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Study on the Relationship between Visceral Adiposity Index and Glucolipid Metabolic Disorders
Yu Xue',Li Mingian® , Guo Jiao'?
(1 Guangdong Metabolic Disease Research Center of Integrated Chinese and Western Medicine ,Guangzhou 510006 , China ;

2 Guangdong TCM Key Laboratory Against Metabolic Diseases Institute of Chinese Medicinal Sciences, Guangzhou 510006,
China; 3 Institute of Clinical Pharmacology, Guangzhou University of Chinese Medicine, Guangzhou 510006, China)
Abstract Objective:To investigate the correlation of Visceral adipose index ( VAI) and glycolipid metabolic disease (GLMD) ,
and calculate a clinical point of tangency VAI to GLMD,which provide reference for the early prevention and treatment of clinical
glycolipid metabolic disease. Methods: A total of 1810 samples were included. Ways were used to measured weight, height, waist
circumference (WC) ,to calculate Body Mass Index (BMI) ,waist-high ratio (WHtR) ,and to separate them into different groups.
The SPSS 19. 0 ( Statistic Package for Social Science) analyzes statistics was adopted. Measurement data of normal distribution was
indicated by (x +s) and % (percentage). Normally distributed data use one-way analysis of variance. Non-normally distributed
data use non-parametric rank and sum test,spearman rank correlation and trend chi-square test for analyzing. When the data is P
<0.05,it means that statistical significance exists. Results: VAI is correlated with GLMD. The VAI clinical point of tangency of
GLMD in male is 2. 0. The females’ clinical point of tangency of is 1. 96. The young patients’ clinical point of tangency of is 2. 06
The middle-aged is 2. 0 and the old is 1. 96. Conclusion: The correlation between VAI and GLMD is superior to BMI, WC and
WHIR. Tt shows that VAT have predictive value for complex and comprehensive disease as indicators of GLMD's early diagnosis for

the prognosis of the disease.
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