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Dynamic changes of plasma cardiac troponin-I and its clinical significance in

patients with acute cerebral hemorrhage
WANG Y
(Department of Neurology ,the People’s Hospital of Hechuan District)

[ Abstract JObjective: discussion to the dynamic change of Serum cardiac troponin [ (¢Tn— I ) and the diagnostic value to the myocardial
damage from patients with acute cerebral hemorrhage (ACH ).Methods: study a group of 98 ACH patients; Serum cTn-I is measured in
98 patients with acute cerebral hemorrhage (ACH) at 24 h, 72 h,7 d, 14 d after the outbreak ; Measure the nervous impairment when ad—
mission to hospital and divide it into mild, medium and heavy according to the dysfunction of nervous system;compare a group of 98
healthy physical testers and check their Serum cardiac troponin I (¢Tn— T ) levels.Results: Serum cardiac troponin I (¢Tn—1I ) levels
from 98 ACH patients at 24 h, 72 h,7 d after the outbreak are distinctly higher than that from 98 ACH patients at 14 d and 98 healthy
physical testers (P<<0.01). The Serum cardiac troponin I (c¢Tn~ I ) level from the group of 98 ACH patients at 14 d after the outbreak is
meaningless in Statistics when compared (P>0.05);the higher the nervous impairment score in NIHSS is, the higher the cardiac troponin
I (cTn- 1) level is. The three cTn-I levels are distinctly meaningful when compared at 24 h,72 h,7 d after the outbreak (P<<0.05).
Conclusion: the early Serum cardiac troponin I (¢Tn— I ) level of patients with acute cerebral hemorrhage (ACH) is obviously rising.
So ¢Tn—1 can be an index to the early investigation of myocardial damage from the patients with z;cute cerebral hemorrhage (ACH ).
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Treatment and nursing of transient hip synovitis for 468 cases of children
LU You—qiong
(Department of Orthopaedics ,the Children’s Hospital , Chongging Medical University)
[ Abstract ]Objective: To investigate the different treatment of hip synovitis in children's treatment. Methods: To retrospective analysis hip
synovitis hospitalized children from January 2007 to December 2008, 468 cases divided into two groups: treatment group and control
group, 379 cases treated by skin traction, bed rest 89 cases for the control group. Compare effects of clinical treatment. Results: The av—
erage stay is 7~14 days, the clinical cure rate of the control group is 88.74% (79/89); the clinical cure rate of treatment group is 95.25%
(361/379). The clinical cure rate hetween the two groups was statistically significant (}*=5.39, P<0.05). The average length of stay between
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the two groups was statistically significant (t=10.73, P<0.05).

Conclusion: Skin traction early treatment can effectively improve
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