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=i 014k 9jek 1eul, o14ko) o] E ) ARgste] A7)
of 9015} 2-8-2 3= 7of| thato] 2k T Zo] £l &
AHE S 79 R oREE ke g AeskA A e a9l
= A1 A Y] A o] 5 W e S5 0] w]oRet A
o] FMo|c}. wfepA o]d o]0 Qlike A oloFEolet
VR 7)5/ Ao s AE o] §E S 8 Ao
Helek

1960 I 21k 2 Fpopagof| ofsto] Z1 EA4do] B
A A AR = (A AR QR 5-5)7F A 5714 <
Ao 8 A oA QIREIL Qlek ©F 30 o} o]
O] Tkt AA| Ao =71 ATl A 2wl ek KA
AR5 o7t ql5o] 2hsto] Qi e =l 9
T A Sk A] HiekErE WA AR 28] A-gof Tfsto] s
3HaL ek QU ¥ A, QJofE ARSI AR Al A
AP =7} A g o] 9l 37] Jttk AA|eARo] =
5 O[-8Rt I AES B UAAte| 29 232 4]
(organs) & B Al 220] Fof] whef T ARG vhefRl o2
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20(S)-Ginsenoside Rg,

a3 1. 20(8)-TMLMOIE Ry, 7 EMI=AfOlEE W 29| Lis
2t a, © 29 b, 2# 22 ¢, epimer AX| d, alipathic
side chain.

kR 9)E} (Nah, 1997).

A ofofEom FRE I Q= AY M YFEES 1
TP WSIA G, 1 0] BAS B A gelA o)
o], o] & Qo509 21-8-7] (functional group) &= HE A
A2 o Fofott i oFE o] AukE STiebA7]= ke
B A7 A8 2 Qlnk RA| Ao B A 7kA] o] At
55 Tato] ExjeFo] oF 600-1200 daltono]w], & 712 £4
0] LA Qltk &, AAleAto| B ARl S E o] 9l
oh(Z2¥ 1). 1) Triterpenoid &2 H-5, 2) alipathic side chain,
3) & (carbohydrates) F-5-o]th ZA| Ao EE A3 A9
A=A =iz 28] wof WA o] T5of AlA %L,
alipathic side chaino] &% 4 127 jAdE = 71082
or 4 9icl.

A =7t oketk 2l
elahaorelab . ARORA Q13 wo s AHAl
o)1= 5 FAIBHE 28] FollA] AAierjo]=0) 2442 A

E

—
il

3k 4= Q)= 2R8-7] (functional group)7} QlooF a1, 71 o]
BFE-L HE W AL 2N Ao Bt 1 § 58 HklE)y] 9)5)
of A gkl 3 o} B7) A 18a10] 1 AL Wlalh
7h2 Al Ao| 7lssfof 3 Ao|t). Eal o2 Bz A

Hlirpo] =0) 21 9le) Mt o] 7Hsaka HA=A}

o= 4l ZA| Ao = 8- 7| (ginsenoside-derivatives) 3¢

4 TN MY 1285 (2009)

Mz oo N 7hssi) o] gt
71 A5 S, it A AL E ﬂ*&%
P E &)=t 7] 03 }111 14 AL 3 A
A7z A717} ==t A2 g el
T} o YA 2185t 71 3&7& JlieAto] =0 8- 2] of
3t 7] % ¢itof] T AL m|ofsh ofA] ol Bt i glA|
o)

& YoM 2N A E Rg, E F4HS
Al Ae] E7F AY AL Qe A 2919 E4 50 d
(single cell) 7|50l oJH FoFS 1] 2|= 712}, = WA, %A e
Ao =7} A|322] 3 (homeostasis) 415 915to] 2t
o SFY AZ A (o] 2 52 L S EAD) T} 14
1 A5 Z-Qo| A|al/ora]ala o 7 ofm %J,} A=
AE7FE = oot o] 7hE Alg7kA] ¥exl *ﬂi*}ol

=90 2 A7 % =& A 7S sk AZI7E A

AAEeAfol =] 2-g-of gt ofsfE S Ash=t] ol 2 A
ojck. B2, Ak T A 7| 2olt A T ArA of 2
Fote FAAEAAE & W8ol ZA|teAte] =9 2Hg- ¢FA
& 500} Q1o 559 7] HelE Akt 2ol

B 8% £.go| ¥4 gk

r°"
r{r
-
>,
2
=

Ol

p =

| ZIMILALO|EZ M2 28S Waleh=nl UM
ZIMLALOIES M6t 2 222 [stereoisomers,
& (carbohydrates), alipathic side chain & 2
2 (backbone)]e| &t

H Ao A= A A e Alo| =& 7} B9 (stereoisomer,
alipathic side chain %! TE—Z%)E W11, 71 HEo] of5ko
FEO ¥ (modifications) £-2 20 EAS E5}0] 0]
2} 7} AN Ato| =0 Agj/oke] 2] 2Hgof ofF o
SR R U] o= L o T B g

o

O.

