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Management Strategy of Spontaneous Subcortical Intracerebral Hemorrhage
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@ ABSTRACT

Object : It is reported that spontaneous subcortical intracerebral hemorrhage consists about 10 to 44% of spontaneous intracerebral
hemorrhage. Recently, spontaneous subcortical intracerebral hemorrhage due to the complication of the systemic\diséase has been increasing,
and the selection of management strategy according to the cause of hemorrhage closely affected the management outcome. This study was
~ designed to analyze the cause of spontaneous subcortical intracerebral hemorthage and the outcome in order to establish the appropriate
management strategy. Subject : One hundred and seventy-nine cases of spontaneous subcortical intracerebral hemorthage managed at Yonsei
University Hospital from January 1998 to December 2000 were included in this study. Patients who suffered from subcortical intracerebral .
hemorrhage due to the ruptured intracranial aneurysm were excluded. The patient’s sex, age, mental state on admission, neurologic condition,
past history, systemic disease related to hemorrhage, location of hemorrhage, the diagnosis of intracranial or systemic disease, treatment methods,
and clinical outcome were analyzedv. Consciousness on admission was evaluated and scored based on Glasgow Coma Eye Motor Scale
(GCEMS), which was the sum of eye response score and motor response score of the Glasgow Coma Scale. Patients were categorized into 4
groups according to GCEMS : Group 1 (10 points), Group 2 (8, 9 points), Group 3 (57 points), and Group 4 (2—4 points) . The clinical
~ outcome of the patient was evaluated based onr Glasgow outcome scale (GOS). Differences in diagnostic procedure were present depending

on the condition of the patients, thus the final diagnostic procedure was used to diagnose the reason behind bleeding. When accurate diagnosis
was difficult to perform, the reasons with the highest likelihood were chosen. Results : The patients corresponding to each group were as
follow : 79 (44.1%) in Group 1, 35 (19.6%) in Group 2, 27 (15.1%) in Group 3, and 38 (21.2%) in Group 4. Fifty-five patients (30.7%)
- were hypertensive intracerebral hemorrhage, 45 patients (25.1%) had anticoagulant therapy and thrombocytopenia due to the systemic disease
and bleeding diathesis after anticancer drug therapy, 23 patients (12.8%) had brain tumor including the metastatic tumor, 19 patients (10.6%)
had artériovenous malformation, 18 patients (10.1%) had postinfarct hemorrhages, 5 patients (2.8%) had infective endocarditis, 2 patients
(1.1%) had cerebral vasculitis. Conservative treatment was done in 115 patients (64.2%), open craniotomy in 31 patients (17.3%), and
catheter insertion in 33 patients (18.4%) . Group 1 mainly had conservative treatment (58 patients, 73.4%) , Group 2 and 3 had 12 patients
- (37.1%) and 16 patients (59.3%) each underwent open craniotomy respectively. In Group 4, conservative treatment was done for 24 patients

(63.2%)., and open craniotomy was done for only one patients among 14 patients treated surgically. Overall clinical outcome was 77 patients

(43.0%) in GOS 5,21 (11.7%) in GOS 4, 14 (7.8%) in GOS 3, 11 (6.1%) in GOS 2, and 56 patients (31.3%) died. Poor neurological state

(low GCEMS) on admission was closely related to mortality (Group 1, 7.6% ; Group 2, 22.8% ; Group 3, 45.0% ; Group 4, 78.9%) .

Conclusion : The major causes of spontaneous subcortical intracerebral hemorrhage were hypertension, metastatic brain tumor, vascular

--malformation, and the bleeding tendency due to the systemic disease, complication of the anticancer drug, anticoagulant, and thrombolytics
therapy. Conservative treatment could be considered for the patients with GCEMS 10, removal of hematoma by open craniotomy or catheter
insertion for the patients with GCEMS 5—9, and the catheter insertion or deferring the active treatment could be considered for the patients
with GCEMS 2—4. (Kor J Cerebrovascular Disease 4:140-50, 2002)
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4 2—4

« 1 GCEM Scale : Score of eye response plus motor response in
Glasgow coma scale
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Table 2. Age and sex distribution (n=179)

1-19. 4 5 ' 9
20-39° - 14 17 31
40-5 - 42 20 62
260 A 36 77
Total 101 78 179

Table 3. Cause of hemorrhage and age distribufion (n=179)
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Table 4. Cause of hemorthage and sex distribution (n=179)

Infrocronlol couse

Intracranial cause

Hypen‘énsmn ) 2 7 2 24 55 Hypertension 30 25 55
Metastasis 1 3 13 3 20 Metastasis 1 9 20
Infarct } 4 16 20 Infarct 12 8 20
Voséulormolfbrﬁwqﬁon 1 9 7 2 19 Vascular malformation 14 5 19
Moyamoya' diseos‘e" ' 3 ) Moyamoya disease 2 5
Primary brain tumor 1 2 3 Primary brain tumor 1 3
Sinus }hro’mbosfs ‘ 1 1 2 Sinus thrombosis 1 1 2
Vasculitis ) . 1 1 2 Vasculitis 2 2
Systemic cause Systemic cause

Thrbmbocy’ropenic 3 3 15 Thrombocytopenia 7 8 15
Anticoagulant freatment 13 21 Anticoagulant freatment 12 9 21
Thromb'olyﬂcs therapy 9 Thrombolytics therapy 4
Endocardifis * 2 1 Endocarditis 3
Chronic renal disease o Chronic renal disease 1

‘ Total 101 78 179

Total C 9. 31 62 77 179
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Table 5. Cause of hemorrthage and consciousness on admission
(n=179)

