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Abstract

The effects of Salviae Miltiorrhizae Radix(SR),
Carthami Flos(CF) and Acori Graminei Rhizoma(AR)
to cerebral contusion

Haeng-Jin Kim, Sang-yun Jeon, Jung-Sang Kim', Kyoung-Soo Kim’, Seok Hong
Dept. of Internal Medicine, College of Oriental Medicine Dongshin University
'Dept. of Anatomy, College of Oriental Medicine Dongshin University
’Dept. of Family Medicine, College of Oriental Medicine Dongshin University

This study was done to investigate effects of SR, CF and AR to angiogenesis of
cerebral tissues, protecting damage of cerebral neurons and activating them in cerebral

contusion-induced rats. I observed these conclusions as follows ;

1. Observation of VEGF-immunoreactive cells

: Groups of administered AR were not meaningful in increasing VEGF-immunoreactive
cells for 3 days and 7 days, groups of administered SR meaningfully increased them to
control groups in all groups, and groups of administered CF meaningfully increased
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them to control groups in all groups, too. interestingly, increased double to control group

for 7 days.

2. Observation on cerebral neurons by Cresyl violet stain

: Dendrites and axons of groups of administered SR, AR for 3 days were clearly

observed to control group. Cerebral neurons of groups of administered CF for 3days and
7 days were increased a little, but were not meaningful.

In conclusion, AR will be careful of being used in cerebral contusion. CF and SR were

effective to activating cerebral hemokinesis by inducing angiogenesis in trauma of tissue,

but weakly to protecting trauma of cerebral neurons and activating them. I think more

studies will be done in these facts.
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Ak G, &8, MAIE 60g¥ FHRT
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14 YA E 2 7] (Centricon T-42K,

Kontron)2 YA 25,000 rpm)3te] A
2 AAE F rotatory evaporator
(Buchi, Netheland)& AM&3t ¥ 533
g4 53 5 572 AF3Y 94 3bg, &
3} 78.4mg, A X 6.8gS AU

3. = =i gt
HFAE FEA717] Y8 drop device
2 Shapira 5%¢] Al£34"E RS Tt

3} ze Fyz Adagen, AAS
]

[A], [B], [DIs} °1& A
g3l bar[ClE 718 FHZ 3o 1.6kg
o] A& Ad metal barlE]Y lem 33
oz Fygoz 3 [HIFHE dygE82=
Y AT
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H AEstA T FAE HE A 8]
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sl JAAY LA 7] (Narishige, Japan)
g [AlERFd 2ANYI 8HAE A7)
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bar[F19] 3 ZA(GIE Fot2F7]¥ metal
bar7} Lo 2 WO WA HE|E8o 2 IH
¥ 2YMHPT 5¢ F99 FEs 7HE
A =HH, 7td F FA 73 AARAE
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{Scheme 1) Weight-drop device was
used in this study to
produce closed headtrauma

in rat.
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Al PBSEd o2 1587 A A5 A

AxRE Zrzh e 5‘]7‘7—‘} %ol VEGF &4
A&7 SE7} 2L A9 wdHA

=
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avidin-

L

fu

Aerg
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XyleneZhAl & 584 @Fo FE& &A
3 AAANH.

Xyleneol vt22 ¥ AHA
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Canada balsam2 3 %€ Eojr=d cover
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=3
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T, 0006 $EANA e8¢ AAHA
m. # %
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So) BRIAAT WAl vl
1, 9 PPN ME VEGF-A LS

ol ¥

#2=A Fgh(Fig. 1).
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DA 3Y T M E vlmE HYGugA ol
nloFgt X Eo] HARSoA JdHo2
DRHAA T, FA 2ZAGFe] ARG
e Ao #EHA kgt (Fig. 2).

MAE 3dTANME e VEGF-H9 9
B AEEe] FEEHASY NEE Aol
Bl oA YElon, F¥H ZAdH

o dg wEAdE A
(Fig. 3).
23} 3d oAM= VEGF-HEHEsA Al

REERRES T

Figs. 1-4. Light VEGF-
immunoreactive cells in the parietal

micrographs  of

lobe of contusion- induced after 3
days. Control  group(Fig. 1),
SR-administered  group(Fig.  2),
AR-administered group(Fig. 3) and
CF-administered ~ group(Fig. 4.
VEGF-immunostain, x 100. '
Figs. 5-8. Light micrographs of VEGF-
immunoreactive cells in the parietal
lobe of contusion-induced after 7
days. Control group(Fig. b5),
SR-administered group(Fig. 6),
AR-adminisered group(Fig. 7) and
CF-administered  group(Fig. 8).

