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[#a57)
WHEIC X B 2L
— Ginsenoside Rbl 12 X % L5 Z AL E A )IRAL DO IPBIVE R B F—
% i
WHKFRFBERSRAMTERE IR 27 i
Y

P EIIEEE O T EEIE T, REIETOL ) %7 LA VIREZ U ET 25RO A
%53, BALOMET AR - WIS HEH LG TEZ 2688 %EHTH 505 OIERHERF
PHETHE W EPRETH 5. ZD % NSEFEDOH RS Td 5 Ginsenoside Rb1 (Rb1)
DIMEELIRRE, AIKALICR T AEH 2 BET L72R R, RblLIET A MR 7o v LML -0
BHRIKALOWMRA R EZ R L72e TDOANZANET v Fa ¥ V25624 L2 AIRAbH R
¥ growth arrest-specific gene 6 DHEEEWEALIC L B, 7R =3 ZWFHFHEHTH - 720 &
HIZ, TAMAT O VAR TREENDHEBAEHDRbL IZIXGED SN D o722 L O
R T Y Far v SHREROEY 21— —E LT, MEAIKILZIE LD, MEELHREIC
X9 % Rbl % &L FIAG OWREEATRIE S N7z S5 H R 2 W OB A3
Fy FHAM RIS RO A3FEB T E L, BB L7 LA VI 5 EHE

BAANCBWTESTEORITRENIREVEER B,

FU&IC

FEEER TR MADEZ 2 RBOT RIS, T2
REAR N, SR, RRAMEREIC N, BRI T 7%
EEEE O QRN - RHNIEEL ThAbbRESH L L
WA TWD, ZORIFIBEEET [EEI ARy
AR T 452 & TA L AICHT BIEGMEATTHE
L. AETERERERD S, ZEAGIREE, Sk L oimiRICH Y
RFVIRE] EEHZELTVDL7LANVDOEETLDH 5,
WEES TR (RG] Lz, B35 [ %
MW7 BREOMARY 2 EEZ HIgT 2 Lo, 85 - 7
LANVDRLLTELED D ODMLT & RIE - W3
LUER DI TE %0 BIfE. BEJ73E 148 )5, ¥4
38 200 FHASEBGE T & 22 > TH Y. 2011 4D H A
T SR BIRI A ORI X B L EE D 89% SN D
WL REERASD B L S ARG A & b BT EA~DHIFFIL
Ve Lo L. HfERIERRE Do TnRnZ &p

A BRI

T 113-8655  HUHUARSUHIX AL 7-3-1
TEL : +81-3-5800-8832

E-mail : son-tky@umin.ac.jp

son@iog.u-tokyo.ac.jp

O, BT LOEATEOANEHNTE TR LEIEER %
Vo JRIZ BEHEIRWL O 0ASEOEHITH D I
DBNRPEA T EDSEDOWMFIIBVTEETH L5, W
e 3 7% < BBRICIRET 2T TITbhTw b
72, HBICRRITIE B W JTSEDYIL T & b s
WICH Do LD RFRYICASES X O #A 2L L.
WA 22 IR ZAT ) 72 02IE, BB X O 0
SEIMER R 5 T AW A E A & BIREIC 3 5 43878
Hb, TITEMTIE, BEHEORENLAEIETH LA
% ® Ginsenoside Rbl (Rbl) & W) A7 L 4 VE
R TH B M ITB T, WARNVE V EHU L 7R
e s H 5 2 L&, MEBLWRETH S AIKILDE
FLEACTHLNZILZOT, FONEZIMEAIKL
DI, FOFIERT ERH L 25/ T 5.

1. Ginsenoside Rb1

Rbl ZHIEA S ZEAR L 525 ASEEOGRE T E L
THBLENTWS [1], LR, SR, HRARSRIC
95 SEEMEH 2580 S, SRS RICB W T,
PR REE E D, OV ') v 7 O], iR
Boushz Lo LmEREERRE S Tw 5 [24],
BRI I PR IR LS B0 2 I A o Bl A
T M FE GBI A4 T a5 —7 ViEED
WHEER 2 &2 o5 Twb [5 6] £72. Rbl A F
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U4 REREREOZ ELLERIVE VRERPAET 2 2
EHRENTWS (7] Wik, BEEEHRICSIT S Rbl
OFEM S i 2T [8]. RbL xS 2 BH71 2 B
ERishoodh %,

