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Toinvestigatethefactorsassociatedwithearlyenlargementinpatientswithhypertensiveintracerebral
hemorrhage. Anretrospectiveinvestigationofthefactorsincloseassoci ati onwiththehematomaenl argementwas
conducted comparativelybetweenpatientswithhypertensive hemorrhage complicatedbyhematomaenlargementand those
withoutthiscomplication. Hematomaenl argementiscloselyrel atedwithel evatedbl oodpressure,agitation, location
ofthehematomaandliverdysfunction. Forpatientswithhypertensivehemorrhage,earlymanagementofel evated
blood pressure,thoroughinvestigationoftheunderlyingcausesof agitationandtheal | opathi cremedyareof greatimportance,
prescriptionofhemostati cagentsforthosewithliverdysfunctionisrecommended.
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