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Table 1. Intracranial pathology and mean intracramal pressure(mmHg).

Patient Control After

(age, yr) Pathology (pre-induction)  thiopental S.C.C. intubation
A (41) epidural H** 5 4 6 7
B (53) epidural H 12 11 16 18
C (57) ICH*** 13 7 12 19
D (48) ICH 10 2 5 12
E(7) depressed skull Fx 6 3 5 8
F (69) ICH 15 13 23 43
G (76) Subdural H 12 9 13 20
H(3) depressed skull Fx 6 5 7 9
I @7 ICH 22 19 21 33
J (67 ICH 20 12 21 27
K 48)* contusion ICH, IVH**** 55 43 46 65
L (56) ICH 20 15 18 22
M (62) epidural H 25 13 17 32
Mean 13.8

SD 6.69

*

** Hematoma

*** Intracerebral hematoma

Table 2. Mean arterial pressure (mmHg)

Patient K was excluded from the statistical analysis (see text)

**** Intraventricular hemorrhage

Patient Control After
(pre-induction) thiopental S.C.C. intubation

A 105 93 124 160
B 112 102 125 196
C 140 145 170 205
D 113 82 90 120
E 81 72 104 135
F 112 86 100 150
G 131 120 158 190
H 105 88 100 110
I 110 115 120 160
J 150 135 205 216
K* 125 90 129 160
L 127 96 122 147
M 117 98 105 136

Mean 116.9

SD 18.12

* patient K was excluded from the statistical analysis (see text).
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Table 3. Mean cerebral perfusion pressure (mmHg).

) Control After

Patient {pre-induction) thiopental S.C.C. mtubation
A 100 89 118 153
B 100 91 109 177
C 127 138 158 186
D 103 80 85 108
E 75 69 99 127
F 97 73 77 107
G 119 111 145 170
H 99 83 93 101
I 88 9% 99 8
J 130 123 184 189
K* 70 47 83 95
L 107 81 104 125
M o 85 88 104

Mean 103.1

SD 15. 89

* patient K was excluded from the statistical analysis (see text).

Table 5. Arterial pressure-changes from control

Table 4. Icp-changes from control value (mmHg) value (mmHg).
Patient After Patient After
thiopental S.C.C. intubation thiopental S.C.C. intubation
A -1 +1 +2 A —-12 +19 +55
B -1 +4 +7 B -10 +13 +84
C —6 —1 +6 C + 5 +30 +65
D —8 —5 +2 D —-31 —23 + 7
E -3 —1 +2 E — 9 +23 +54
F -2 +8 +28 F —26 —-12 +38
G -3 +1 +8 G —11 +27 +59
H -1 +1 +3 H —17 -5 + 5
I —3 —1 +11 I + 5 +10 +50
J —8 +1 +7 J —15 +55 +66
K* —12 -9 +10 K* —35 + 4 +35
L -5 -2 +2 L —31 — 5 +20
M -7 —8 +7 M —19 —12 +19
Mean —4.0 —0.2 +7.1 Mean —14.3 +10.0 +43.5
SD 2.70 4.04 7.23 SD 11.80 22.32 25.46
* patient K was excluded from statistical * patient K was excluded from statistical

analysis (see text). analysis (see text).
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Table 6. Cerebral perfusion pressure-changes
from control value (mmHg).

. After
Patient thiopental S.C.C. intubation
A —11 +18 +53
B -9 +9 +77
C +11 +31 +59
D —23 —18 + 5
E — 6 +24 +52
F —24 —20 +10
G — 8 +26 +51
H —16 — 6 + 2
I + 8 +11 +1
J ~ 7 +54 +59
K* —23 +13 +25
L —26 -3 +18
M -7 — 4 +12
Mean —9.8 +10.2 +33.3
SD 15.09 21.74 27.53

* patient K was excluded from statistical
analysis (see text).
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— Abstract—

The Effect for Intracranial Pressure during

Laryngoscopy and Endotracheal Intubation
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Taegu, Korea
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Depariment of Neurosurgery
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Jinju, Korea

It 1s well known that mtracranial pressure (ICP) and mean arterial pressure (MAP) are
mcreased by laryngoscopy and endotracheal intubation durmg induction of general anesthesia, and
1t may be very dangerous i neurosurgical patients who had increased ICP.

Therefore, this study was performed to know the range of ICP increase during induction of
the conventional general anesthesia with intubation following thiopental and succinylcholine injec-
tions.

Intracramal pressure and MAP were measured in 13patients who underwent cranmotomy. All
the patients were monitored cerebral epidural ICP and intra-arterial pressure pre-operatwely.

The results were as follow:

1. Intracramal pressure was mcreased of 7.1 = 7.23mmHg.
2. Arteral pressure was increased of 43.5 + 25.46mmHg.
3. Cerebral perfusion pressure was increased of 33.3 £ 27.53mmHg.
It 1s stressed that certain procedures are necessary to prevent from further increase of

ICP due to mduction of general anesthesia m patients with increased ICP.