2. MEE{LHEE W MEGKE
MEAKACTEFEE Y . RIS IS AV 27 A
RIFTINDPHE L, MEOHERRZLES256F2
LT EZ B ORETH D, FMBEAIKILITEIIR
AL, FPRBE, ST 7 STEBR R B O ) B % FfF
T5ECTHMOTEELRKETHS [9]. AT
EAIRALIE BIIRAEAL % e & 3 2 BRI L T A IRAL &
T, BRI 3 & OB PR ORI A D x v Oy Rl
TEDOFIRAI FE N D o BIIRBEALE A IR AL ISR B IR
WAL R B LN D 75 — 7 \BEECR OB 2 1 KA L A
Bigsnhs [10]. Sh o oMMz aRAbIZRE LRE
T2 LHERP TV — MROAKALEET S AKILT T —
IR EN D, —Ti A ¥V RGO IR
TRCENR S EREIIRICESE L. oM~ MY v 2
AP - Wi AL L 72 230 - THRIRAE ST
ENDLTEIEHTHL (11, 12] (K1A, B)o Ml
BRNAFIET B VANV Y APRERTTHY, F
7oy WEIN R A P L ARTRALA b L ADSMAERELC N 5
&y RN v 7 ADOGREBEEITEELS N, =T ATV
DML E M= Y v 2 ZAND AN T 7 LDk %
RAES %o WA (PR 7 DURR U S U 2 ke Ly I
JEZEB O BRI ARIE 2 EOFNIC D % BIRET
H5bo

1) MERRIEDOFRIEKRF
M RE CTHRIRALS A Mg ok F A Fi Al ¢
HHZEPRSNI o TE, T2, BY VIKERY

A ERME

ARV EREDORIRIE

1.

@

Ca deposition (ng/mg protein)

AR OREIC X BN OBE ) VA AIRLD )
V= ATHILI N2 LeHRESHFE LT,
FEHSIF e P REIRFEHANICER) v 2z 52 &
TV VIRERAACHIKALDHE SN ERRDET N
ZHMALL7: (M1C D)o 20X 24 V- Lo
FIRALDOREW R ISRERF & L Cld. BFEMa~old
ZALE TR =Y 2D ST 5 [13].

a) BFHIE~NOEEZ(bICKDAaR(LFES

M IRA I B R A 5 N AR AR L o FE &
ELOTHBLIEFICL > THESND Z LA h o
T&720 L7 > T BRICHEE L Twa KT 50
BARALICHELS Do TWBE I EDRBRENS, FE
BE BIIREEAL. 72 AIRALIRAIC BT, G0
LIZEE 4B N1 T 5 muscle segment homeobox?2
(Msx2) DFEHIRDOLN TV D, VU VRIIC X 2 A
SHE IO A IKALFEEE 7 BV T D Msx2 DFEHL
BEAL, AR FLEIND ZEFHL NI R 72
(K 2B)o KBV LT, U VI8 S
DEHMIE~NOLZFET 5 L &I, FHEHAED
AL EHIT 2 2 E AW SNk o 720 BARMIZIZY ¥
FIBIC 0 MO LI 2GR THh %
myocardin R 70t~ —# — T&H % caldesmon D IE I 1%
BT¥ 53—, Boib~—%—TdH % SMemb DFEHLIZ
FRT LI EDGh o7 (K2A, B)o L7zdS> THIE
JKHZ G R T Cd % Msx2 (LA 0 & Mg~ DT
HZALIZT TR L a0 5 b Y53 5 HE
LRFTH DI EIRENT,

b) MEFEEHMED7 R —YAFEEBICKDAKIE
Bircl

B BRI S X 7B 2 S i S

300 Pi 1.4 mmol/L

Pi 2.0 mmol/L *
Pi 2.6 mmol/L
Pi 3.2 mmol/L

200

100

*p<0.05

= +
Pi 2.6 mmol/L

REERFBEOARIEEY VRIHIC K DBERBIEFEET IV

A EEBODS Y FOKXENR, B:0.75% 7F=VE (6:8R) #iTofcSw NOXKEINR .
Von Kossa 2&[FARELTVD CEERYT . U VRlEIC LD b MABIIREEEEROGRIEETIL.
C: U VEEKRENIZAILY ADE (6 HE), D:Von Kossa £8IC KD NIV LSEDEHER (BXREN.

