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The study on prevalence of MONW in physical examination people and its relationship with
insulin resistance
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('Department of Health Management Center,’Department of Endocrinology,the First Affiliated Hospital of
NJMU ,Nanjing 210029 , China)

[Abstract] Objective:To screen the prevalence of metabolically obese but normal-weight (MONW) in physical examination
population, and to detect blood pressure (BP), fasting blood glucose (FPG) and fasting insulin (FINS) of MONW and investigate the
correlation between visceral fat area (VFA) and insulin resistance. Methods:A total of 4 552 people,who had underwent
investigations for body component measurement in the health management center of the First Affiliated Hospital of NJMU,were
chosen to screen the prevalence of MONW. From the 4 552 people,794 were randomly selected to detect BP,FPG and FINS at the
same time. We calculated the value of insulin resistance index (HOMA-IR) and analyzed the relationship between HOMA-IR and
VFA. Results: The MONW morbidity of the Health Management Center of the First Affiliated Hospital of NJMU was 11.25%. The
incidences of abnormal BP and FINS in MONW were 30.11% and 3.26% ,respectively,which were both higher than those of the
healthy group (P < 0.001). No matter the body mass index (BMI) was in the normal range or abnormal,HOMA-IR of the VFA =
100 c¢m? group was higher than that of the VFA < 100 ¢cm? grougP < 0.05). Conclusion; MONW is common in physical examination
people. The proportion of abnormal metabolic state and insulin resistance were increased in MONW. Its mechanism may be related to
the accumulation of visceral fat.
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e H =R MLAE , A2k 2 FROHE DR | e i He JXUS: 1 15
%, MONW XM K H Ruderman!F 1981 4F
fE iy (HRZE H AR B2 E PR A A2 WinifE . B
FBCAT 2 1) A A ik o A F L= 334
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Table 1 Comparison of baseline data of groups according

to gender (X £ s%)
5 — B = e it B4 B b0 R AT A AAR 43 RS DN 1) Sy AL () e P
KK 3 AR 18~70 %, To= (1.0 il T 5 2 5 (n=2 243) 45.00  0.34 0407 0.685
BT, S 4 552 ) o R AT AR =2 309) 4600 £ 094
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Table 2 Comparison of baseline data of groups according to BMI and VFA (R + s7)
Sl F (R PN/ %) Gt P{H
MONW £H (n=95) 46.90 + 0.58 80/15 7 =0.329" P =0.742"
fEFR4H (n=169) 4590 + 0.56 126/43 7 yey=3.306" P 4:5=0.069"
BMI HEfEEH (n=65) 40.95 + 1.16 49/14 7 u=1.668" P 1:,=0.095"
RELJREZH (n=228) 42.89 + 0.49 193/35 7 p=1.664" P 445=0.197"
a; MONW 20 54 RE2H oA ; b BMI IR E2H 5 MR e Lo g,
2.2 MONW #% % & MONW ABERMIGARFH8 N (F4),
B EER %3 MONW WEFE
PRKE ANFE MONW ol BB R A 11.25% , HHpA Table 3 The prevalence of MONW
[P 2 (3] MONW B R LI 22 T A Gt E WL b N Tk TE
(x*=58.178,P < 0.001), LI B IEM R EE R, N YN % o2l SN 4552 2243 2 309
. 4 LAY il o 1 32 MONW A% 512 171 341
14.77% (3% 3) ; MONW 41 BP FINS S 19 &t %1 ) 1125 26 1477
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Table 4 The incidence of metabolism abnormality in the MONW group (%)
ax::| (Y46 e =140 mmHg FBG v FINS 5%
H/ ST IE =90 mmilg) (=6.1 mmol/L) (>173 mmol/L)
{HFELH (n=169) 17.02 18.34 0
MONW #H (n=95) 30.11¢ 20.00 3.26"

a: SHEFEALILE, X wi=8.951, P = 0.003; b R UIMER L, SHERLLILEL, P = 0.046,
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x5 KEEERBER VFA 5 HOMA-IR

Table 5 Comparison of VFA and HOMA-IR in the normal BMI and the abnormal BMI group

(X £ s%)

o BMI iF % (18.5~25.0) BMI = 25.0
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