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=ABSTRACT=

Clinical Analysis of Hypertensive Intracerebral Hemorrhage

Sung Hak Kim, M.D.

Department of Neurosurgery, College of Medicine, Ewha Womans University

We have experienced 61 cases of hypertensive intracerebral hemorrhage who were
admitted to the Department of Neurosurgery of Ewha Womans University Hospi
tal from January 1981 to October 1983

We analyzed the result of the treatment of hypertensive intracerebral hemorrhage
and assessed prognostic factors affecting the result of treatment of hypertensive in
tracerebral hemorrhage.

The following results were obtained.

1) The age distribution was ranged from 36 to 74, and the fifth decade was most
frequently involved, 22 among 61 patients(36.19%).

2) The ratio of male to female was about 1.8: 1 and the age of the patient did
not significantly influence on the result of operative cases in all age group, but in
the non—operative cases increased mortality above fifth decade was noted.

3) The most frequent site of hypertensive intracerebral hemorrhage was putamen
in 50.8% ; followed by thalamic 19.79, subcortical 11.5%, pontine 9.8% and cere-
bellar hemorrhage 8.29 . Intraventricular hemorrhage occurred in 27.29.

4) Calculated amounts of hematoma based on CT scans ranged from 5 to150 cc
roughly. The amount of hematoma did not directly related to the outcome of ope-
rated cases if the hematoma was less than 65 cc, while the mortality was conside-
rably increased if the hematoma was more than 65 cc.

5) In correlation between arterial blood pressure and outcome, the mortality of
below systolic BP 150mmHg was 209%, of above BP 150mmHg was 41.3%.

6) The operative mortality of the hypertensive intracerebral hemorrhage was 27.8
%, and 489 in non-— operative cases.

7) The surgical treatment obtained better result than non—operative treatment in
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the cases showing progressive change in consciousness following intracerebral he-
morrhage and the conservative treatment obtained relatively good result in the

cases showed progressive improvement of conscious level following

hemorrhage.

intracerebral

8) The interval from the attack to surgical intervention did not constantly influen-

ce on the result of surgery and it might be wise to decide the time of surgical in-

tervention according to the progressive changes in conscious level and neurological

status after bleeding.
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Table 1. Comparison between operative and
non—operative mortality in hyperten-
sive ICH

Type of No. of R
Treatment Cases Death  Mortality (%)

Op 36 10 27.8
Non—op 25 12 48
Total 61 22 36.1

Table 2. Age and Sex distribution of
hypertensive ICH

S
Age EOUD  Folo Temae o 04

30— 39 4 2 6( 9.9
40— 49 12 7 19( 31.1)
50— 59 14 8 22( 36.1)
60— 69 5 13( 21.3)
70— 79 1 1( 1.6)
Total (%) 39(64)  22(36)  61(100.0)
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5ol ggen, & 6195 3077t 64(9.8 %),
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A= 1.8:12 Jxbe]A wigieh( Table2 ).
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Table 3. Age and sex distribution of surgically
treated hypertensive ICH

Sex
Age Male  Female Total
30— 39 1 3
40— 49 8 5 13
50— 50 10 4 14
60— 69 5 1 6
Total 2% 1 36

Table 4. Location of hypertensive ICH

Site of hematoma No. of Case %
Putamen 31 50.8
Thalamus 12 197
Subcortex 7 115
Pons 6 9.8
Cerebellum 5 8.2
Total 61 100

(19.7 %), ==jAslEdo] 74 (11.5%), HnEP
o] 6](9.8%) 28| £¥EHe] 54 (9.8%)=%
7FA4 ot} ( Tabled4).
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Table 6. Classification of result

Good : Full work

Fair : Partial disability
Poor : Total disability
Death : Died

Table 5. Treatment of hypertensive ICH according to the site of lesion

Site
Treatment Putamen  Thalamus Subcortex Pons Cerebellum Total ()
Operative Tx 22 4 36( 59)
Conservative Tx 9 8 1 25 ( 41)
Total (%) 31(50.8) 12(197)  7(11.5) 6(9.8) 5(8.2) 61 (100)
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Table 7. Correlation between age and prognosis

