Inhibitory effect of Panax notoginseng methanol
extract (denchi) on the cytokine IL-1 5 release
from PBMC cells
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Inhibitory Effect of Panax notoginseng Methanol Extract (Denchi)
on the Cytokine IL-18 Release from PBMC Cells
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ABSTRACT

The aim of this research was to find the mechanism of anti—inflammatory effect and the
properties of the active constituents of methanol extract of Panax notoginseng (Denchi) in
vitro.

Denchi (100 tg/mL) inhibited the release of IL-18 (88%), INF-a (51%), IL-4 (34%),
INF-y (28%), IL-10 (27%),IL-6 (13%) from PMBC. However, it did not change the IL-
2 release, and increased the IL-5 release (48%). The fraction—C, in which denchi—specific
ginsenosides were contained, showed strong and dose-related inhibition of IL-15 release
(ICs,=2.86 11g/mL). However, the inhibitory activity of Panax ginseng-related ginsenosides
(fraction-B) was extremely weak, 20% at 200 tg/mL, as compared with that of the fraction—
C.

These results suggest that the anti-inflammatory effect of Denchi is achieved through
an inhibition of the IL-18 release, and that the active compounds are highly lipid—soluble
ginsenosides. (Jpn Pharmacol Ther 2008 ; 36 : 191-8)

KEY WORDS Panax notoginseng (Denchi), Ginsenosides, Cytokine, Inhibition of IL-1/3
release, PBMC cell, Anti—inflammatory effect
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PV ZDELHEPS, WbWEFavkrvyPr
(A% %= : Panax ginseng C. A. Meyer, ML T,
Az Lid#) L LIEUIRRRAES 23, RO
Th 5,

HEi2Ww Tk, &k& D IEMAIRDH 5 HE X
AFEELTHOVOSN TV, R FLAEFD EEXH
BLAXMFoEpkmAl s L THEOMRZED
WBDIAA TV Z EDG, TRXYDEBZNEZE
bR, REFEHOBHMEE Lt vwbhiTw
212, Z DHROKEBENHERICK Y, HEcEEn3
YR =4 (ginsenoside ) ICHLRAE - $i7 LV
X — R0 #EERO 22 £ 23, triacylglycerol
CHIBALIERT 23, %728 v 8 7 BICIZPUE R EH®
R EDHRIN, LHELEHEEEEET A LN
MR N,

TTiibtvbiud, HED X ¥ 7 — Vi %,
Mg sav 7774 -1k (TLC) B & UEHIKMAE
rsu<t+7274—% (HPLC) K&LX>TASDX
& 7 — ViR & HlhRET L 2%, 2 OfSR, H
Hiciz AS & o5 & L T ginsenoside Rgl,
Rbl, Rd, Re & X % Rg2 e X 17225, »Wih
DS EBERRIZEHEDIZ) EL, &I gin-
senoside Rgl DEHEVIAREICE W I LRI N
7eo 61T, TLCIZ LB atrTidAELICIE, AZIC
I X #7222 o 72 ginsenoside FEHD 7 1l D FRf 1y
ARy b (Rf ffi 0.38~0.6) DRI NI, 1
HPLC 2 & 293#H7Tl&, TLC TR 6 1L FF RN A
Ay MIRIRT % =27l Z T, ginsenoside T
R VWRENERIE—7 (E—7 X) PRI
7=, —H, AZIZIZ, ginsenoside Rb2, Rb3, Rc,
Rf, Ro & EDRBD o175, Zn 6 DETIFHET
FEHI N o7,

TLC £ £ U HPLC IZ X 2R 7 DfEHEs 6, H
LI AS L B 2 FIEA 2R T a[BEN TR S
7oo FRICHERTz X 9T, HEDHEMEEM L L <k
EFVRPLRAE « FL7 L VX — (R 7 E 2351 5
NTV3Y, ZOAEMRTORE, 8L TEHER
DIFRIZ R I N TV,

AR TR, HEOHFRIEFMICERL, RIEL
BE RO A b A A Vvaibicxt§ 2 HIfEH & 2
DERBATIC O WS L 7=,
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I #EEFE

1 EERME

HEAZRBTEERE CTEEINLLDT,
Kb (FkTH) 2 oREI i, A0TSR
(HAER IS Y L7, BR) 8L gn-
senoside Rb1 (Extrasynthese I : Genay, France) %
MRER A2 R L 7,