VEGF-immunostain, x 100.

2 792dMEe d9nsd AEEs
o] uwj$ wjtEA BAHJL(Fig. 5), &
A 792AME VEGF-H29w84 AXE
o] i}t 3¢9l uHlF W FrrEA §
A =% wW$ =A JEbd(Fig. 6). A
AX 7497 AMEe ARE 38R FAE
VEGF-H9ur-g-A AEeol 270 Yeky
Y(Fig. 7). &3 79T E VEGF-|9E
WA AEEY whgAo] wgEA e
WA R EAgEEe] JIAEgAE dY
wgAol A #EEHATHFig. 8).
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4roups ~ number of cells -
mean*SE | Prab>IT]
Con 18.4+1.8
D 24.0+2.0* 0.05
3days
S 18.0£2.0 0.94
H 26.0+3.4 0.06
Con 13.212.0
D 18.8+3.2* 0.04
7days
S 14.4+1.7 0.55
H |[27.0£13*" 0.00
Table 1. The changes of the number of

VEGF-immunoreactive celis according to
the administered drugs in
contusion-induced rats.

Con, control group; D, SR extracts
administered group: S, AR extracts
administered group: H, CF extracts
administered group.
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Fig. 9. The changes of the number of

VEGF-immunoreactive cells according to
the administered SR extracts(D3 and
D7), AR extracts(S3 and S7) or CF
extracts(H3 and H7) for 3 days and
Tdays.

3. Cresyl violet stain2 S+ A&
Mol sin|dX Zzt
2T 3¢ TAA AR MT G0l
v oF3L 3 1 %2} (axon) FAE7)
(dendrite)®] W& x w|ekstA Ve
(Fig. 10). @4 3dTdM= AAMEY

Idx7t o2 AgTd vs gA dege
U F23 4871 dzad vle 2e
g0l ANUTHFig. 11). HFE 3T
ABHEY] dre S 3dTRYE &%
o %3 34T RUE wgton, AukR
o2 AZANEY Fad FAEVIE FHY

A BAFEAHFig. 12). 3 3L TANA

o " E=A dERoy, FLEVS
Z2he T EA #EFHA fth(Fig.
13).
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Figs. 10-13. Light micrographs of the parietal
lobe of contusion-induced after 3
days. Control  group(Fig. 10),
SR-administered  group(Fig. 11),
AR-administered  group(Fig. 12),
CF-administered  group(Fig. 13).
Cresyl violet stain, = 100.

Figs. 14-17. Light micrographs of the parietal
lobe of contusion-induced after 7
days. Control group(Fig. 14),
SR-administered group(Fig. 15),
AR-administered  group(Fig. 16),
CF-administered  group(Fig. 17).
Cresyl violet stain, x 100.

N2 74T ARAAEE dEE 3
Aol Hla] AES Fej/t T3 o
N gel wA #EHIJUHFig. 14). &3t
79T A TAdES AFE 7T 4
3 ABMAEY FAEVS Z2te Lol
A vEw, AFAEY 44493
A ® #4 Yest(Fig. 15, 16, 17).

Sroups numbers of nerurons
meantSE | Prob) |TI
Con 20.4+2.6
D 268117 0.23
3days
S 290.0+1.8 0.89
H 344+1.8 . 0.11
Con 284+1.7
D 278+14 0.77
7days rare
) 22.8+1.0 0.01
H 294+17 0.65

Table 2. The changes of the number of neurons
according to the administered drugs in
contusion-induced rats.

Con, control group; D, SR extracts

administered group; S, AR extracts
administered group: H, CF extracts
administered group.

c3 D3 83 H3 c7 D7 87 H7

Fig. 18. The changes of the number of neurons
according to the administered SR
extracts(D3 and D7), AR extracts(S3
and S7) or CF extracts(H3 and H7)
for 3 days and 7 days.
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fel4e BFHa Wa) ofzt gastgou gEPe HHA
WA H@el ol 4" U9 24 & 494 A S RR(Table 1, Fig.
43 AAAAEE Yeidle T83% HIEH 2,5 6,9, 4%Fx% 7497dAMe AZE 3
NAAAQ VEGFS ¥& APHoz 7 AZET BAWH At 9 gas
H3taak VEGF 2d8MEE x4 5e ATHTable 1, Fig. 3, 7, 9). 3 7¢ )
49 $UE T Y4E F BA o A VEGRANUEY MEES 95
z7 gYg BN P02 BAS F F L vl veRAY mAZBe W
A B9 dordl EAGE AZ 22 AF  ATANE BGUHol UL wA B2
sheich. 93, AZAFAAE hxg vs
gzz 39TAAE $AY9 Ja%e o4 9 3748 BtHTable 1, Fig. 5,
YzAel A thee] VEGF-RREA A 8 9) |
zEo] BAAYNY wgAel Weksy  ARHez, MFTE HIyB A4A%
2, 9 EAYBAE VEGF-BA¥e o VEGP-HEwed ALs Ay 2

