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Observation on Regulating Effect of Huatan Maitong Tablets on Serum ox-LDL and IL-6 in
Patients with Carotid Atherosclerosis of Phlegm Stasis Type

HUANG Hao, WANG Xiaoteng, HONG Jun*
(The Affiliated Hospital of Traditional Chinese Medicine, Xinjiang Medical University, Urumchi, Xinjiang 830000, China)

(Abstract] Objective To observe regulating effect of Huatan Maitong Tablets on oxidative low—density lipoprotein (ox-LDL)
and interleukin—-6  (IL-6) levels in patients with carotid atherosclerosis (CAS). Methods A total of 65 CAS patients meeting the
inclusion criteria were randomly divided into control group (32 cases) and treatment group (33 cases). The control group was treated
with aspirin enteric—coated tablets and atorvastatin calcium tablets; and the treatment group was additionally treated with Huatan
Maitong Tablets orally on the treatment basis of the control group. The course of treatment was 6 months. Changes in serum levels of
ox-LDL and IL-6, and carotid intima—media thickness (IMT) were observed and compared between the 2 groups before and after the
treatment. Results After the treatment, the serum ox-LLDL level in the 2 groups was decreased compared with that before the treatment,
and the difference in the treatment group was statistically significant (P<0.05), with its decrease extent more obvious than that in the
control group (P<005). After the treatment, the serum IL—6 level in the 2 groups was decreased compared with that before the
treatment, but the difference was not statistically significant (P>0.05). There was no statistically significant difference in IMT between
the 2 groups before and after the treatment (P>0.05). Conclusion Huatan Maitong Tablets combined with Western medicine can
obviously decrease serum ox-LDL level in patients with CAS of phlegm stasis type, which can achieve the purpose of protecting
vascular endothelium.
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