6 BE)

(ZER5, B KDOWE)
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| BSER~OBALL | THRE—22
A P C_
2 5 3 Pil4mmolL
pe 1 3 6 1 3 6 (d < = Pi2.0 mmoliL .
9 v
4 HEEE Pi2.6 mmol/L
caldesmon | | = EE Pi3.2 mmolil
e L
[
. 2
B-tubulin | | %
o
a2 1
o
o
B myocardin Msx2 < o
1.2 1 25 4 *
1] 5 D Pi Pi -+
0.8 1 pre 1 3 6 10 (d)
o5 | N 1.5 4 caspase 3
. . Gas6
0.4 1 os pAkt | |
0.2 1 ' cleaved
0 o Akt I | caspase 3
Pi — + Pi - +
*p<0.05
B2 UVARICKDE MABIRT RSO TN L ST

A, B: UVREE (Pi 2.6 mmol/L) IC KD BEFEMIERETF (caldesmon, Smemb, myocardin)
BLUOBEHEERTF (Msx2) HEADEE . C, D: U VRBICKD 7R b—IYXFEE (DNA BiA1{E
DEE. TUNEL 28 : ) BKU Gas6, pAkt, Akt, Caspase3 DFIE~NDTE .

5 MUY 7 ZNRBHN T DREOKE LTEE,
N FaF T8 A4 MEREIEET 5. ERIKIGIC
BT EHEHMBEHROK T8~ M) v 7 Z/MMa L
PLTWEZEPRERINL [14]. T2 £ O/
. TR = AEHE Y 87 T B Bel2-associated
X protein (Bax) #5HLTWwAI &M, THRI—
AN U7 B 2 & 0 S B TRtk a R
720 TOXABT RNV ZANEBETNVH) KA T 7
y—BIEMNEHL, AV Y Y AEOKE LT HUE
N, TR =Y RARMERIKICE BT 5 EEZR R
TYTTHIIENEZBNS, F72, Praudfoot 51
R MAE AL BWTT R b= A2 Hifilld 5 &
MAETRALDHIH T E B 2 ERWITT H b — ¥ A5
ENBEAINT T LEED OB EWINT A2 & 2R
L. 7R M= 2%FAHT 5 2 & CilE LIRS H#H T
EpZlaxWseicLz [15],.

EHIEE, Ml E & DI FEHMEO 7 R b —
TANEIMT A2 DG TET [16]. MEZILO
FHA L UCOEENHMIO 7 R b= 2A2 8L, 7R
b= AP SIMERIRILE FHET 2P 2 HO»ITT 5
DEIRDENT WD, FZTEESIE, b P KBIRT
WA BT, ) VRIS X 0 g S s ARG
Wik S 7172 DNA 838009 % Z & % TUNEL FatkoM
JaBstms 52 L&KL, 7ARM=T AN VIR
I, FRMERAICTEE S 2 2oL
72 (2C)s &512, HANS—YHEAILY 7K F—
AT E EAKILEABICHHITE L L2 0,
t b REIREAEHMIC BN TT R b= 2dHIKILE
FHETLEEGETHALZ EEZHLICL: [17]0

(k6 KD TZ)

c) Gas6 &9 % survival FEEDOIMFIN T R b—
AZEFETD

M KEIRFEGHILO 7 R b — > 2 OFERFE 1D
W, #5113 Gasb (growth arrest-specific gene 6)
AT B MK survival BB OMFI N REETH L L %
IS A2 L7z [18]. Gas6 iZffa b, Heixg. ik,
HOH, survival OHIEIC b b E Y I v KIKGFEHTD
W VR TH Y. BRI O pericyte (B L.
B IR A LS 2 e T2 DO FEBIANEA L, il
BAKACICE G 2 fetEas R S /z [19]. 2B,
U RIS & B e N REIRE B A O AR B v
T AKALHERTTH L TR = ADH#EITE L H I
Gasb DFEHR WA T HZ &, 2HIZ, Jarye
F b Gasb #iRMT A ETTRN—Y ADFEEICH
T ENBHERD S Gasé 25 HIBUC X 2 M4 S A
ROTRN = 2 &2 HETL2EELRGTTHLI LW
LA L7z [18]c & 51T, Gasb O T it id PI3K-Akt
T FIVRREEDBH Y, B A= SIEGFN L RETT R
M= ANFEEINDL L E2DEDH7: (K2D), L7z
o Ty V) VRIS & A MAETEHAEO TR b= R
1% Gas6/pAkt #4179 5 survival R OIH THE S L
LZHLTHY ., TOT K= ZOMHAAIRALINE] I
HETHIEDHSNI R o7,

