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A Clinical Study of Dangua Humai Oral Liquid on Cardiovascular Risk Factors among Patients with
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ABSTRACT Objective To study the influence of Dangua Humai Oral Liquid on inflammatory mark-
ers and cardiovascular prognosis among patients with high cardiovascular risks of type 2 diabetes mellitus.
Methods A sample of 70 participants were randomly assigned to an experimental group(35 cases) and a
control group(35 cases). Participants in both groups received routine therapy of conventional diet, exer-
cise, hypoglycemic agents, antihypertensive agents, hypolipidemic and antiplatelet agents. Participants in
the experimental group received Dangua Humai Oral Liquid additionally. Participants in both groups were
treated for three courses and each course lasted for eight weeks. Outcomes were compared before and
after treatment in the two groups including the changes of body mass index (BMI), waist hip ratio (WHR),
serum total cholesterol (TC), low density lipoprotein cholesterol (LDL-C), high density lipoprotein choles-
terol (HDL-C), triglyceride (TG), systolic blood pressure, diastolic blood pressure, smoking, and high
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sensitive C-reactive protein (CRP), tumor necrosis factor-a (TNF-a) interleukin 6 (IL-6), homocysteine
(Hey), glycosylated hemoglobin (HbA1c), fasting blood glucose (FBG) and postprandial blood glucose
(PBG). The efficacy of Chinese medical syndromes after treatment was compared between the two groups.
The incidence of coronary heart disease, endpoint events and hypoglycemia in the patients during follow-up
were recorded. Results At the end of the 3 treatment stages, 69 patients in each group were evaluated.
Compared with before treatment, the CRP level in the experimental group was decreased, and the TNF-«
level in the control group was increased (P <0.05). Compared with the control group, the levels of TC and
LDL-C were increased in the experimental group, and the levels of TNF-a, CRP and IL-6 were decreased
(P <0.05). In the experimental group, HbA1c in the second stage and PBG and HbA1c in the third stage were
decreased (P <0.05) after treatment. The insulin dosage in the experimental group was (28 +6) U, which was
lower than that in the control group [ (36 +9) IU,P <0.05] after treatment. Incidences of the newly diagnosed
coronary heart disease, the total endpoint events, and the total number of hypoglycemia reactions in the ex-
perimental group were lower than those in the control group (y” =4.538, 5.966, 4.577, P <0.05). Conclusion
It has been preliminarily observed that Dangua Humai Oral Liquid for reducing the serum inflammatory mark-

ers and improving prognosis participants with high cardiovascular risks of type 2 diabetes mellitus.
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