-Di S

wok i

1) JA A E Rey= o7 ZA|ieAlo|E5 5 TR 2
2 o2 A A AO| =0} 58 At Tk QA4S
2 39] el A7 o} SHT)

ZA|=Ato] = Re, 0] A4 3telvy2-20(S)-ginsenoside Rg;,



124 Qe TIML=ALO|=0] Qfet S5 M= +8X & 012 S2 Q1A LIX| 2elof et =M S5 F8F / v
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20-S-protopanaxadiol-3-[O-5 -D-glucopyranosyl (1— 2)-3 -
gluscopyranoside]) ©] 31 L7 9] epimer® A] 20(R)-ginse-
noside Rg,, 20-R-protopanaxadiol-3-[O-4-D-glucopyranosyl
(1-2)-p-glucopyranoside])©| e}, ZIA|=Ato] =2f 3lst -
E= 28 1] Lok ik AA|teAfo] = Re = 8415 24
Sh=tl loiA Al Hiol A 218 Bt (Lee 5, 2004). XAt
APO|E Re = F7H] o] B4 381 9J2[of] F2te|of ), &
22 201 9]2]9] hydroxyl group®] $J2|¢] w2} epimers 2 &
At o)ef Zro] XA leAto| = Rg,+= stereoisomers = <=7
S} T ghas 2081 91%]0l] 67§ 2] Tha RS- alipathic side
chain [-(CH,CH,CH = C(CH,),]°] §-2}%=]|o] ¢]t}.

2) 5= M=o Tl QA i Abo] E Re, O] B4 208 9]
Ao 3= hydroxyl groupE FE38}o] WH-g-RtTh

Jeong (2004) 5, Kang (2005)5 % Lee(2007)5-2 A4\
Abo| = Rg, 7} Al =2t T AT A4S A-g-sto] T 8 Uy
Sh=tl Lol A A Abo] = Re,of B4 2009 Sl
hydroxyl group®| &5 2RI5k= A5 AABIYIC 9+
A1} 24 o] FEES A= 3ol Al 20(8)-
ginsenoside Rg,= A| 32} Tl A w45 2-8-51o] 71 avts
HF9el=t] Hkstod, 20(R)-ginsenoside Rg, = oFi-= a7}
=7 0 2 YERITE Kim (2006)5-2 swine coronary artery
9] 425 o] oS 2-dk=t loJA % 20(S)-ginsenoside R,
9} 20(R)-ginsenoside Rg, 7} stereoisomeric 218 QFA1S- .o
T ASRE HAskt. ol g A A 2005)-
ginsenoside Rg, 2} 20(R)-ginsenoside Rg,2}+= o= 2}l 1]
H3t 24 2jo] 5 Ay eh 22 Q1 AJskar 1o BEg-5h

A02 Az,

3) M| Ato] E R, B4 39 Ao Qe TS 7
(carbohydrates) R4 leAbo] E Rg 7} F& A 22 thal
g5 25k 5% 9 gt

AA Ao Ei= A=A K& (hydrophobic portion) 2} 214~
A} 59} (hydrophilic portion)E A|'d =4 (amphiphilic
property)/d A2 7FA|aL Tk ZA ALl & R = ThHE ZIA|
AL ES Y= Ee Bhas 3W QJR|o e 2R2AE THA]
3L 31Tk 209 91A| ol = o] §ltk Nat o] 2 §2E 245k

o 2lojA ZAeAto] = R, o] 50 o3k A7) 913l
Kim (2005)-5-2 37FA] ®WH-& o]-g-sto] gelstoit. 1) &+ &
T2 $lofl 7 (0] protopanaxadiol 0|2} F-2¢}), 2)3E
G oIS AASHAL (o] & M ieAto] = Rh, o2t -2},
3) BkebAl o & S Mg A7 | o] Qlrk Nat o] 2 &

= 2Ask=T QlojA] 4% e o] 28-S 100% 0= B
U2 o) ol bt EAsh= 7-f-oll= A9 A} wjekst A
O & YIS go) gAY, T3 B AIE Sl vkt
7HAE Bap7E glis AR e 24 mARe] & Re o F-2F
H =7l o] B @atE= A 0= YERiTh 3k 24w
AFo] & Rg, ol Al Hol A Uk 57 2] -2 sophorose il &
$-=T sophorose 9JA| Na* o] g5 £45k= 50| ¢l
= ZAOE YEHITH (Kim -5, 2005). o]2} o] ZIA|ieAfo] =
Rg,of 521 @52 1L A ofli= a17F §lo, A eAto]
E Rgy7}F 7L 93kE Skt Holskal Qe o =L itk
Floll A T 7Hf To) F Al T A Q1A ST SlofAl
olH A5 shi= 7tol thsto] tf ApA8] e Aol

4) 20(S)-ginsenoside Rg, 2] A 20 9] 2] of F 24
alipathic side chain [-(CH,CH,CH = C(CH,),] &2 %A=
Ato]ERg, 9 7]50] flofAAY 73] 7]= Hde] Qlok