YA A4 REYE L LT phytohemagglutinin
(INF-a, IL-2 & X OV IL-10 O EEE), lipo-
polysaccaride (TNF-a, IL-1 & X O IL-6 D4l
WYE), B XU concanavallin A (IL-4 £ XN IL-5
D WHIEIE) 12\ 34D, RayBiotech, Inc (Nor-
cross, GA, USA) OBIG 2R L 72,

2 HRloER

H-EizmEK (201.74g) %, #1058 (2100
mL) DA% /7 —)L (MeOH) 2T 2 KfEicH7z->T
MBGEWE L 72, 836Nz fhibiiz %R (30°CLLT)
TIRE M L T MeOH 2% L, BonkEEY
43.85g ICDA T DALE R JE L 72,

ERmo—& (091g) 24 v 7Y v 7 (HEx
¥2 (A) IftL, &b (89 43g) % celite I
WZIRE A, silicagel #7478 < b (6idX19.5cm)
It L 7z, silicagel 7u~ FDREHBAKE LTI v
nhVh/ A% ) —)/K (CHCl,/MeOH/H,0) %%
WAL, ARARERE Y TR TR T 7,

Tabb, HED MeOH i %2 B 1 1238 i
<, EBA (CHCl, : MeOH : H,0) OLE% 8:
2:02 (& 2000mL) 2 5B L, 15:5:0.7 (&
& 2000mL), 7:3:0.5 (& 2000mL), 6:4:1
(& 1000 mL) & BEBEMIcZ 2 TIRH L, MeOH
(& 2000mL) Z &R E LCr7u~ b 7 L% 8k
L CEBERS 2B L7z, ZoBfRcibT 2%
% 500~1000 mL D5y T4l L, Fr. 1~Fr
12 2{7,

IS Fr 1~Fr. 12 OFEHESICO %, B
BWTR® 547 TLC (CHCly : MeOH : H,0=7:
3:05) B % READE VT (0.38~0.6) &
sy %15 % 728, ginsenoside Rgl Zf5EEIC L C,
Zn & ) EViES (Fr 1~Fr. 4) & K4y (Fr. 5~
Fr. 12) # Z2nZfhdbby, Hif - WHE T CERAELZE
Lo EEY (Pr. 1~Fr. 4 24 (C) : 2.83
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HEAZHE | (201.74 )

MeOH it (2.1L)
2P RV

HEtx¥z (A)

v
MeOH 7A# | (43.85g) ------ —> Sampling (0.91g)

SN -oae T 74—
(column: 6 id*x19.5cm)

V4L © CHCl3/MeOH/H20 (8:2:0.2) Fr.:1-3 [2.0 L]
CHCl3/MeOH/H20 (15:5:0.7) Fr.:4-6 [2.0 L]
CHCl3/MeOH/H20 (7:3:0.5) Fr.:7-9 [2.0 L]
CHCl3/MeOH/H20 (6:4:1) Fr.:10-11[1.0L]

Fr.:12 [2.0L]

(Fr. Fraction)

MeOH
Fr. 1-4 Fr.5-12
(2.83 2 (39.67 g)
H4r (C) i#i4y (B)

H1 BEASRAOHE7O—Fr—h

R/ 1 REWYA AL VD WRIB DS

YA bAA Yy MR REWE GRE) RSkt (RRARE) ok

INF-y PBMC PHA (2 ug/mL) 241/37°C EIA
TNF-a PBMC LPS (1pg/mL) 241/37°C EIA
IL-18 PBMC LPS (1pg/mL) 241h/37°C EIA
IL-2 PBMC PHA (20 ug/mL) 48 1h/37°C EIA
IL-4 PBMC ConA (20 ug/mL) 481h/37°C EIA
IL-5 PBMC ConA (20 ug/mL) 48 1/37°C EIA
IL-6 PBMC LPS (1pg/mL) 24h/37°C EIA
IL-10 PBMC PHA (3 pg/mL) 48h/37°C EIA

PHA, Phytohemagglutinin ; LPS, Lipopolysaccharide ; ConA, Concanavallin A ;
PMBC, Periferal mononuclear blood cell ; EIA, ELISA immunoassay method.

