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Effect of atorvastatin on serum CRP and lipids in patients with acute cerebral infarction L/AO Xi, LIANG
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[ Abstract] Objective To explore the effect of atorvastatin on serum C-reactive protein( CRP) and lipids in
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patients with acute cerebral infarction. Methods Sixty-six cases with acute cerebral infarction were randomly divided
into two groups. The control group(n =32) received the conventional treatment for cerebral infarction, and the obser-
vation group(n =34) received an additional daily dose of 20 mg atorvatation on the basis of the conventional treatment
for four weeks. The levels of serum CRP and lipids were compared between the two groups. Results  The levels of TC
and LDL-C were decreased and the level of HDL-C elevated signigicantly after the treatment in the observation group
(P<0.05). There were no signigicant differeces in the levels of TC, LDL-C and HDL-C in the control group( P >
0.05). Compared with those in the control group, the levels of TC and LDL-C were lower and the level of HDL-C
eleveted signigicantly in the observation group after the treatment( P <0.05). Compared with those before the treat-
ment, the levels of serum CRP and neurological deficit scores were signigicantly decreased in both of the two groups
after the treatment( P <0.05). Compared with those in the control group, the level of serum CRP and neurological

deficit score were signigicantly lower in the observation group( P <0.05). Conclusion Atovastatin can obviously im-

prove the levels of serum CRP and lipids in patients with acute cerebral infarction.
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Study on mental health and influence factors in adolescent patients with cleft lip and palate LIANG Mei. De-
partment of Stomatology, the First People's Hospital of Yulin, Guangxi 537000, China

[ Abstract] Objective To study the mental health and influence factors in adolescent patients with cleft lip
and palate( CLP). Methods A case control study was carried out in 70 adolescent patients with CLP and 50 con-
trols, in which a self-design questionnaire was used to investigate the mental health status and the influence factors.
The data were analyzed by multiple logistic regression analysis. Results The patients with CLP had significantly

higher scores of Symptom Checklist 90 than those in the control group in interpersonal sensitivity, depression, anxie-