T19 19]|A] Hi= vje} Zro] 20(S)-ginsenoside Rg, 2] Eha
201 £]#]of] F-&+=] alipathic side chain©] 24| \mAlo] =2] Al
2j2Hd 2Hgoll Slojal ofw ofaks fal Qli= 7tol] thek e
o] B0 17k 1k Lee (2008)5-8 21 0121 ¢175) 1=
4|, 71 ogtof| gt oA+ HWlHH © & == alipathic side chain- A
A3t A AABIA] o2 ZIA=ALo] = Rg, 20 Ae2d A
T 5 H| k= Al0] L, TR B 7HA = B4 233} B4 241 9]
Ao o]F Agto] EAsH=H of ol A SHIAIRI T,
< o+ A% (single bond) 0.2 WH= 5 W 8E7] 0] A
teAfo] = Re @ TL AR A E Bk Aol o WA A
Ml Afo] = Re,©] Lprj7] 58 gt Al A aliphatic
side chainTh2 A| AT 7 1L A e A A8 A9 gl A
O 2 yEtt) 1o Wkslo] aliphatic side chaino] A8}
of% 2Tk T AROR VYA H9 1 ARjTo] 34
i A S7koke A0 el ofefeh o4 Avea A
AlieAto] = Re, 9] aliphatic side chain®] B3-S 24| ALo]
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E Rg,o] Ae|AS skt lolA B@A| (agonist) S
SHE S Qb= o] Qa2 Hof F=aL Qlrf. whebA v
o]Lof| Al+= o] alipathic side chain @] H&-& Ea}o] 7|29

AlAfel = Bt B et QA eAto] =
& M Ao = ARE-S U= ZA iAo =

o] 314 T.0 KAto] 7R=s)e]etal Al zhE T,

A 3A (agonist) S
218} (antagonist)

5) 20(S)-ginsenoside Rg, 9] =4 (backbone)-> ZI A lAfo]
T Rg, 9 F8 FE o2 B2y kit alipathic side chain©] A
9 ch o] ofeh 44 917 4147 o o) 750 o
3+ E2] 3 2pek g3k & 7hsAlo] Qi

1] 104 1= uj2} 770] Aol = Re, o] o 3231}
aliphatic side chain A|9]3F 749 &2 F2o] =g, ZA|
S AOlE7} ]SS sttt 2ol o] B o] o

7 ofakg 2] ofehgo] Tk WA T2 3] B e

7] (methyl group)©] F-2+=]o] Q) 11, Tt} aliphatic side chain
Y=g o] 4 25 HIPAZ AU AlASH= HJ%’QO] A
TRA T, A ] A 9RaL Qlek. g 7HA] 7he A
W ol gohe AR AAtALe] =5 A5k= OJ Fofl A 2l
AlteAtol = 52 Fto] dHdsh= Hwoﬂ 23 a9
28-S oAIsHA Rsfiste] Mg %L+(°ﬂ RN,
H2eh= A oA 52 Ahsto] “1]‘5‘7 | & EolAH ¢l
o= ZAeAte] = A S 7HAI AL ] BA A2 V1L
A Ao =9} Bl sto] H2 20] qghs 2ok 1

o) Sick 24 3229 ofael tfolel | ofef 2 9=

72 o] H)

rE

o] ofzl7] W] A4S Esto] o)} 4 4 ek o
4, &4 H-x2= 44 (hydrophobicity)S A 4E20]7]

BN
ool o] H4 F-x= Azt ek A 3} hydrophobic
interaction-2 & 7F=Al o] QL In vitro -2 in vivo 2 XA =
Afo| =5 A A9 32k A2l wf A o] F3 Softt
pocket HE o] B9 0]2 Z5 Ol pore U pore =H 0] E 4=

AL, =841 9] ef7HE (ligand) A A= E 4= Qlth o
X]/\]i/\}o] = 7] 527} hydrophobic interaction®] 2|5}

———E"I

Agtst 4% (o] A AN Al =7 uf bl W A1 )
Fofol Y S IR YR Rt Aol obd), £ A
£ 358 739, olold Aol =0 g i) o]$:3) Qi

A

0} U A5 b AR T} 3 (hydrogen

1283 (2009)

bonds)-S 4511 (0] AFH A ALo| =7} ) chul Yt A
gxl—&o}oq AHF/]ZQ]-A-] o Hl3)al g ﬁolo]) O]EH A =

Z.0]| 4] Mo] L2 aliphatic side chain 4~8-4] 2]7t=9] A3}
O]],]— O]_Q_‘/] o2 E‘g U]—ﬂ],]- ]:1 7]—9:]_/\]7:1 ojag_%g_
T & 7FsAdol ek (o] iRt ARAIRE =20l FHoll L.

