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Abstract

The FEffects of Salviae miltiorrhizae Radix, Carthami Flos
on Brain Ischemia Experimentally Induced from the
Occlusion of Left Common Carotid Artery in Rats

Bang-Oul Kim, Jeong-Sang Kim, Kyung-So0 Kim, Sang-Yoon Jeon, Seok Hong
Department of Circulatory Internal Medicine, College of Oriental Medicine, Dong-shin University
Department of Anatomy, College of Oriental Medicine, Dong-shin University
Department of Family Medicine, Dong-shin University Oriental Medicine Hospital, Suncheon, Korea™

Objectives : This study investigates the effects of Salviae miltiorrhizae Radix, Carthami
Flos on Brain ischemia of the rats induced from the Occlusion of Lt. Common
Carotid Artery.
Methods : I observed effects using light microscopes and examined tissue of parietal lobe
and hippocampus and VEGF-immunoreactive cells.
Results: A small number of VEGF-immunoreactive cells are observed in the control

group. VEGF-immunoreactive cells in Salviae miltiorrhizae Radix-administered
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group were slightly increased

-immunoreactive cells in Carthami Flos-administered

compared with

control group. VEGF

group were significantly

increased compared with control group.

Neurons of parietal lobe and pyramidal cells of hippocampus in the control

group were greatly damaged.(neuronal densitity, form of dendrite and axon) On

the other hand, neurons of parietal lobe and pyramidal cells of hippocampus in

Salviae miltiorrhizae Radix-administered group were less damaged. Neurons of

parietal lobe and pyramidal cells of hippocampus in Carthami Flos-administered

group were significantly less damaged compared with control group.

Conclusion : Salviae miltiorrhizae Radix, Carthami Flos can effect on stimulating

angiogenesis and reducinging the damage of neurons in the rats induced
from the Occlusion of Lt. Common Carotid Artery.

Key Word : Brain ischemia, Salviae miltiorrhizae Radix, Carthami Flos.
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o ¥o] 4TolA 2441 AAS F Y53
#7](Shandon cryotome E, UK)E o]-&3}
o 30m FAL A d&HAE AZEA
t}. dHS PBSE 3W FA4% o &3
A& AA cresyl violet buffer® @3}
Reow, FHEG B9 dn 298 @@
s .

7. 8AH M2

AP A} gk FAE SAS(statistical
analysis system) programell &|&tef Zt
AYTERE FAAX S} TFELAE AMSA
i1, p-valueZt &A% 0.050) 359 F=F ol A

FA4e ARAAGE

1. VEGF-84 9
VEGFe) @e34e 2

ol MXE 4er
% A5 2% vyTegzel Had
A Jegod fo4e 9w, F3T

& §o4 QA 7 THEig. D).

2. Cresyl violet 4 ¥ F3H £
el MAME AH=x
AFAFY A2Z 7d%F HzxZE HE
3tod cresyl violet 43 oL FAY #

o NFMEE dan B A5 2
T2 gix2F vlstd A JEltoy §
A& A3, FITe ETd vEd

oA A F718E A H(Fig. 2).
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ATHFig. 4). FToAME =T G4
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A HFig. 5).
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=7 @A JEbtHFig. 6). 9T
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T8l VEGF-HEREEY AMEE|
F7veta W Agol AstA ey
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@i, 237 WA Ee olFS £0)3
371 A% REA AT o9 E3}e}
BEAEH] o, /A AFAE T3
WA EY o]F, o]F AE HZ o
Ao WA EY FA, WFAREY Y53
ZAgE#AeE E3AFE Tt X
< st Alsdr.

o2 53 AL e AABAE
o E4AFEE TR -‘?43}04 145-313
cresyl violet staing 3t FAY
BEaPujA o2 BFI A o
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= A JelwoHFig. 8). £3 39 ¥
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9 tH(Table. 2 & Fig. 2).
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Fig. 1. The changes of the number of

25

VEGF-immunoreactive cells according
to the administered of Salviae
miltiorrhizae Radix extracts(D) or
Carthami Flos extracts(H) for 7 days.

con D H

Con : control group

D Salviae miltiorrhizae Radix extracts
administered group

H: Carthami Flos extracts administered
group

™ : Significantly different from Vehicle
Control with P<0.01

Fig. 2. The changes of the number of neurons

according to the administered of Salviae
miltiorrhizae Radixextracts(D) or
Carthami Flos extracts(H) for 7 days.

con D H

Con : control group

D Salviae miltiorrhizae Radix extracts
administered group

H: Carthami Flos extracts administered
group

* : Significantly different from Vehicle
Control with P<0.05
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Figs. 3-5.

Figs. 6-8.

L

Light of VEGF

micrographs
-immunoreactive cell in the parietal
lobe after 7 days ligation of left
common carotid artery. A few of

cell are
observed in the control group(Fig. 3)
and Salviae miltiorrhizae Radix
-administered group(Fig. 4), but a
number of VEGF -immunoreactive
cells are occured in the Carthami
Flos-administered group(Fig. 5).
VEGF-immunostain, x 100.

Light micrographs of parietal lobe
after 7 days ligation of left common
carotid artery. Control group(Fig. 6)
revealed, Salviae miltiorrhizae
Radix-administered group(Fig. 7) and
Carthami  Flos-administered  group
(Fig. 8).

Cresyl violet stain, x 100.

VEGF-immunoreactive

micrographs of CAl area of
hippocampus after 7 days ligation

of left common carotid artery.

Control group(Fig. 9) revealed,
Salviae miltiorrhizae Radix
-administered group(Fig. 10) and

Carthami  Flos-administered group
(Fig. 11).
Cresyl violet stain, x 100.

Figs. 12-14. Light micrographs of CA3 area of

hippocampus after 7 days ligation
of left common carotid artery.
Control group(Fig. 12) revealed,
Salviae  miltiorrhizae  Radix
-administered group(Fig. 13) and
Carthami Flos-administered group
(Fig. 14).

Cresyl violet stain, x 100.