Intracranial cause

Hypertension 26 10 5 14 55
Metastasis 6 4 20
Infarct .9 4 120
Vascular malformation 11 2 T 19
Moyamoya disease 5
Primary brain tumor 2 g 3
~ Sinus thrombosis 2 2
Vasculitls 1 1 2
Systemic cause
Thrombocytopenia 5 2 5 15
Am‘icoog\ulon‘r freatment 10 3 5 21
Thromibolytics therapy 2 1 39
Endocarditis 1 1 3
Chronic renal disease 1 2

Total : 79 35 27 38 179
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L Group 4% 387 (21.2%) {tH(Table 5).
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Table 6. Location of hemorrhage and consciousness on admi-
ssfon (n=179)

Frontal 23 15 9 19 66

Temporal 22 7 11 11 51
Parietal 17 7 4 4 32
Occipital 17 6 3 4 30
Total 79 35 27 38 179

* . GCEM Scdale : Score of eye response plus motor response in
Glasgow coma scale

Table 7. Cause and volume of hemorrhage (n=124)

Infracranial cause

Hypertension 14 13 4 13 44
Metastasis 4 5 4 16
Infarct 3 1 2 1
Vascular malformation 6 3 2 13
Moyamoya disecse 2 1 1 4
Primary brain tumor 1 1
Sinus thrombosis 1 1
Vasculitis 1 1
Systemic cause
Thrombocytopenia 1 4 4 9
“Anticoagulant treatment 2 4 2 6 14
Thrombolytics therapy 2 2 1
Endocarditis 1 1
Chronic renal disease 1 2
Total 39 32 22 36 124

= 559olgitk o159 UolE 2~86M(FHd 584D AL, °]
FolA 18t HAEE MRl ke 39%ollth Wd
HA 5&7) g 100~260 mmHg (B 162.3 mmHg),
o]et7] d9ke- 50~161 mmHg (3 94.4 mmHg) Sith a7
o] FAEE 71 FAR0 AA Fo ) v)sd A5

82 ﬂ%‘ﬁ(%oﬂl 36.9%), 5114, 285%) F
2 sk AeE Bolow, Aet BluA v aF

N B gﬁ«l AA7E AFHH SFHoR HEHE
&g RAtH(Table 6).

o 239 kg BH 124904 =H o] 7V5ak3aL
2.5~214.5 cc(BH 45.7 co) Atk 84 159, 9
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Table 8. Volume of hemorrhage and consciousness on admi-
ssion (N=124)

1-20 24 1

2
21-40 14 2 29
41-60 7 22
>60 7 9 15 34

Totat 54 23 20 27 124

Table 9. Cause of hemorrhage and freatment modality (n=179)

Intracranial cause

Hyperfer)sion : 32 14 9 55
Metastasis v 14 4 20
Infarct 17 2 1 20
Vascular malformation 5 2 12 19
Moyamoya disease 4 1 5
Primary brain fumor 1 2 3
Sinus ‘rh‘rombbsis ; 2 2
Vasculitis 1 1 2

Systemic cause

Thrombocytopenia 13 1 o 15
meomet s 2
Thrombolytics therapy 7 2

Endocarditis 2 2 1

" Chronic renal disease 2 1 3
Total 115 33 31 179
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Table 10. Cause of hemorrhoge and clinical outcome (n= 179)

Infracranial cause

Hypertension 25 Q 3 6 12 55
Metastasis 5 2 ' 13 20
Infarct 9 1 2 2 6 20 .
Vascular molformo‘rion 13 4 1 1 19
Moyamoya disease 4 1 5
Primnary brain tumor 3
Sinus thrombosis 2
Vasculitis 1 1 2

Systemic cause

Ao)7} $191THp=0.2396).
e} 2910 we A2 Aol 217} ITHp=0.0203).

Thrombocytopenia 4 11 16
Antficoagulant freatment 10 2 4 2 3 21
Thrombolytics therapy 1 2 1 9
Endocarditis 1 2 5
Chronic renal disease 1 3
Totall 77 21 14 11 B6 179
© 0] T W 9gleg wEgl ot X g of
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1-20 26 4 0 2 39
21-40 14 3 4 2 29
41-60 9 3 2 1 22

>60. 5 3 5 15 34
9 10 35 124

Total . 55 15

. Table 12. Consciousness on admission and treatrment modality
o (n=179)

10 58 6 15 79
8-9 = » 6 7 35
5-7 . R 8 8 27
24 24 13 1 38
Total 115 33 31 179

. Table 13. Consciousness on admission and clinical outcome
(n=179)

10 58 9 5 1 79
8-9 11 10 3 3 35
5-7 8 1 4 2 12 27
2-4 1 2 5. 30 38
Total 77 21 14 1 56 179

Z} Aol P vXA =il webA A
—}017} AE AoF Yelyed (p=
712l 2R i ol 33
Jol 2 5% zLE;A Bt 5, W5 ) 2 A
k=) ﬁ»}ﬂ b}“"h‘/]-(p<0.0001) (Table 11).
$4} Group 8 X8 9 Z¥h= Table 12 and 134} 220
m, BAH R Hol7k YATHR<0.01). AEEHLE 115¢],
64 2% % EJJH i]a}]. 7]_7<L UJ—o] c]f,:‘_oi T, NE g T
E msled 247 3141(17.3%), 3391(18.4%) At
(Table 12). %x} a5 el s A AelE
BYHE<0.01). Group 1, 204 Azl ow H}—ﬂ Q
WE 244 g99ow, Group 1914 Group 2 Roh
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