II. 5% M=} CHHZo) CHet ZIMIiAOI= Q14 X2

u
m
1=
n
3
M
=
o
N
fol
o

oI

A7 A 9 8| A7 A o 2H8-8h= B oFEE(drugs) (o,
lidocaine) ©|U} &4 (toxins, o), TTX, 5-5)59] 9ok 4~84
(GPCRs), 0]2 == 1} ligand-gated 0] 225 Z:éj—;’— 3= A
02 dHA St ol oFEolu Faof Rt A% ARG 9
), % ol oAl 45 83 718 Yol A £
& site-directed mutagenesis FHH o] oJ5}e] o] o] %}, o] Hf
E’Q% 0|2 =\ ligand-gated ©]-& F=E FH4J5h= oh]le

5 OFEO U S48 T A8 A 0 = of sl 91l 3
3k 712 &-2-3) 717 0]AFO] o= ARS- A A o] thE o}]
e [of, 324 oflieAR 4 ofulieAl 5 W), side
chain¢] &-2- o} L ARS- side chain©| 7] o] ARS8 5.0
e 2, 52 wild-typeol] EA8}= ofv]leAlS dekd
(alanine) 2.2 F¢IH0] A|7A HREHH .2 WHE T (5 015
point mutation®] 2} L 2c}), 59 Woly o] Z g1}
ligand-gated ©]-2 %55 expressionA| 7] TS -2 OF5-2: 0]
2.5}10] wild-type 0|2 =21} ligand-gated ©]-& Z& 2} 1]l
AT 574 ofcAlo] £43 ol muant o} 21}
mutant ligand-gated ©]- 225 0f tfjs}o] okzof ool 24 &
27} wild-typet 2ko] 7} glo] Als -2 ElThH ogouf 4
o] 49127} o2}t 71, Tk okBolut E40] &
27} ol 4 AL Zo] Sk, = IC,, (50% inhibition
concentration) =X & Z4SF 4= I AU EA5HA] 0 72 9014
Q)7 Z7F5AIL, ROt 40| Ep} glof ATk, % A&

Hrohy 7] 0FE0] o] A HQ) 5 0 AkS 28 9]2] 7} mutation

o] lofi Aefer Azt 4 gl

o|2|3t ¢t 7S o] &5t L-type Z o] S=0 2+
Sl ok, & ITEA A% oFgSo) el A7)

[‘[[‘



a1 O MM =0 Sfet &

2 NS} 48| 2 012 S2 91| 9IF| S0 thet FA &7 5

oot
~
i
of»
ne

Sre Rlck 3k U5 AE blocker?l Fofofl A ZejH = =
4291 tetrodotoxin (TTX) 2} =+4x bp A 2 A1%F Hgul 2 &
OFE . 20| = lidocaine AEQ] SFHa k. AL Y} A
285k SIA|% o] Wil ofste] W Ak Rt & Av=

Y activator 2] batrachotoxin (BTX) 2] -8 HZ]E o] Bl
of &Jato] viefAlet. ek Adol 485k oFeso %
218 QR o] HHHof osfo] uba] At St ligand-gated
o2 B2 59| 28 QX & site-directed mutagenesis B ]|

oJsto] vfs Fict.

2. = HIE P CHEE (84 2 0|2 S2) Sof
QA X2| =l T 7|
OW et }QHJO] Q] tii FaARE o= A ZIA|
AR | E7F TR O] oFE oL Al Mg 54, SRR o)
12} messengers-> “150] A2] 52 ofe] 245 W3s}7] 9]
stol A= BERo] 52 A|azatel| EAsl: 159 +~E8A1E
A4 (BT A-EYstaL A S SAAIZIT (0] #/dE Lock-
and-Key concept 2 theory2} il F-2t}) (Limbird, 2004;
Rang, 2004). 24 % &A= Als A A4 (signal
transduction pathways)2- 7% 4] 22} messengers= A3 A A]7]
31 0] 52 0|0 A effect systems (3 rd messengers) ]| S 1]
Z|of A2 o] EAeh= 2448 A5 BA, Al EA 5}
ol =g 50| kA Ul oA &0 & 3 O] Z| A} (transcription)
2Ash= S AXA T gAdo] o Fojx| L Az
3t ool 7] B A A |of Pofuhe S gk
S} FARSIA AT 2| leALo] E7} 25 e Bl oFe) &
& A Ist messenger O A] A-8-5}= Zlo] el 2]of|A]
At 28 52 ol&} FARE IS A Aok 51l o] & 5
% A0 QIAk o) M Q14ke) 280l STid Ao|tk.
= ZA|ieAbo| 29] 14 A EE0] A=Al E A
& skt QlolAl ZA| AL B HH/d 8= 2t §-9]
7} ol Ak sl= 7+ A HkTh ool A= ZAI=AL
O|E7} A|3ut chul A o] o] L HLol= o] Al5|1 01114 HRAl o g
A5 A3 712 E0] o]
method) T AR} 0] wdlg] |

-&5to] TastaLA it

T
I

;

E

m[m

éﬁ:

£

1r
(->~l

T
=

FU

v (site-directed mutagenesis

1 (docking modeling)-2 ©]