3. MRKIVEVICKDMEGRILDOHNHIER
PR OV E > MR EIZER TN 5, 203
AT E OBLZEMED T ) NI oA &
FREEAKT 2 T 0 WIS 0§ B IS EE W OIS X 0 4
WoFoND, /o0 FIVEVIREZF TR, FVE
¥ RBRDFEBURT R 2B Y 7 F NV OEs b ELDHE
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® 3. 7R MRFOV (T) EIZ MOSY (E2) ICK D IMETBHARO G, LHIHIER
THSKU E2 DY VFlE (Pi 2.6 mmol/L) [C& Dk bAREIRFEEFHMIROAIRIE (A, E). 7R bh—2
A (B, F) [CRIIRELT Y RO VRBHOERZE (Fflutamide). TR FOY VRS a, b D
siRNA. control (CTL) siRNA &I X bOY'ViEHE (ERa: MPP, ERb: PHTPP, ER: ICI182,
780: ICl) DFE . Gas6 DY VI\IHEE (C. G) BXUEEEM (Gas6-luc. D, H) [CHT2T
L E2 DEAE F, MPP [CX2DMNIVEVRBHOESIKRET . DHT: 5 o - YJE FOF A MRFOY

TFCHERT 5 & S Twa,

IS & 0 WA T3 2N LS VE >
. oA bar v Th ., RN OS5
ik & & QIS HEAEMBEE 2 &bk 4 e R E ) &
bo ZTOM, TAMATUO Y ERIEHERT Y Fasro
Dehydroepiandrosterone (DHEA) b hIEs iz w2 o
GWPETT 5, SNHLDORVEVIZTA MRS VLR
B DRBERMIET T2 MiET A MAT B VREOK
VB PEIZIE TR < BRI, OIERES, o
FOIE. FRANE L DT 5 2 LA h o TE 2 [20-23]0

R, EERREIIRAIRALICBWTIE, ZOREB LD
HITICT A M AT 0 MRESHET 5 2 &3l ST
W5 [24], FEFHIEY YRS X B M TE Ao
ARALEFVERWT, TAMATRYROTA by
YOVEREWRE L7z €ORER. T A MR T 0 3R
B4 7 1 BE D i PR T IILAS P e o0 5 TR AL % A 2 S B
L7z ZDVEHRR X Gasé DFEHL LA X % survival
BEoORBETHY, TR =T 2OMHFEHIZL S D
DTHo7z (M3A Bo SHIZ. 7T Furyzik
(AR) Fiidk flutamide 12X Y. FA P AT 0 v DOFE
BITBHEINLZ LD AR ZNTHHEATH S 2 L8
RENT. ARIZEICHMNIZEBILT, A PAFR Y
WL DY 27— &7z AR A Gas6 & HIEH AL T
REIEVE AR BT 2 2 LS MRk - 72 (KI3C, D)o
B AR Gasb O iz G- 51 £ #7138 12 13 = > @ androgen
response element (ARE) 3% V), Z® 9 5% ARE
DARPEETN2H TS L, 722D AREIC AR &

@k 12, 13 KbegZ)

p300. acetylated Histon3 7 E#EE(D co-factor 2345 H

LT ENMATEL [25], TNHOMERERPLS. T A
AT a v OMERIRAIIHICE R RV E > oL E R
HEHO—>TH Y, B VE AEHOH LIRS T
& LT Gasb 2¥E 7z,

I My b EERIC, g FEGEoaIKIEE A
PR 72 d B O M T BAZHIHI L 720 Z o BHIfER &
FIxz A by r2m5k (ER) a 24 L7z Gas6/pAkt
survival BEOEFEIZ X 5 7 R b — ¥ ZAWHEEH TH
52 ENWHLNIT%R o7 [26] (K3EH). M P
MBICBWT, TAPETXF Y ETAMATE AL
< Gasb DEEE#HIMH L 7K b — 3 2 R OHIKAL 2 #il
FTAHEHZRTZENS, 7 A MAT T 2% aromatase
WCEoTZ A My ARSI NTERZ § % 1 Hetkds
EibNb, LL, TAMATOVICEBTRE—
A B L OAHIKAEIHIER & ERa R B ORGP T HH
ENBEVIERNDL, TAMATEVIE AR 4 LTI
PREMER 2R3 2 L AMERTE 72,

