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The 90 days follow-up result of mRS after the treatment of kallidinogenase in the patients with progressive
cerebral infarction in different imageology styles WEN De-shu, MA Li-qin, WU Zhi-wu et al. The Third Peo-
ple’ s Hospital of Nanning, Guangxi 530003, China

[ Abstract] Objective To investigate the 90 days follow-up result of mRS after the treatment of Urinary kal-
lidinogenase in the patients with progressive cerebral infarction in different imageology styles. Methods Two hundred
and seventy-seven patients with progressive cerebral infarction from March 2007 to June 2012 were divided into four
subgroups according to different imageology styles: large infarct, middle infarct,small infarct and lacunar infarct. These
patients were randomly divided into two groups: treatment group with urinary kallidinogenase (n = 141) and control
group(n =136). Two groups were administrated intravenous injection of Shuxuetong 6 ml in physiological saline 250 ml,
Citicoline 0. 5 g in physiological saline 250 ml and oral aspirin 0. 1 g per day for 4 weeks. On the basis of above treat-
ment , treatment group was administrated intravenous infusion of urinary kallidinogenase 0. 15 PNAu in physiological
saline 100 ml, control group was administrated physiological saline 100 ml per day for 7 ~ 14 days. The efficacy was e-
valuated by mRS(Modified Rankin Scale) at the end of treatment and 90 days after-discharge respectively. Results
The resuts showed that 90 days affter-discharge, the scores of mRS in two groups decreased, especially in large in-
farct, middle infarct and small infarct subgroups. The treatment group was superior to control group in decrease of the
scores of mRs (P <0.05). Conclusion Urinary kallidinogenase is effective to promote long-term neurofunctional re-
covery and step down mutilation of progressive cerebral infarction.
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Effect of inclividual cardiac rehabilitation exercise on left vanfricular hypertrophy of patients with hyperten-
sion in rural communities ZHAO Ying-yi, JIANG xi, HE Weng-zhen et al. Department of Cardiovascular Disease,
Pubei County People’ s Hospital, Guangxi 535300, China

[ Abstract] Objective To explore the effects of individual cardiac rehabilitation exercise on left ventricular
hypertrophy of patients with hypertension in rural communities. Methods Eleven hundred patients with hypertension
and left ventricular hypertrophy were randomly assigned to exercise group(589 cases) and control group(511 cases).
After removal of patients who were missed visit or did not complete exercise prescription the actual number of exercise
group were 467 cases; the that of control group were 468 cases. The exercise group received the developed individual
exercise prescription and strictly completed its whole process. The control group received general guidance on rehabili-
tation exercise. Before and after 6 months of exercise two group received echocardiographic examination, blood lipid,
blood glucose and liver and kidney function tests, and their curative effects were analyzed. Results In the exercise
group, there were statistically significant difference in the indexes of left ventricular hypertrophy before and after exer-
cise (P all <0.01). There were statistically significant in the indexes of left ventricular hypertrophy after exercise be-

tween two groups (P all <0.01). In exercise group there were statistically significant difference in blood glucose,