g, Fr.5~Fr. 12 Z 5y (B) :39.67¢) % FERalkl &
Laress
3 TLC i

YA NVHEE 7 v= b (TLC Plates silica gel 60
F254 : Merk-KGaA, Darmstadt, Deutschland) % i
vy, CHCl; : MeOH : H,0=7: 3 : 0.5 IR&R % B
B E LT, ERAEE 15 com TR TH 2L
X2 (A), Hig (B), Hig (C) ZEHELZ, %
7=, B L&Y% RiE 9 % 72 ® ginsenoside Rgl %,
2EL L TAZD50% L%/ —)L (EtOH) #iH—

¥A%FE—7L—FCEMAL -,

TLC ko pRaiitiig, MERKIC 10% Mg
(H,S0,) % Hvs, WEFEH, 105°C, 5 4rfmzic k-
<fro 7z,

4 YA bhAa U RIERIFTIERADRE
1) 8FEDYA AL v KIFTHED X
2 A DIEA

R 113, FWIMEER (PBMC) fifas o o4 A b
A4~ (INF-y, TNF-a, IL-18, IL-2, IL-4, IL-
5, IL-6 & XU IL-10) Dbkl 8L U2
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. AZ (0% =¥/ — LR
. HHEIFZ (A)

. IHi7y (B)

. Ginsenoside Rg1
. 53 (C)

[ N

2 HtIF*R (A), @S (B), B4 (C), ginsenoside
Rgl L UTAZSIF R (50%EeOH D) DEE
savbJIZ714— (TLC)

noDHEEZERLEZbDTH S, ZOEEHTFT,
S HBDOY A P AL o RIFTHEZX R (A)
D& L Tz,

PBMC #ffifgic, HE =% & (A) & phytohemaggluti-
nin (INF-a, IL-2 & X OV IL-10 D50 H),
lipopolysaccharide (TNF-a, IL-18 & X O' IL-6 @
STWHIAYIE) & % \ 1% concanavallin A (IL-4 & X
W IL-5 D3 WEEIE) D3 duds % [H IR 158
L7, §7% b5, IFN-y, TNF-a, IL-1BE LU
IL-6 IZDVTid 37°CT 24 IfHl, IL-2, IL-4, IL-
58 LU IL-10 22T 37°CT 48 Ifiicb 7 b
B#gR, 2NZTNDY A L hA viribE% ELISA
(Enzyme-Linked Immunosorbent Assay : i 3 i %
HIER) IS THIEL 72, ELISA ¥ v FE XA b
71 A~ Hifkid RayBio Inc (Norcross, GA, USA) 2> 5
AL,

BT A T AA TR E O BEGER I & 559
WEZ 100% &L, 2R daHET XX A+
Y OB HER IC X 2 5ibisd D&l 2 HER L
L7,

B, LRERRICIBWT, EESMHEYE L
LT, IL-1B8 2/ L T cyclohexamide %, Z Dfthd
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YA b A A ICK LT dexamethasone # Z 31 % 41
W L 228A, 2WaNEiE 100%ES S £
B X T % (Cerep, Le Bois Eveque, France 2>
5 DIEFH) .

2) IL-18 i IFTHEZ X 2 (A), M

(B), M4 (C) DFHEMEH

IL-18 i fIFdHE X A (A) (10, 30 B &
) 100 ug/mL), M5 (B) (50, 100 & X ¥ 200 ug/
mL) B X O (C) (25, 50, 100 ¥ X ¥ 200 ug/
mL) O PHEREZ #Et L 72, PBMC #ilfigic lipopoly-
saccharide & & atfl% [lfaEH L, 37°CT 24 FRefdhs
#£%, IL-1B /7iikE% ELISA I CTHlE L 72,

I 6T, IL-18 Wi XiF$ s (C) oEHAE
(0.625, 1.25, 2.5, 58 XU 10ug/mL) DFIFRIZD
WThH, FEICTHEL 72,

5 F—HOH

ZNFNDRAEHZ D W THIEZE 3 [FIFEM L 7,
50% 7T BHEIREE (ICsfEH) 1%, 3 [RIDHIEME DY
I LT Hill SERAZ#EA L, 85 (- HEMBED
FERRIE BRI IC K > THRE L 72,
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K2 HEASOAY /—)LHIFX (HEIFA
A) DY A NhA V3 HEER

YA bHA Y A (ug/mL) % I =
IFN-y 100 28
TNF-a 100 51
IL-18 100 88
IL-2 100 -1
IL-4 100 34
IL-5 100 —48
IL-6 100 13
IL-10 100 27