Qutcome
Good Fair poor Death(®%)

Age group Type of Tx

30-39 op( 3) 1 1 1{33.3)
Non—op( 3) 2 i 33.3)
4049 op(13) 3 5 2 3 231)
Non-op{ 6) 1 2 1 2{ 333)
50 -59 op(l14 2 4 4 4 286)
Non—op( 8) 1 1 2 45 )
60—69 op(6) 1 2 1 2333
Non—~op( 7) 1 2 4 57.1)
70-79 op( 0)
Non—op( 1) 1(100)
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2 Aol AL $EE 4ol (40 %), WGdel
3 30 (75 %7 ARl e, EFANAAE £4
dlelA 24 (66.7 %), ulFEAAAE 24 (66.7 %)
oA Apestgieh( Table 8).
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Table 8. Correlation between level of consciousness and prognosis

Level of consciousness No. of cases Qutcome
10 Op Non-op Good  Fair Poor Death (%)
ON ON ON [6) N
Clear(9) 7 11 1 2 2 0(0) 2(286)
Drowsy(10) 4 3 1 2 11 0(0) 1(%5 )
Stuperous(22) 15 7 3 51 3 2 4(26.7) 4(57.1)
Semicoma(14) 10 4 3 3 1 4(40 ) 3(75 )
Coma (6) 3 3 1 1 2(66.7) 2(66.7)
Total 36 25 7 2 11 4 8 7 10(27.8) 12(48 )

Table 9. Correlation between amount of hematoma and prognosis

No. of Cases Qutcome

Good Fair Poor Death (%)
Amount of hematoma Op Non-op 0 N 0 N 0 N o) N
Below 15c¢c (below 3cm) 5 1 2 1 0(0 ) 1(20 )
16 — 85cc(3—4cm) 5 4 1 2 11 1(20 ), 1(25 )
36 — 65cc(4—5cm) 17 6 4 5 4 2 4(23.5)  4(66.7)
66 —110cc(5—6cm) 10 4 1 2 3 2 4(40 ) 2(50 )
AbovellQcc (above 6cm) 2 6 1 2 1(50 )  4(66.7)
Total 36 25 7 2 11 4 8 7  10(27.8) 12(48 )
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Table 10. Time of operation in relation to the
result of surgery in hypertensive ICH

Time of Surgery Qutcome
Good Fair Poor Death(%)

Before 24hrs(14) 2 5 3  4(28.6)
24—48hrs (6) 1 1 2 2(333)
48-T2hrs(5) 1 2 1 1(20 )
After 72hrs(11) 3 3 2 3(27.3)
Total(36) 7 11 8 10(27.8)
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Table 11.3} Zgte}

TEd 36ddlA, ZlZAEE 224F 74 (31.8 %),
AAEE 4dlF 14 (25 %), HASAEEE 64F 1
o (16,7 %), £52% 44 F 14 (25 %)7} 243t
gk vggd BddAE, s AEY 9dF 44
(44.4%), A4EE 8d%F 34 (37.5%), &g
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Table 11. Prognosis according to the site of hematoma in hypertensive ICH

No. of Cases Outcome
. Good Fair Poor Death (%)
Site Op Non-op 0 P O P o P o) N
Putamen 22 9 3 1 8 2 4 2 7(31.8)  4(44.4)
Thalamus 8 1 2 3 1(25 )  3(37.5)
Subcortex 6 1 2 1 1 2 1(167) 0(0 )
Pons 6 2 4(66 7)
Cerebellum 4 1 2 1 1 1(25 ) 1(100 )
Total 36 25 7 2 11 4 8 7 10(27.8) 12(48 )
Table 12. Correlation between vascular hypertension and prognosis
Outcome
B.P. No. of Cases Good  TFair  Poor Death %)
Normotensive and 15 4 6 2 3(20 )
reactive hypertensive
Hypertensive 46 5 9 13 19(41.3)
Total 61 9 15 15 22(36.1)
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