3. d2|A es I U= S= MIZD HEEo
cifet ZIMEALO|= Q1A Xi2| 2ol H S

M|z ato] E2|5k= 2HE =84 (oll, GTP-binding protein
coupled receptors, GPCRs) L} ©]-& £ &5 (voltage-gated ion
channels & ligand-gated ion channels)-2 ¥ -5 Af| 321} 0}-7Zbko]|
=& 5o} @l N-terminal 59| @} A| :2Uf-5 7F2 2 2] A]
(transmembrane, TM) A 325} lipid bilayerE 7]0] Q)= 59
(TM domain)2} A3 2] 02O & W6 #] UL C-terminal £
A AR o] Q. WA GTP-binding protein coupled
receptors¥} 7H-8 =87 o] A9 7heks)A| 7]<«5hE N-

terminalofl+= =2 2|7F= Q1A W At 227} Qa1 2|7k =g}
AAA 0 2 A-85h= oFEE % N-terminal of] Agsl= 712

2 oA Qlth. Lipid bilayero] 9)+= FE2 2]7F=7} N-
termainalo] Z¢ra A& 1 ol A o] g g & W3}
A7} B/ 3t o]
o] £8-4|9} 214 %]o] 9)= GTP-binding proteins©] ZH4] &]
51, 058 ThA]effector FAS-S SA AL efAlste] 11
g31= 435}/ Floth C-terminal o= 7+ PKA -2 PKC
O} 7-2 kinases©]| 2|a}o] ¢QlAlThE|= X}ﬂﬂ 1 00| 9]
5}o] C-terminal @] o}v] 1Al (522 serine, 2-2 threonine)©]
st 4 AR A% sl 2 8A1E Astelet
&= ] o/ Hhgo] dofubA] o HHARS sk A ow
A Qlek

gl o)

(conformational changes)S -FHFA| A 4=

E25 (voltage-gated ion channels)-> 7t
o] 7|5 Al E2 AQF (membrane potential) o] HS}of|
o)£sto] o] & FR7} Asic BT Tt o] oA N-
terminal, TM domain % C-terminal & A &0} QI HE
TM domain®]) 9} Al 7F2|51= sensor U £4 o] 29| &
=5 248k pore S FAJo= 917} Qltk. C-terminal o=

kinaseso] 9Jafo] SIAISFER= AH2)5o] Slc). W o] & B2

o 2t B (of, Hol=)} o (o, F Taek, 24
A1) &S 52 pore W pore 2} 0]-9-5}17 91+=TM domain

ol 23¥1o] 1 A4S WS Ao 2 el 9k
Ligand-gated 0] %= (lignad-gated ion channels) & 7-$-
oI A] N-terminal of| 2]7F=7} 014] Adlsli= ELojz} o)1, g7k
T 7}N-terminal o] 238k 73-2-TM domaino]] 3+ pore £ &
A5 319]0] el MEkE 2 porert Aejo] 24T
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< (4], Nicotinic acetylcholine receptor, NMDA receptor, 5-
HT, receptor, P,X receptors-)©| 5017}l ZEREO| U7HA|
E|o] A|3LE TE(depolarization) A|7IC} HItj &2 Z&2dfo]=
(CI) (¢, GABA, receptor & glycine receptors) 7} =017}
o] hyperpolarization G35} 11 SEA] A|20] T8 Qulo.
oA gtct. Ligand-gated o] F2ol| 2-g8k= s N
terminal o] 2+8-5}7|L}, TM domain 2] T}2 5.5 3.0 pore 2
pore F-HHof| 2R8-51= 71 0.2 oFef A Qlct
olo} o] HuhS FAIBH= o] 81501t of
22752 7 Hxjeko| 421k dalton o] A] 4414} daltono]| ©|
231 ohu) AL il Aol A A 7} Yy RA|eALo| =7}
Az} S QAT 28-S Fote] L Aed URIet
bl 2121 9121 o 7] Hobd 2117 A A fel =
Y G1E ofele Befolch. 3t hA w8
o] El= & A AEtte] Al O R o5 - 8AIY
& 9 ofolieAt 474 A2 o Bt )
o] NIH data base S £5}0] 417 71 £4]5-8 gholal 2= 91,
A7) Aol o] B E o] N-terminal, TM domain, voltage
sensor, pore ¥ C-terminalS- G143}, 0]& & o] FE9
tho] B zla]o] 11, QIAK} Bl Za]o]al & o] BEo]
ofu]ucto] okgolLt 5 e A2l el S 21T 5 otk
Lee (2007)5-& #1202 WE 53] ZAMS F3l0] 42 AR

rlo

(¢]

717} ligand-gated ion channelso]] thh ZA|-Alo] = 24

&
2= A A ool o] Fof A 4] ¢hal k= AR
HrAsI L) o] efst AP E-2 ligand-gated ion channels 227
off Q1A M teAte] B 2jHE Aol = QA AT}st
Otk AT} A S ThE ORI} £4E
o 9130] ofuliAb B W AL 468 Bolo] 1 s
SIS 7K 4 1011 QT WA Lee (2007)5-2 7}
F DEAO 2 ofy] oo 245 Ko e directed
mutagenesis<r HASHAL 7L H OIS WA} E S 7k RS o]

