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Relationship between serum insulin-like growth factor 1, lipid and Chinese

medicine syndrome differentiation of type 2 diabetes mellitus
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Abstract: Objective To investigate the relationship between serum insulin-like growth factor 1 (IGF-1), lipid and
Chinese medicine syndrome differentiation of type 2 diabetes mellitus (T2DM) and its clinical significance. Methods A
total of 58 patients with T2DM who received treatment from 2014 to 2015 were selected ,and they were divided into dry-heat
impairing lung syndrome group (n =30) and deficiency of the spleen Qi syndrome group (n =28) according to the
different type of syndrome,and 28 people without T2DM in the same period were selected as control group. The levels of
fasting blood glucose (FBG) ,insulin sensitivity index (ISI) ,IGF-1,triglyceride (TG) ,total cholesterol ( TC) ,high density
lipoprotein cholesterol ( HDL-C) and low density lipoprotein cholesterol ( LDL-C) were compared between the two
syndromes group and control group. Results In the order of control group,dry-heat impairing lung syndrome group and
deficiency of the spleen Qi syndrome group, the levels of ISI,IGF-1 ,HDL-C decreased and the level of TG increased ( P <
0.05). The FBG of dry-heat impairing lung syndrome group and deficiency of the spleen Qi syndrome group were
significantly higher than that of control group (P <0.05) ,but there was no difference between the two groups (P >0.05).
LDL-C in deficiency of the spleen Qi syndrome group was higher than that in control group (P <0.05). There was no
significant difference in TC among three groups (P >0.05). The correlation analysis showed that IGF-1 was correlated with
ISI. Conclusion The abnormalities of serum IGF-1 and lipid are related to T2DM. Deficiency of the spleen Qi syndrome is
the key pathogenesis of insulin sensitivity abnormality in T2DM.
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