4. Ginsenoside Rb1 ®F XX X FOVICEEILTE
MEAREINHEIDI/ERRE
MR DEAHAICRbLITATEA FEKEZEHES ZE2S

PERNVEIEHZAHTHZ EABALNTE Y, K2

BIZBWT, FAMZATFa Yy ERET A bad o HED
LSRR S 5 2 8 My Shiz [7, 25, 261
FEE V) I X B e b REVIREE B o A kL E
TV T Rbl 2T 5 & iR BEARAE I IR AL & $0i3
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A
= :
Q
g 0 Pi (B
(=%
2 60
>
2 -
= 40
2 Pi (+)
g 20 Rb1
Q
1]
g o
Rb1 - + + -
B - - + +
E Pi + o+ o+ 4
Rb1 - - + o+ -
B - - - + o+
E
Gas6 2
B-actin 2~
2215
R
14 42— 853
o2
£ 1.2 3g 1
E 8 o
g3 08 o
& o6 0
=
82 04 Rb1 -
©= 02 SiRNA -
0
Pi - o+ + o+ o+
Rbl - - + + -
B - - - + o+

+

Apoptosis relative to control

Pi - o+ o+ o+
Rbl - - + + -
B - - - + +
T - + +
G Rb1 - - o+ o+
* PSA
B-actin
* *
30
52
gi 20
£g 15
<& 0
oo 28 s
—  CTL Androgen 0
receptor T - 4 _ 4
Rb1 - - + o+

4. Ginsenoside Rb1 OF X M FOVICHELIL e METEE RO B R LINEIfER
GinsenosideRb1 QU V#liE (Pi 2.6 mmol/L) IC& Db MAEIIRFEBHMEIBDERE (A, B : Von
Kossa #& : #KH ) BRUT7R,— X (C,D: TUNEL 8 : &, #% : DAPI & : &) [CHTD
LT ROTVSEFRDERNE (Bbicaltamide) &7 ROY VU ZEE siRNA OFE . Gasb
DY VINOFHIR (BE) BRUEBEFM (Gas6-luc, F) [Cxd 2 Ginsenoside Rb 1 D#If . G. & ~
BIAZARD A HREEHK LNCaP [CBI(F5 PSA D% VNI FIRICX T % Ginsenoside Rb 1 DINFHIWER

LREDIRENT [27]0 T2 ZOUHIMEAA AR %
ALAERTH B &% AR #EPi3 TH 5 bicaltamide
ZHWTHEGETE 72, L7225 T Ginsenoside Rbl {37
AN AT 0 LU 22 A A RAL O BIHIE - 2 RS
ZENG,; o7z (M4A B E512. Gasb/pAkt % 4
L 7z survival #1253 2 EHIZ O W THRE 247 - 72
&L 2 A, Gasb & pAkt DFEIL LA DD S, KRN
T RMN=VRAZHEEICHH TS RN G0o7 (K
4CE)s Z® X9 7 Ginsenoside Rbl O EJHIZ§XT
ARZNTHTAPATRYHIEHTH Y, S5, 7
A MATHY/ARIC & % Gasé D ¥z Gl & F AR,
Ginsenoside Rb1 % AR %#1) 7 )V— b L. Gas6 DIxEIG
Pzt S B EAEZFHLET L Ldbrolz [27]
(K4F),

DX BT ANAT O Y ORI %R § L5
W DFERA S, 72 AT T YHIFEHEIC & 505
PEDTI B L OHHITH T 2 W m A, 727X
MR T80 Y ORFRFNI T B IR 3 & ORI
DT =7 HPRZ L FRAROGRD HEEHELME, €
FVEPC L > T—BFLZVONBIRTH L, T2, 3
AN EVEARVE Y OFERERICOWTHH LA
LadhERbhw, 20Xy RBRZEFZ T 74
AT a PP L 72 M A RAL O BRI RAE 255280
5N72Rb1IZBWT, 7 A b AT B ¥ FEBRICH] VIRAS
AL O EFETE DB B HINZTDOWT & bR AS A
P LNCaP & W THE L7ze ZOfR, 7A AT
eI CTdh H PSA (prostate-specific antigen)
DOFHB L OEEEELITHE S5 0128 LT, Rbl

(3Z@k 14 £Kbeez)

Tl PSA O BLE X CRGIEEI IS B L h o
72 TANATHYERb ORBRNOKHET TT
ANMATHVIZE D PSA OEEHEERZHBHEINE 2
B, LNCaP IZBWTIE RbI A7 A M AT 0 v Dff
I LTV M@ o erxnadns (4G, &
® X 9 7 Rbl o I E 14 i Ml & w5 32 B AT AT T
DL DLEMIZ AR T 21EH. 2 £ D selective
androgen receptor modulator (SARM) & L CTof) &
ERIET HAERTH o 720

