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Figure 100 Prevalence of the metabolic syndrome from ATP 111 definition (Tanno-Sobetsu study).

Based on reference 4.

Table 100 Hazard ratio for cardiac events[] Cox’s Proportional
Hazards Regression

Table 200 Multiple regression analysis (Criterion variable:
Accumulation of risk)

Hazard ratio (950 confidence interval) B t p
Non-MS 1.0 AGE 0.117 3.003 <0.01
HT (+) 2.37 (1.18-4.78) p=0.016 BMI 0.342 8.522 <0.01
AO (+) 2.04 (0.96-4.34) p=0.064 120-IRI 0.213 5.323 <0.01
HTG (+) 2.20 (0.82-5.90) p=0.117 Adjusted R? = 0.203
LHDL (+) 2.07 (0.88—4.86) p =0.095
HFPG (+) 2.20 (0.82-5.90) p=0.117 3 t 0
Adjusted for age, smoking and total cholesterol
Takeuchi H et al. unpublished data. AGE 0.100 2.650 <0.01
BMI 0.352 9.279 <0.01
HOMA-R 0.249 6.545 <0.01
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Adjusted R? = 0.222
Based on reference 4.
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Figure 200 Comparison of TNF-« in epididymal fat and skeletal muscles.

Based on reference 7.
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Figure 300 Comparison of GIR and TNF-« in soleus muscles in each group.

Based on reference 7.
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Figure 40 The effects of adiponectin with ACE inhibitor or ARB.

Based on reference 10.
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Figure 500 Comparison of epididymal fat in each group.

*:p < 0.05 vs control, T: p < 0.05 vs FFR
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Significance of Insulin Resistanceto M etabolic Syndromein Japan
Katsuhiro Higashiura and Kazuaki Shimamoto

The Second Department of Internal Medicine, Sapporo Medical University School of Medicine, Hokkaido, Japan

Key words: insulin resistance, metabolic syndrome, renin-angiotensin system, adiponectin, TNF-«

Insulin resistance and compensatory hyperinsulinemia are recognized not only in type 2 diabetes mellitus (DM) but
also in essential hypertension (EHT), hyperlipidemia, and obesity; these are known as the components of metabolic
syndrome. We examined the relation between insulin resistance and the accumulation of the components of metabolic
syndrome in residents of rural communitiesin Japan. To assess the existence of insulin resistance, we used a practical
index based on the euglycemic-hyperinsulinemic glucose clamp method. We defined that the subjects with value of
HOMA-R > 1.73 have insulin resistance. The number of the components of metabolic syndrome was particularly high in
subjects with HOMA-R > 1.70. When residents of rural communitiesin Japan were followed for 8 years, the incidence
of cardiovascular diseases (CVD) was higher in subjects with insulin resistance than those without. These findings
suggest that insulin resistance underlies a significant part of metabolic syndrome, and insulin resistance is one of the
major facilitating factors of genesis and progression of CVD. An angiotensin converting enzyme inhibitor and/or an
angiotensin |1 blocker modulated adipocytokines, such as a TNF-« and adiponectin, improved insulin resistance. Thus,
inhibition of the renin-angiotensin system played a significant part in treating metabolic syndrome with hypertension.

(J Jpn Coll Angiol, 2006, 46: 353-358)
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