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1 The relationship of CBF to perfusion pressure
(PP), PaCO3, and PaO,. Units on the abscissa
are in mmHg".
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Mean (sp) carbon dioxide reactivity (CO2R) . PGE1= Prostag-

landin Ei. *P<0.05; %% P<0.001 compared with group A
(ANOVA and Bonferrom)

CO3R (m! min™1/100 g mmHg™)

Just before 60 min after 60 min after

PGE: PGE) start PGE; end

Group A 1.39(0.69) 1.35(0.57)  1.46(0.64)
Group B 0.84(0.37)* 0.81(0.29)* 0.69(0.28) **
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Individual values for carbon dioxide reactivity (CO,R) and

presurgical neurological status (Status) (I{unt and Kosnik scale

during hypotension induced by prostaglandin E,. n = 24;
r.=—0.549; P < 0.01.

M2 9

FETH AL R B & 2 € BT i o FAE
DREICHIE Rz, (M2)3)

HREZEOZE (K3)

(1) B ARREESED S b TERKORICO W TIE
WEEITE DR A DA, FELHIR T 5R I
IRIER A H B 25, NV E Y L — k&2l AFRE:
EOFLET TR ZOBRIHKENLL) TH A,
W= L+ sL9 cdbs, nay o,
AV 70V T v EERNILE % R S RS %
WIN&E554 v 707 > OBRIMENEF- I
Oy yel~xsEFHL. Lo L, — A=
HEA . BOHEREGEE 24 LT
TAH5IENHLY, ZEILRERISERRTES R

Decrease 0 Increase

Halothane
Enflurane
Isoflurane 02200
N2 O iy
Thiopental R
Etomidate % V//(////(////ﬂ/{//{/./{{(///__/i///////////,
Diazepam % v///////{((/(/{f//////////ﬁ
Midazolam e iy
Morphine 4 2] CBF

- S— 3 CMRO,
Meperidine zzzz
Fentanyl A iy
Sufentanil el ez
Droperidol 4m
Ketamine AL

3 Effects of anesthetic drugs on cerebral blood
flow (CBF) and cerebral metabolic requirements
for oxygen (CMRO?) . (from Barash PG, Hand-
book of clinical anesthesia, JB Lippincott, 1991)

%1 ICP and vascular responsiveness after subarachnoid haemorrhage

ICP CO:2 response Auloregulation
Grade mmHg) A CBF/ A PCOz A CBF/ A % MABP
I 10 £ 3 1.61 £ 0.67 —0.042 £ 0.194
111 29 + 6 1.02 £ 0.5 —0.230 + 0.514
IV-v 29 £ 6 0.61 £ 0.42 —0.344 £ 0.219

Data are mean=+SD. Units for COz response are ml-100g™! min~! change in CBF-mmHg! change in COz. Autoreguation is
expressed as ml-100g™ - min~! change in CBF- % change in MAP (a value of 0.000 would be perfect autoregulation, and a
more negative number indicates progresssive autoregulatory impairment. From Voldby B, Enevoldsen EM, Jensen FT. Cere-
brovascular reactivity in patients with ruptured intracranial aneurysm. J Neurosurg 1985 ; 62 : 59, and Voldby B, Enevold-
sen EM. Intracranial pressure changes following aneurysm rupture. Part [ : clinical and angiographic correlations, J

Neurosurg 1982 ; 56 : 186.

And from Todd MM, Warner DS. Neuroanesthesia : a critical review. In: Rogers MC, Tinker JH, Covino BG, Longnecker
DE (Eds.). Principles and Practice of Anesthesiology. Mosby Year Book 1992 : 1633.
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The time course of changes in local cerebral blood flow
during and after prostaglandin E,— or trimethaphan-induced hy-
potension. Trimethaphan significantly reduced local cerebral
blood flow by 30 min after the start of drug infusion, but pros-
taglandin E, did not change local cerebral blood flow.
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Pre-surgical Neurological Status

Relationships between CO, reactivity and presurgical
neurological status before, during, and after hypotension in-
duced by prostaglandin E, or trimethaphan. Correlation coeffi-
cients are as follows: before, rs = —0.523, p < 0.01; during, rs
= —0.794, p < 0.01; after, rs = —0.643, p < 0.01.
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