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POSSIBLE AGGRAVATION OF INTRACRANIAL HYPERTENSION IN SEVERE
CRANIOCEREBRAL INJURY TREATED WITH NIMOTOP

Tan Pingguo Cai Wangqing Zhong Zhiguang Lin Jihui Chen Y ouzhi

(Department of Neurosurgery, Sun Yat-sen Memorial Hospital of Sun Yat-sen Uninersity of Medical Sciences Guangzhou 510120)

Abstract Objective To study whether the application of nimotop will increase the ICP in severe craniocerebral injury (SCD and lead to
the aggravation. Methods: We analyzed 28 cases (group A) SCI(ICP= 2.5 kPa), treated with nimotop intravenously from January. 1992 to
O ctober, 1997, and compared them with 35 cases of such patients treated without nimotop (group B). Results; Aggravation of intracranial hy-
pertension was observed in 10 cases (35.7%) of group A, whereas only 4 cases (11 4%) of group B were found to have such changes. Signifi-
cant difference was observed hetween these 2 goups ( P<Z0.05). 90% of the cases with aggravation of ICP in group A happened 2~ 3 days
after application of nimotop. with the amplitude of 2~ 5 kPa (50% ~200%. averaging 92. 1%). And mostly in the youth or patients injured
by accidence with severe cortex contusion or cerebral edema. Conclusion: Treatment of SCI with nimotop may aggravate intracranial hyperten-
sion, which should not be neglected. Further study is needed to clanfy whether nimotop should be used routinely in the treatment of SCI. The
author suggests that a thowugh analy sis of injury mechanism attending time age severity of injury and radiological assessment of the patient
should be taken into consideration. Besides [CP monitoring is necessary. Furthermore, CBF, aswell as rCBF, monitoring is recommended if

possible to provide a more scientific basis for rational prescription.

Swbject headings intracranial pressure/ drug effects; brain injuries’ drug therapy; nimotop/ therapeutic use; nimotop/ adverse effects
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