&3t

N

llo my X

o

4, 3= A& M=o Exifot= ligand—gated 0}2
E25 (5-HT, receptor ¥ 7 nicotinic acetylcho—-

TR} MY 1283 (2009)

[0 )

DSGERVS FKITLL Ny £ A2 2 F 284S DTLEATAT

* M * k3 * * *

280 285 2900 295

O 2. 5-HT; #8x 7% 5-HT, +8Al= N-terminalo] cys-
loopE 7RI #A22 L0 ASH 0[A2 GABA,, nicotinic
acetylcholine % glycine receptordf &So0[ct, Udl 79
transmembrane (TM) domain0| A1, CiA 747} 20N Bl 2
ot 2252 STt N-terminaldil= serotonin0| Zglsh= X2
7 1, TM2= poreE gdote Aoz UM UCk TM2o =3 H
0= Ol[=AS2 A2 boxZ EAIE0] Tt

a1

line receptor) & T 2|EY 0|2 2= (voltage
a

ol

gated Ca¥, K+ 2 Na* channels) CHEH ZIM|.=AO|=
ol4] xfa| ol

a7 9] A Aieg & o) ZA|eAte] =7 B A
=845, ligand-gated ion channelso|L} 0] 2 F&2 =5
ZABIR| 92> A 07 Hot XAt ALo] Eof ofFt AY A} T
A E5110] A5 A-8-C- non-specific©] 0} 3L specific manner
Z o|FOJ AL Q)5S HA AFstaLzt g

1) Ligand-gated o]& F20] gt JA|lAto] E Q1A S
g 917 gl

(1) 5-HT, =84 (M|Z2EH 37 4=8-A)):

o] &A= H7iS] TM domain ©.& +4%|o] 9111, o] A
o] 2.4 (pentamer)7} Sho] L4RE =84 E 4 St
(A9 2). 72 F5 A3ALL} X AR A A8t 7L 7|15
O 2 A= At (irritable bowel syndromes), SFA]
Fol, du) 9l o} Ql¥} WY FLE (vomiting) B 2|2
A4l Aght & Ao] Sl A o= A Slot. Ak
o|=E 9JollA AGTtole] 5-HT, -84 ol Aehs 2|7 =
< ofohs o 288 4= Qs A& 7Rt



1 Ok ZIMIL=ALOIE0] Qg S= MIXLRf +8X & 012 S2 Q1A fIX| &felof et 2 ¢t S8/ s &

Lee 5 (2007) A4 ieAfo| == o] &A1& 5-HT9 =
non-competitive manner= Z4sl= 7 0.8 YERY 1 A8
S BRI} Q1 22 fon B2 pore 3915 FAeH:
107]9] o}n|=ibE (287HA ofu|iAtol A 295 HAY ofu]le
AT S 54 O 2 site-directed mutagenesis S A A|510] &
A Ho] 5-HT, 84|55 RIS tha &% ol E AI71A] &
& 5-HT, 587 (0|2 wild-typeo|2} -89} 2AiAfo]=
A-go] o BA M-S Atsalet. Aot Axt of2| ofn
teiks Foll A 291 Aol EA5}H= valine (Val), 29217
Z 7| 3}+= phenylalanine (Phe)S 3-2 295 A of] &2)|5}+=
isoleucine (Is0)2 alanine (Ala) &2 A Ho| A]Z 72 24|
ALl E R, O] oA A-g-o] AFEAY o4 SIA Eol=
= Ao & eyt B3 2913 Ao EA3h= valineS
alanine © = ¢ oA |, o] F¢ Wo] g oA = 5-
HT-& A &]5}A] & ete AP (constitutively) O & 0]2 =
27} GE|HA o] F=7} wild-typeo] B|sto] HH3] )=
o, o)} RA|AJo | R, Helat 29 o] Ao ol
L ol B8 o3 wink ojue}, o] B2/} we) ol
% 5} 2H80] LS B3I, KAIAO|E Re, 9} Pt
7}A & TMB (5-HT, 4=§-]| open channel blocker) ¢}A] o] &
A wlo] o} & E2o] Ao 2 ofeli= A Akelsick
U} 5-HT, =84 open channel blocker ¢! diltiazem+= %I 4|
=Afo| E Rg,of &3t EHo| o] 2 F=2 oA A2 WA ¢
2 A0 e, ofej 99 ATSE AN Afo]= Re,
+TM, 9] valine, phenylalanine, ' isoleucine ¥} A} % 2-8-2
5oto] 5-HT, 48415 24T KoL, 3l TMB-8
oL, diltiazem¥p= T2 AFe] ol A 5S-HT; 8417 2 Q&
] A+8-5]+= open channel blocker & 4] 2833 =1H5}%ch

!