o) BAEA Yghrh(Fig. 1). fud oy wE g3t glaoy, o
9y 3AFANE vmA ®WeINggel A% FEe &4
2 s juz]

ojokel M EESo] HARYAA AdHRez  AHAAA VEGF-BIRSA AXE &4

FARHAA g, FH 2AEFA] wWAuks  slated fod AAVT AR

e A #FHA vt 2y HWY HANZA L 7Y F8T Fxe 7|%Y

e AE = oA A Frleldg @ele HAA AEelw AAAXEL A

(Table 1, Fig. 2, 9). 71818t " Az s ARE WSt
AAE 3YTAME T4 VEGF-HY AFAEE AZ LA (Cell body)et 74

=
= =

71 (Dendrites), Z2HAxon)e & FA =]
o Qo EHQU FHoz {Fud HF}AY

——

$4 ALEBol BEHAOU} WA
24 vesgdn Fu BAEwY @
g8 Ao BFYA GAHFig. 3. o A ABAZ &30 BASHA Aot
F3} 3oL VEGF-Rweq A R demz NZATY &3PEs

]

EE0) 2Tl b2 APy vis) o AAATY A AEE 7IE7] 3
4 BFYJ Aty =3 7 =4 Cresyl violet staing &% HAZAE
Uelgth £33 FH mAgEg yaAx  dnAEd #3$ st

AT VEGF -HIuk-gAdo] wjg- =4 Nz 39T ABEAETY AP
#ARHUT AZAFAMNE F94 dA  wgEHn FFEVISG 49 dEeE v
Z 7189} (Table 1, Fig. 1, 2, 3, 4, 9). k3t oh(Fig. 10). @4 39 FA & 4174

WET 79TANE A9 AEE  Axe PR/ g ddEd d8 va
o] o}F wepatA BRHUZ AEAFA @A dEgm ARHAEY FHEVIG F
NE gz 39Tt 9§ Z2sn A2 EHZ—?Oﬂ Hls daso) e,
(Table 1, Fig. 1, 5, 9). @4 79T e AZAZ Ase dxwo) H3 239 2
VEGF-# b3 A EEo] dat 34Tl i—s}ﬁu}(Table 2, Fig. 10, 11, 12, 13,
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18). A 3YTAAE AWHoz A% EAEE D BAZ] WAL P A
A @%1 F4e Sl BT des 4u A% ted Le e
JRou AAAE AFe el us AT

Z28 ¢ tH(Table 2, Flg. 10, 12, 18). &
3} 34 TAAE AAME ASr g2EH

Be ¥zl W A dego #
BB\ Fe T 2REA A9

tH(Table 2, Fig. 10, 11, 12, 13, 18).

s 7830 E gz 3439 H
A ABAEY Ferl FRIGA A4
T =4 #EHAG(Fig. 10, 14). &4 79
T AZE 74T dizo s A%
Aol @AY FAETIY F4t9 E!_}%o]

FylotA] X AEAFANE A
REH, B3 HATE S94 A T
3l H(Table 2, Fig. 14, 15, 16, 18). %3}
7479 AETAFE PRIl vl 3t
F7HtR oy feld e AStHTable 2,
Fig. 14, 17, 18).

ol el A#AE FEM RY, AIXIE
HEAFoZ g HEG ol fAd A
T A7 fNeH, 3o wie Hy
AN VEGF-HYu&3 MEE
gAgssted Fodt EHE Yelyonz
e e Hz2e FRANYLE FEdle
€ NAAZIE 2947 9 28y
173X &48 Wojstn A see
t 94 dE 237 8l 97
o] F oA of

r:i

A7
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B, WL, GEEY Ha340 428
a7 gzd9 Y@ A4, H4H Axe
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AEMHE 34T 74T EFAAAM &
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A dET HE oA g
, IR E BE Fd A
aHWAﬂ’vwkqawbl-%m7ge
dME 2iA= F7tetAo

2. Cresyl violet stain2 &%t = A&
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