I #& 3

1 BEtIFX (A), E@S (B) BLUTHESZ (C) D TLC

NT—>

E2i, HEbzx2z (A), H7 (B) &XOHET
(C), ginsenoside Rgl, B X VP AZ X A (50%
EeOH #ihit&sy) %, REFIARE L LT CHCly/MeOH/
H,0=7:3:05 ZHWVWTEMLZ TLC Zu< 7
7L ThHbH, TLC DFERP S, H4 (B) IZIF gin-
senoside Rgl & D IEAMEDK VAT SS, Hi4r (C)
121 ginsenoside Rgl & D IRBMEDE IRT B Z 1
FNEEINTVE I LR IN, Ladb, [H
4y (B) &gy (C) &% AKXy M, HEZX A
(A) DAXRY FEXL—HL T,

2 YA bMhHAU3BICRIETER
1) 8FEHOYA AL v KIFTHED X
A (A) OfEH

& 2%, PBMC #lifand> & DRIEMES A b A A o7
WRIFTHEZ X2 (A) ORZRLELLDT
%, ¥4 LA ORI IE, INF-a, IL-2
£ X O IL-10 2 2 \» T Ix phytohemagglutinin,
TNF-«, IL-18 % £ T IL-6 IZ2\> Tl lipopolysac-
charide, ¥ X ' IL-4 & X U IL-5 (22Tl conca-
navallin A 2ZH WV 57z,

Mtx*2 (A) (100ug/mL) &, IL-18 7%
88%, TNF-a7ih#% 51%, IL-4 % 34%,
INF-y 73ilb% 28%, IL-10 3% 27%, IL-6 53
% 13% I L 72, — 7, IL-2 43I I3 7, IL-
557 % 48% 1R L 72,

® 3 HtTFZ (4), @7 (B), E5 (C) @ IL-

18 4 pRESR
IR (ug/mL) 9% il =g
Htxz*x 2z (A) 10 -2
HEx%z (A) 30 17
HEz¥2 (A) 100 78
% (B) 50 -9
H5y (B) 100 -2
sy (B) 200 20
45y (C) 25 97
sy (C) 50 91
5y (C) 100 97
m4sr (C) 200 99
100 |
fg’ 75+ ICs0=2.86ug/mL
'§
g 50
a
S
kS|
X 25¢
O L el L Lol P SRR |
-1 0 1 2

Log [Sample C] (ug/mL)

® 3 E% (C) ® IL-13 2 WEEERD
IRE- SRR

2) IL-18 ribic RIETHEZ X 2 (A), HEH
(B), M4 (C) DHEEM

Htxz% 2 (A) 2517 IL-18 /A EER %
A2 EMHHALEZ 6, IL-18 T KIE
THEZ*A (A), H4 (B) 8&LUHsG (C)
- AR 2 MRS L 22, ZORERERIICTRT,
HEtx¥ 2 (A)Z, 30ug/mL T 17%, 8 X O 100
png/mL T 78%FHE L 7z, Hi4r (B) 1, 200umg/mL
DEEET 20%HE L -0 AT, IL-18 2bHESE
AizEboTi»o7, —H, HT (C) IT8WT
I, 25, 50, 100 ¥ X ¥ 200 ug/mL DIREET, ZNn
ZF397,91,97 B X O 9% DFHE &, #17% IL-18
SWRERRZR L, 2% 0, IL-18 0WHED
TEERZES (C) ICHEET 5 2 EAVHIHL 7,
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3) Mg (C) » IL-1B 73 ikBHE M DR E-%h R
FHES

W4y (C) @ IL-1B8 7 hFHE/EH 2 25 ug/mL @
BECTITIKKIFIZELTVSE IS, I5ITE
IREHI (0.65, 1.25, 2.5, 5 8 XU 10ug/mL) D
RE-ZRMHBEZRE L7z, 20 REZR3ICRT,
Ei5y (C) &, R 7 REEHiFH CREREN 4
IL-18 I ERERAZ 2L, 50%MERE (IC,)
1% 2.86 ug/mL TH -7z,

m # =

AR, BROFHPWEICE VT, REHRICH
DLEBIRIRE & 2 DREIR & DOFHBIMED & A N5 §
ZUEFEEEE» D T, Tk, THbLIRFEZA]
fRELIFEBDODHY XI5 2Hia L YA 21T
BRSO ERPEEF > TS

