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‘Acute Expansion of Hematoma in Hypertensive Intracerebral Hemorrhage
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& ABSTRACT _

~Hypertensive intracerebral hemorrhage is one of the most common cause of death in Korea and usually considered as a monophasic
event. But recently acute expansion of the hematoma within an hour to a day, has been reported as a cause of severe neurological
deterioratiori and death. To know the incidence and risk factors of acute expansion of the hematoma in hypertensive intracerebral
hemorrhage, the authors retrospectively analysed 96 hypertensive intracerebral hemorrhage patients who were admitted to Minjoong
hospital from January 1997 to December 1998. Neurological examination with Glasgow Coma Scale and first computed tomography
(CT) scan were performed as soon as possible after arrival. Then second CT scan was performed within an hour to a day before the
operation. Blood sample was taken within an hour for routine laboratory examination including liver function and coagulation test. The
amount and shape of hematoma on CT scans were carefully measured to know whether acute expansion was occurred or not. The
patients who have acute expansion of the hematoma were 15 patients (15.6%). Expansion of the hematoma was not correlated with sex,
age, site, shape, or amount of hematoma statistically. But thalamic hematoma in location, irregular shape of hematoma, or large
amount of hematoma has a tendency of acute expansion. The time of onset to arrival, initial systolic pressure, liver dysfunction and
history of heavy alcohol drinking were correlated with acute expansion statistically (p <0.05). The shorter the time of onset to arrival
and the higher initial systolic pressure, the more the incidence of acute expansion of the hematoma significantly. A?ute expansion of
'the hematoma was significantly increased with the severity of liver dysfunction and history of heavy alcohol drinking. The levels of
glutamic oxaloacetic transaminase (GOT), alkaline phosphatase, gamma-glutamyl transpeptidase (y-GTP) and platelet (PLT) count were
meaningful indices of hematoma expansion. (Kor ] Cerebrovascular Disease 3:163-8, 2001)

KEY WORDS : Acute expansion - Intracerebral hemorrhage - Hematoma - Liver dysfunction - Hematoma shape and amount.
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Table 1. Acute expansion and age

Acute expansion of hemate

. Yes (%) No ,
30-39 -1 (33.3%) 2 3 Putamen 5 (12.8%) 34 39
40-49 4 (26.7%) 11 15 Thalamus 6 (16.7%) 30 36
50-59 6 (16.2%) 31 37 Pons 1 (14.3%)
60-69 2 (8.7%) - 21 23 Subcortical 1 (14.3%)
70-79 2 (11:1%) 16 18 Cerebellum 2 (14.3%)
15 (15.6%) 81, 96 5 (15.6%) 81 96

Total

Total 1

Table 2. Acute expansion and sex

Acute expansion of hen

Yes(m  No
Male 9 (17.0%) 44 53
Female . 6 (14.0%) 37 43
Total 15 (15.6%) 81 9%

Table 3. Acute expansion and the time of onset to arrival (the time
to perform first CT scan)

The

Acute hematoma

onset 1o
" Yesi%)

23 31

Table 5. Acute expansion and systolic pressure

17 18

Less than 160 1 { 5.6%)

160—-199 8 (14.8%) 47 : 54
200 - 249 5 (29.4%) 15, 17
More than 250 2 (66.7%) 1 3
Total 15 (15.6%) 81 96

Less than 1 8(25.8%)

1-3 4(14.8%) 23 27

3-5 2(12.5%) 14 - 16

More than 5 1( 4.5%) - 21 22
Total ’ 15(15.6%) 81 9%
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| Z71eH(Table 5) (p<0.05).

Table 6. Acute expansion and initial amount of hematoma

Less than 20 2 (8.0%

) 23 25

21-30 2 (10.0%) 18 20

31-40 3 (15.0%) 17 20

More than 41 8 (25.8%) 23 31

Total 15 (15.6%) 81 96
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Acute exparxsz

Total

s (%0) No
Round 7 (10.6%) 59 66
Irregular 6 (26.1%) 17 23
Separated 2 (28.6%) 5 7

Total 15 (15.6%) 81 96

Table 8. Acute expansion and liver dysfunction

sion of hemat

dysfunctio Noo Total
Normal 6 ( 8.8%) 62 68
Mild (27 8%) 13 18
Severe . (40.0%) 6 10
Total 15 (15.6%) - 81 96

Table 9. Acute expansion and hematologic parameter

] Hematologic parame or

_ Aclite expansion of hematoni

= No
Gor lU/L 60+ 51 31+ 39
"GPT (U/L) 39+ 30 24+ 28
Alkaline phosphatase (IU/L) 107+ 50 84+ 27
+GTP (U/L) 1784201 80+145
Platelet (X 10%cm’) 21+ 7.0 24+ 69
* Prothrombin time (%) 95+ 25 98+ 26
Partial thromboplastin time 25+ 35 25+ 3.2
dolykor A 1] Sle H4E 184 5 5H(27.8%),
T o] 3 9= 10 F 3% (30.0%)°] Lok,
% 7HA88 7 7% 28 5 8(28.6%)°] Lot EA
A 0% ofu|7t I (Table 8) (p<0.05).
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83k oln] 7} 919tH(Table 9).
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