(2) o nicotinic acetylcholine <=8-4):
o] 4-8410] 2 5-HT, -84} - familyo] Zrhe
S5 A7 Autol] A A de] EEste] EARTE 2 4

AL 3 2 71012 BB, 84 7] 5ol
AR

o 1

Al

2
[e]
Alzheimer disease, Y % (schizophrenia), 7+ %
(epilepsy) Tt =0} Qli= A o0& AP A Sirk.
orof| 4] o3t e} 7o ¢ nicotinic acetylcholine receptor

£ A7 Alof| A= nicotinic acetylcholine receptors 2] 3}

L2 B} TR subunits 0] @ subunit 7} 57 HoJ A Bt 2
3t homomeric <=8 0]t}. o] =84 A 5-HT, 4=&-A4| 2}
cysteine loopE- A 4=~8-4| family &] s}Lfolc). hoj A Kl
Elo] & Ao A ZIA| Ao Ers B, d3R2, cdA, and 42
A ZAA Urehh= W A5 (inward currents) 5
AAHAt o7 FEAIE AAIBHA] 2 Ao KAkl
(Choi &, 2002; Lee 5, 2009). ZA|=Alo] == wild-type 2] «
7 nicotinic acetylcholine receptor channel activity of] = % 3F
& )27 9k A0 2 W31 Hglon) 5HT, receptord] 44
H TM, o] &A5]= 57 ofu] =4k % leucine 247-S-threonine
Lo r} 2 ofu| A O & mutationA] Z] 7 mutant ¢7
nicotinic acetylcholine receptor channel activity S A=A}
o7 o faliz A0 e, O MAAO|EE 5-
HT, receptor 2} |53} TM domain ]| &4 8<= opv| Akt
ArS A8S %2319 ¢7 nicotinic acetylcholine receptor

channel activity S Z43s}= 7 0 &2 A7}k 4= Q)r)

2) A 9&A 0] EZE (voltage-gated ion channels) ]
et JAeALe]| = QAT 28§17 2l

(1) Voltage-gated Na*channels (Nav)

o] o] & &&= Yl 7§¢] domain®] ¢l ©] domain-E- T}A] 6
o] segment= FAF HabaFo] 2 vhu o] WA §
subunits©] @)t} (Hille, 2001). Z} domain ] segment 40f]+= 9}
Aot W3}= 714 5}= voltage sensor”} 911, Zt domain 2]
segment 59} 6 0]-2-0] &5 5]-8-5h= pore Fit- 4RI
(7121 3). Voltage-gated Na*channels (Nav)2 A7 A|3E, Al
A 32 Y T A 32 22 SR Al S ol] EAHE. Voltage-
dependent Na*channels-2- 1}-$- W2 7] (4= msH]) A 1L
3l 4= msY| E&4J3} (inactivation) Elt}. ojuf Aljzotz o g
UlgkA] Na+ 2157 AJAd st Voltage-dependent Na* channels
0] BHAJ0. Al A |32 2] axon©| L} A|A| 3 (somatic portion)©f]
A 25 719 (action potentials)S G-Hol=d] 214 o0& &
gHelo] Sl Ao A Sl of& A ok Al Al
o] 32 HLoJo A th2 K9] axonal Z-& dendritic 4
(information)-& HtsbA L thE Al 2 AR E Hdsh= o
otS o= Ao g &4l A 9lt). Voltage-dependent Nat

channels & &= 2178 o] 79 2 AGAI =] F5of

il
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W2 F7 A Sk Al 9 5 A RS 0] = voltage-
dependent Na* channels©] £A5Fo] AAFQ] 422 G o 2
391- oﬂoLE }1— 74 og O]—quzl ohjr ‘ﬂ}lo_ X_f_]_ R
50| o] o] & F=of| A-g-5to] 1 A U]
Sl=7Ao Hil &3 9)

A Ao =0 95t voltage-dependent Na*channels 24
of HilEo] whz i, ofe] AteAle] =0l Al ZIA|leAte| =
Rek 74 ek ¥ 0 %ol 278k volage-
dependent Natchannels-& ] A|ol+= 21 02 B ilE o Qo)
(Lee 5 2005). A=At = Re ol ook At & Ad 24 7
2} oL site-directed mutagenesis SIS 56}0% AATSE A
I} ZA| = Abo] & R, = AT AlE O] resting 22 open state
o 91 W AASl= Ao E EFYE O 1, use-dependent
inhibition& X o]5=3)t}. 3}, steady state activation voltage
& Hia Low A o R GO QA shifting A 7O
L}, steady-state inactivation voltage o+ %J3Fo] ¢l= 70 &2
L EFGTE A t] S 2 d o channel entrance, channel pore,
lidocaine/TTX A%t #}2] U voltage sensorof| t gt mutations
Aol A TR Abeloll= & aFol $1%1oL, domain ITof <&
A5} voltage-sensor 2] £4 o}n] 1Ak residue @l lysine589
(Lys859) < mutationA]Z 75~ ZIA|i=Ato] = Rg, o] steady
state activation voltage2 EHi-=- 20 & 9] o]5(shift) 2 A
A7l Aoz LRl o]2fgt - AdE-S Al eAte] =
7} A0 24 9] domain I12] Segment 4] £]5}+= voltage-
sensor®} & A5 5-5to] AH8-ghe HojF=aL Itk (Lee
5 2005).