T, A bAA v iR, ERMEREOM A
A < 20 BREEHONRMEME S v 87 51Ok
chbh, EEEESIZ 1978 FiC, LIk, #Hi
RICEREINDZ YA P A4 2 TXTHIMROM &
WY BRDA vy —aAFv (IL) DEHTLEZ
o l, 2L, EEEERT (TNF), A~
#—7xzuv (INF) b4 4 A4 vO—FfTh3,
YA AL DL ZEMIZREROFHE, BLO
I & F 0> B B 73k & RRESIH IS KA & 4
%,

T, HEICRPREFRO S 5 2 & H#Hid X
NTLB ) 2 OB O 5y bR 5 17 %
Frofafidid & A bt Tz, AN AHEE
WP RYDRA LR, E% Cld & Eiasgs
YA MAA RS L TEREHIEED S, 22
TARETIE, HEDHLRRE M OFBIRET % i
3% HINT, PBMC fiifias: & KIiE L BE O\ 8 f
DT A b AL ORI IIETRRZ BRI L %,

BEINC, 4 A4 YRIEWEICE > TERS 1
% PBMC i@ D44 F A4 A v (INF-v,
TNF-«a, IL-18, IL-2, IL-4, IL-5, IL-6 8 X O}
IL-10) Zribic &IE$H+E D MeOH it =% 2 (H
%2 (A)) 100ug/mL OFIEREBEF L EZ

%, IL-18 7/ L Tl 17 (88%) S ilbdmiilfE
R85, KT TNF-a7isiext LTk
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E (51%) D7 WMEIEMA»RD 6703, IL-
4, INF-y, IL-10, IL-6 Zy#Ic® L CI3pEZE 2 fHE
ERIZED s o T,

Rhule 5213, HED ¥/ — L#liH5Hs LPS #
Wiz X 5 TNF-a+° IL-6 ez #if L, MK,
LPS Hl# Tlx COX-2 & IL-18 ® mRNA DOFHiAH
WIT 2 L2WMEL TS, E5I, Wu 693
FFMEREE T A 2y MicBWwT, HEx X2
TNF-a iz iHls2 2 L2 HMEL TS, b
DREIZ, RFEBTHEZ X ABEMY A FhA v
FWEAEFELALZZELE—ELTED, HEOHRE
TERDHBIZIZY A + A4~ Do EL & B
HLTw3 I ERZRBLTWS, fitf, Li 5¥i3,
BRIEACLBZRIETT VBT, HEZXA%
WET 3 LiFFERFD C2TL_RLEB LT 1+ A
74 YNR—E-2 DIEEBET T2 L2MEL T
W3, NS DFERPS, HEDTARERERIZ, %
RN O EBIEICH T EH A b AL v DY
WM XS 2 TR IV S BT 2 2 LR I L
e

RIC, HED A% 7 — L% A5 PMBC s 5
D IL-1B 7% N HE T 28582 6, ZOMHE
Baomatzfro7, bbb, Hoxz¥ 2 (A)
HoRS%E, ANBEIET 2RO %E&TE S (B)
EHEICRE Ry 2 &S (C) oL, IL-
18 3 JIE T 2 N F N D5y D BHER) R % #E)
| a®

£9, ASLIHET 2R 2 &0 ‘%(manb
18 b BB 2 Wit L 7228, R3320
Nl olz, TOM5 (B) 1213 ginsenoside Rbl
Rd, Re BX U Rgl EZEFN T3 2 LOMHERI
TWw39, JEIC Smonlinski 513, ginsenoside Rbl
25 LPS HlJ#ic & 2 TNF-a & IL-6 D43 % Ml 3
ZZEEBMELTCVS, LaL, AFBRCTHS (B)
MBIL-18 W ZEHEL Lo/l £, ZOHA
% L 3l T % ginsenoside ZHDOVIRAEE 1Z, IL-18
DFWHEZ N T 2EEEN L R 2P Ik 2 b
DEHEINT, FBHE, Rhule 52, HEOHE
FEAEF 23 TNF-a % IL-6 D3 WHEIC X 58w
LEBEL TNV,

—77, H4r (C) IciX, /1 (IC5=2.86 ug/mL)
O RBKENZ: IL-18 7 WHEERPZ O o
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72. M4y (C) i, ginsenoside Rg2 #f&< &, A
2\ & 172\ ginsenoside 2HT, L2 b IRIEED
AVibEPrgEncEh, TLC TIE 7l AR v

