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Research on the relationship between the traditional Chinese medicine typing of acute cerebral infarction and
the concentration of endothelin, blood glucose and serum lipid HU Wan-hua, CHEN Bing, ZHANG
Zhi-giangs ZENG Yao-ming, XI Jing-giao. Wenzhou Traditional Chinese Medicine Hospital, Wenzhou
325000, Zhejiang ,China

[Abstract] Objective: To explore the relationship between the traditional Chinese medicine (TCM)
typing of acute cerebral infarction and the concentration of vascular endothelial growth factor (VEGF), fasting
blood glucose (FBG) and serum lipid. Methods: Ninety cases of acute cerebral infarction (ACI) were divided
into three groups, including phlegm - heat viscus - sthenic GGR#FSLHE) , up - stirring of wind - Yang (K k L
#iE) and deficiency of liver - Yin and kidney - Yin (JF'® BH B iE) types (each n=30); while 30 healthy
subjects were taken as the control group. Their VEGF, FBG, total cholesterol (TC), low - density
lipoprotein cholesterol (LDL -C), triglycerides (TG) and neural defect score (NDS) within 72 hours after
onset were determined. Results: Compared with the control group, the levels of VEGF, FBG, LDL - C raised
significantly in the ACI group (all P<C0. 01); the levels of VEGF and FBG were increased higher and higher in
the sequence as follows; the type of deficiency of liver — yin and kidney - yin, up - stirring of wind - yang and
phlegm - heat viscus -sthenic, and the results had positive correlation with the NDS; while the LDL - C
concentrations among the three groups had insignificant difference (all P>>0.05). Compared with the control
group, TG and TC had no significant difference in patients with ACI (both P>>0. 05). Conclusion; VEGF and
FBG participate in the formation and development of ACI, and they might infer the type of TCM, outcome and
severity of ACI. Possibly, LDL - C is one of the pathological factors leading to cerebral infarction, however,
the relationship between ACI and TC or TG is unclear.
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Table 1 Comparison of plasma VEGF,FBG and NDS

levels in each group (x£s)

a5 BB HD MmX VEGF(ng/L) % MM (mmol/L)  NDS(4H)
E¥HEL 30 62.75422.07 5.0340,82
FAE LI 30 247.954+15.81% % 8.104£2.13**+ 150143547
Rk b RIE 30 224.63+25.32°4  7.82+1.85%2 13,262,658
JiF B B 30 102.85+17.25%  6.1340.78* 8.9543.21
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Table 2 Comparison of serum lipid levels

in each group (x+s) mmol /L
5 F8FD TG TC LDL-C
E#HXRA 30 4.66+1.12  4.06+1.69 1.36+0.34

RRWEIE 30 5.17+1.38 4.13%+1.50 3.51+0.53*

Kk LR 30 4.76+1.13  4.244+1.27 2.564+0.43*

5 BB R I 30 4.72+0.86  4.85+1.21 2.61+0.38*
T HIERSRE R, » P<0.01
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