18.40%5. 11 18.49%2.78 0. 115 > 0.05
7 M o A 5.3610. 43 5.85%0.20 7.793 < 0.01
OGTT 2h fo 4% 7.80%1.53 9.61%0.57 8. 521 < 0.01
= MRS & 16.47%7.63 33.5318.40 10. 163 < 0.01
HOM A IR 4.17%2. 02 8.79%2.40 9. 858 < 0.01
3 )
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