F23ER® 5N, & 512 HPLC Tl ginsenoside T3
Ewbéy (E—27 X) OFELERIN TV S
(FEF 12, 2008), HEOHEIEFRHIE, oo
ginsenoside b 2V IF¥—7 X I X % IL-18 7
FHEMFAPES L TwaAEE»EZ NS, L
L, AT Z NS DILEYDEEE & OfEEHR
ExT>TE6T, FfMiFHL TR,

IL-1 DRE\EW R EBIEE L LT, REEEME
M, ThbbREBER, REFRERIE»D TS,
BEMEOEEERNZE T2 B NTY
21617 H-Ls IL-18 i % HsisEE (< BHE T 5
ZEDS, MAREMFHIZDLE XD, BEERT O
IEHZET 2 2 LlifFE N 3,

IR S RAEREAE (B 5 2 N bR & IR I
W R & b EELREREDDOVATLTHSL I L
#%,ﬁﬁ%ﬁﬁ%m%ﬁ%#%bﬁ%ywﬁm%

BICOWVTHEREMERRBRMEIN TS, &
}:Kbi Alzheimer JROBEWEFNVICEITE 7 I 1
A FBE Y7 DEIELND/NT ) 7HlIED &
O IL-18 i L DBRBER SN T w32 £
7z, 7vbvav I/ RBICXBZATLVAAMT v T
T, BEKRTHICBEBWTIL-18BEXERL, 20
LI RIEMERNGD 5D/ VI ¥ 27 Y viEEic
RT3 EDBBHENT 22,

&

-

AEECIX, HEoisy (C) 23 IL-18 &k~ E
BICHET 2 2L, BIUMRINBAEEOR
Bi4r (ginsenoside ) 2ZAZITIFEEFN TV WH
LEEORATH S EVBHLL LRS-, b
DR LD, AHERIAZSLEL 2EEESEE X OH
KIicH®EZET 2 2 LifFI s, SERIETERIK

TOLRRK EFIRHIC, IREREIC RIZ TR, 72 A

Alzheimer B D FRHZIR, A LV AEAEIRZ E%
B L 7= 3EHEH O EEBIC O TS 2D T
FETH 3,

E:3 =

AWtz TR, HEAZS (HE) ORKIEFEHORE
P8 X OTEERS DA% BNiZ, RAE & BIRO%E
VW 8 DY A b A A v (INF-y, TNF-a, IL-18,
IL-2, IL-4, IL-5, IL-6 ¥ X TV IL-10) D4riicxt
THEAZBATL 72,

HEDAY =iz % 2 (HEZ*x2 (A) :
100 #g/mL) 13, %h?ﬂﬂﬂﬂﬁ%%%%
TNF-a 537 % 51%, IL-4 43ih% 34%, INF-y %
W% 28%, IL-10 23Mb% 27%, IL-6 23ib% 13%#H]
flL 7z, A7, IL-2 DICITERELHEELZRDT,
IL-5 436 % 48% 1R L 72, # 2 CToibbHER R D
bo b o7 IL-18 FWIC DWW T I & ISR
Lize 23, HExx A (A) OHERIE, 30ug/mL
T 17%, B X 100ug/mL T 78% TH o7z, —7,
SUASNEE I T 74— (BRHBEE L
T CHCl; : MeOH : H,0=7: 3 : 0.5 {RAW, ERE
HE 15cm) T ginsenoside Rgl 8 X X2 k) Rf f#
DEVES (B) (A& L HH T % ginsenoside %
% { THSy) O IL-1B8 77wbHE I, 200 ug/mL
DHEIBETH 20%THH, EbDOTRVI LoD
polz, LHL, REIEDOREVES (C) 132D ICs,
282.86u/mL &, A% IL-18 BHEEM 2R §
RO oI, AERIZ, HEOWREEMD
FELLTIL-18 DT WHEERAZ N L THEHT 3
T, ZOEEEDIEIAZICE E NG VIEREDE
\» ginsenoside FHICHERK T 2 Z L H RRI N
.

[#i%] AMEL2ZTT2IcHh, EBNERThLHE
AZ % 0 72 22 0 AR REUH AR - S0E
SRICELSBILEHRL LT ET. £, APFEORI IR
BT, BEdIMEEL VLV EEY &5 OIREET
AT I O T B B L £ 5,

X 73

1) White CM, Fan C, Chow M. An evaluation of the hemo-
static effect of externally applied notoginseng and notogin-
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