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Fig. 1. Responses of hippocampal blood flow (Hpc-BF) and mean arterial pressure (MAP) to intermittent

transient occlusion for a total of 4, 6, or 8 min.

A-F: Sample recordings of Hpc-BF (A-C) and MAP (D-F). The horizontal heavy bar on the bottom abscissa
indicates the intermittent occlusion. G: Diagram showing how the decreases in Hpc-BF and increases in MAP
during occlusion were calculated. H, J: Summaries of the Hpc-BF (H) and MAP (J) responses, calculated as
shown in G. Each column and vertical bar represents a mean + S.D.
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7th day Fig. 2. The effect of intermittent
A transient occlusion on neurons in
the CA1l region.A-F:Representative
histological pictures of neurons in
the hippocampal CA1 region by
coronal section on the 3rd, 5th
and 7th days after intermittent
occlusion for a total of 4 or 6 min
at a magnification of x400, stained
with HE. G: A diagram showing
the CA1 regions used for counting
neurons. H: Summaries of the
number of normal neurons in one
coronal section of the bilateral
hippocampal CAl region in the
control rats and in the rats tested 3-
7 days after occlusion for 4-8 min.
Each point and vertical bar
represents a mean + S.D. *p<0.05,
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Fig. 3. Hpc-BF and MAP
responses to i.v. injection of
nicotine in the resting state. A-
|somV  D: Sample recordings. E-H:
Summary of the responses
(n=7). Hpec-BF is expressed as a

g percentage of the pre-injection
nicotine 1.v. ‘% value, and MAP is expressed as
E an absolute value (mmHg).
Hpe-BF e Each point and vertical bar
represents a mean + S.D.
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Fig. 4. The effect of nicotine on Hpe-BF and MAP
during intermittent occlusion for a total of 6 min.
A-D: Sample recordings of Hpe-BF (A,B) and MAP
(C,D). The arrow on the bottom time scale
indicates injection of saline (A,C) or nicotine (30
ug’kg, B,D). EJF: Summarized data of the effects
of pretreatment of nicotine (10-100 pg/kg) on Hpe-
BF (E) and MAP (F) during intermittent, calculated
as shown in Fig. 1G. Each column and vertical bar
represents a mean + S.D. *p<0.05, **p<0.01;
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significant difference.
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Fig. 5. The effect of nicotine
nicotine 30 pg/kg (i.v.)

on neuronal damage in the CAl
region  following  occlusion.
Representative histological
pictures by coronal section of the
hippocampal CA1l region in a
normal control rat (A) and in 2
other rats (B,C) prepared on the
5th day after intermittent
transient occlusion for a total of
6 min, with pre-treatment of
either saline (B) or nicotine (30
ug’kg, C) at magnifications of
x40 (a) and x400 (b,c), stained
with HE (a,b) and GFAP (c).
Arrowheads in a show medial
and lateral borders of the CA1l
region.
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Fig. 7. Summary of the effects of nicotine on
blood flow and delayed neuronal death following
occlusion 1n  rat hippocampus. Stippled
column: Hpc-BF during occlusion.  Hatched
column: number of normal CA1 neurons on the
Sth day after occlusion.
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