5. MEANIEICHT SDRFERER D DIERA

Rbl Az, T HEDOREKW LA TH 543D
A #h WK 5T » % Paeoniflorin ® ML (2K 3 2 1EH b
ME 247 o 720 € OFEHR, M4 Fir s B v
Paeoniflorin & estrogen responsive element (ERE) %
WAL T 22 A bar Uk ERS S 5 2 e 2 R L7:
(BI5A). F7. MEAKILIZIB VT Paeoniflorin ¥ Ifil
P BRI O HIRAL % B A S 2 /EA AR S
ZOWHEWEHIZT A b a s v 25k ERa 243 H1EH
THLIEDVPWHLNIHRo7 (K5B), L7zdto T,
AF0A4 FEEDSVEFRVE VB L 2B E S
NHHEEDEIORPTIE, TAMATR Y, 23T
A aryOEHE LD ONH DT EHIREBEI NI,
IAMOTVIZEBEPAMEHOBEEN S, & MDA
HE#ECTdH 5 MCF 1281} % Paeoniflorin D1 % et
L7z, = A Fas Y ERE ZiEMHALT 2 D12x L
C. Paeoniflorin |21% ERE Z i MHALT 2 1EH 133D 5
NeholzZehd (M5C). HEHERS ORIV E
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gl | W | o 0l
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-  E2 Paeoniflorin Paeoniflorin -+ + +
- MPP B

ERE activity
(arbitrary units)

@)

60 1

Ca deposition (ug/mg protein)

(-) 107° 10% 106 (M)

icariin

5. Paeoniflorin & icariin OIMEFEEHHHEORR{E
EYER b MABIIRTEEEHRIE(CH(F D Paeoniflorin @ ERE &4 EFMR (A) 8KV ERa &N
LTeaREDIFEIZIR (B). B MELHD AL MCF7 T® Paeoniflorin [C& % ERE JEHEDEE(C).
D. icariin OREKFENFE MREIIRFEEHMIZDA K LIHEIER

YRERNRCER ISV D SRR VE VBRI 2 ARk
FERMZAERTH 5 R R SN,

Bz, FFEE (WAL D) v EROHREI
ThoHA N A ¥ MEFEBHHMOAIKIZ A I
Hl5 AEHP R TS (M5D). 4k, MEEILS X
OBALIRREINS 5 B Bk & 70 AR 3R 050 O IERfE 7 AR %
WSPIZTHIEPRDLNT VD,

BHOIC

M ZALWGTE T H 5 M KL% H0 2 Rbl Ok
WVE VHAERNC & 2 S REVER % /#3572 Rbl LIt
DAL ST b ME A IKALOBIHIE 25780 5 11 2 23,
ZOMERBERE AR 5720 . MO TOREINRL -
20T BMREMEAVRIE S D Z & A5 M4 A i -
iR D7 LA VIR BT B 5 AR O VEH
BREAZHIEICT 2 EREETH DL LEZ LNL5H,
B ARG DI BE R 55 1 AW R B AT & A2
AUX, REY - 7 LA VOTFHR LTI O 720 O
HOHEMUITFEBTE B EWFT %,
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Kampo medicine for aging

Inhibitory effects of Ginsenoside Rbl on age-related vascular pathologies

Son Bo-Kyung
Department of Geriatric Medicine, Graduate School of Medicine, The University of Tokyo

Abstract

A Kampo medicine is thought to have the potential to delay or inhibit aging as well as
improve the frailty defined as a state of increased vulnerability in elderly people. However,
the underlying mechanisms for their actions are still unclear. When we examined the
effect of Ginsenoside Rbl (Rbl) a major component of ginseng on vascular calcification, one
of the significant pathological features of vascular aging, we found Rbl, like testosterone,
transactivated Gas6, a critical molecule of vascular calcification, which could inhibit apoptosis
and further calcification via androgen receptor. Since Rbl didn’ t affect proliferation of
human prostate cancer cell, as a selective androgen receptor modulator, it is feasible to be
one of medication for cardiovascular diseases including calcification. Further investigations
for unraveling molecular mechanisms of herbal medicine, could lead the effective medication
of Kampo based on convincing evidences.

Keywords : kampo, Ginsenoside Rbl, vascular calcification, androgen, apoptosis

_36_



