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Effects of Folic Acid on the Incidence of Cerebral Infarction in Patients with Hyperhomocysteinemia Hy-
pertension

FENG Zhi-min', LEI Lu-wen', LIU Jia-xin’(1. Nanhai Hospital Affiliated to Southern Medical University, Fos-
han Nanhai District People’s Hospital, Guangdong Foshan 528200, China; 2. Guangdong Pharmaceutical Col-
lege, Guangzhon 510006, China)

ABSTRACT OBIJECTIVE: To explore the effects of different doses of folic acid on homocysteine (Hcy) concentration and the in-
cidence of cerebral infarction in patients with hyperhomocysteinemia (HHcy) hypertension. METHODS: 200 cases of HHcy hyper-
tension were collected from our hospital from 2011 to 2012. They were randomly divided into control group (not given folic acid) ,
folic acid treatment group A (Folic acid tablets 1 mg, qd)and folic acid treatment group B (Folic acid tablets 5 mg, qd), based on
conventional treatment. After 48 weeks of follow-up, the Hcy concentration and the incidence of cerebral infarction were analyzed
statistically before and after treatment. RESULTS: The concentration of Hcy was decreased from (21.63 +8.5) pumol/L to (15.14 +
5.95) umol/L in folic acid treatment group A, and from (23.98 + 5.44) umol/L to (16.79 + 3.80) umol/L in folic acid treatment
group B . The concentration of Hey was decreased from(21.87 +5.49)umol/L to (21.68 +5.43)umol/L in control group. In group A
and group B with folic acid treatment, the concentration of Hcy was significantly reduced, there was statistically significant differ-
ence compared with control group (F=29.048, P=0.00). 9 cases suffered from cerebral infarction in folic acid treatment group A
(13% ), and 8 cases in folic acid treatment group B (12% ) and 10 cases in control group (15% ). There was no statistical signifi-
cance between folic acid treatment groups and control group (x°=0, P=1.00). CONCLUSIONS: Oral dose of folic acid can de-
crease the concentration of Hcy in patients with HHcy hypertension, but not in a dose-dependent manner. During 48 weeks of fol-
low-up period, the incidence of cerebral infarction has no statistical difference.

KEY WORDS Hyperhomocysteinemia; Homocysteine; Cerebral infarction; Hypertension; Folic acid
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Effects of Vildagliptin on Inflammatory Factors in Overweight Patients with Newly Diagnosed Type 2 Diabetes
LI Yan,ZHANG Xian-xiang, LUO Yong, WANG Yi, WANG Bang-giong, YANG Hao, XU Wei(Dept. of Endocri-
nology, Chongqing Three Gorges Central Hospital, Chongging 404000, China)

ABSTRACT OBIJECTIVE: To observe the effects of vildagliptin on inflammatory factors in overweight patients with newly diag-
nosed type 2 diabetes. METHODS: 34 overweight patients with newly diagnosed type 2 diabeties were randomly divided into vilda-
gliptin group (18 cases) and pioglitazone group (16 cases). Both were given metformin (1.0 g/d), and then were treated by vilda-
gliptin (100 mg/d) and pioglitazone (8 mg/d) for 12 weeks, respectively. The inflammatory factors level, blood glucose control, oth-
er metabolism index and adverse events were observed in 2 groups before and after treatment. RESULTS: Compared with before treat-
ment, there was no statistical significance in average decrease of HbA,c between 2 groups after treatment (P>>0.05). Compared with
pioglitazone group, the levels of CRP, TNF-a, IL-6 and visceral fat factor were reduced while adiponectin and body weight was in-
creased significantly in vildagliptin group (P<<0.01) ; the incidences of gastrointestinal adverse events were higher in vildagliptin
group (16.67% ) than in pioglitazone group (12.50% ). CONCLUSIONS: For the overweight patients with newly diagnosed type 2
diabetes, vildagliptin shows similar effect as pioglitazone on reducing HbA.c, but is more efficient in improving inflammatory factors
(CRP, TNF-a, IL-6, adiponectin and visceral fat factor). It may be a new approach to the treatment for insulin resistance.

KEY WORDS Type 2 diabetes; Vildagliptin; Pioglitazone ; Inflammatory factor
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