2L} o] 3k HEAL- ZIA| e Afo| =7} voltage sensoro]] A
g-5}o] 0]-2- 59| channel kineticsol] G v|ZIth= 70|
2| R ieAfo) E 0] ZhR-0] AWML= AL ol A o 2 Hol 2]
Aherjol 7} i ol 2o} ok S
A 7Fe 3 Hola=al Qltk Lee (2008)6-2 AA ARl =
Rg, 7} At] & Ao Ag 202 2851+ batrachotoxin
(BT, ORI} RALI8) % Aels] i o2
w], Y55150] o] £ Bt MlebH Aol o] 4510 9k
a1, 0] BEAlL ¢ 4—4 steroidal alkaloid toxin©|w, A174#] 4l
L5-of] £25}= Na* channels-2 A|£:2] 0 & S A7) O 724

= ARAE A7 )= Haoleh of Al A sERre] Ak

(toxins) ! ©}

< 3

& st Zolis 2H8o] Slks £4 W3t} ol o]
=20 AfL kel Ast 912 o] 219 2] domain I
segment 6 (IS6)°] ¢ 2|5} L Q) += isoleucine417 (Iso417),
asparagine418 (Asn418) ! leucine421 (Leud21) WA o}u]
LARS T} AehALS 2R8E1e A o &2 oF# A 9l whelA] Lee
% (2008) o] A2l FAWMO] AJZI tha- R4l Alo] E Re,
9] Na* channelo]| tfgh 280 o ¥3}7} Ql=7}& A+ &
8k iT) 1 A} o] £A)5H= Navl.2 channel ] Asn418
4 Leud21E Asnd18Lys & Leud21Lys2 =<1 HO|A7|A
L, 02 18-9) Nav1.4 channel ©] Leud37E5 Leu437Lys &
S0l o] )70 4 WAeAO] = Re,of ofgHo]S 4] o]
R e ixé w90l 24 AR YT o3 At
A5 A Ao = Re, 7k AAA 9 250l EAsh=
Natchannels-2- 2 43s}l=t] ¢lo]A BTX Atz 5 293}
o] ZHEFHS W ol o)},

(2) Voltage-gated Ca?*channels (Cav)
Ca2+—°— second messenger 24| Al|3Eof|A] ThoFsl o] 7|5
ootk AW Car57hol ofubis tharet A4S
Ca2+ signaling©]2} F-2t}. Ca?*signalings-2 A Y] 52 Z+
% (intracellular free Ca?) 4~ Z7}of 9slo] 7| A H T}
Intracellular Ca2* level Q] Z7}= A|3L BPZo||A] S0]Q.EX]
50 H A ZHs A7l (endoplasmic reticulum)©f £AY
Sh= 8419|240 SJsto] AAE o] Sl Ca?o] &5 of
713t WA, A oA S0l Zae AEAIZEY:
L5 A|3Eo|| A= =2 voltage-gated Ca?* channels-2- £-5}¢]
HEQO 7 Sojt). Z4a A d-S voltage-gated Na*
channels¥} :% 4 0 & H|$6)al o] 279 HX
o) EAfRI. of2fgt s L5 EFEL, N PIQ- 2T
typeso] ZAfo}s A0 A Ut AFMEEL o)5
Ca?* channel subtypesS & A& 0] zjo]= 2 24t o} vf
FslaL Qlek. 1o wisto] I AL HET A 2SS R
L-type Ca2* channels-& BF&l5}al 91T} (Hille, 2001).
ZA| = ALo] E 7} voltage-gated Ca?* channelsS 2831
thS-a} Zro] H 1% a1 Qlth (Nah & McCleskey, 2004; Nah
5> 2005). A5 KA eAto] Eof oJgt A% A|3E (rat sensory

neurons)ol| £A5H: 24 A& 2R Ao] W Hj3)

subunits



a1 O MM =0 Sfet &

= AImat 285 % 0|2 S2 914 S| &oloj cist

ron
Bi
rz
re
14
o
02
~
e
of»
e

I} o2 A|eAt] = Rb1, Re, Re, Rf, 2 Rgl 5 A4 mAfo]

E Ri7} o] 5 WM ARl E Fo| A N-type Bl T2 high

threshold Ca?* channels-& S A4S Ha15}3Ic) T 1/}0}7} A

AlleAfo| E Rgy = BHE FA| kAo =50 W]} L-, N-

WQWmﬁ*xHO1ﬂﬁ4ﬂﬂwwg4oi%ﬁ”q

F3F, rat chromaffin Al 3ol £ 5H= ZHs IS 24 e Ato]
s

T Rezt 744 et A A S W8kl AL, bovine
chromaffin A 3 o] A<= total 2 A = A}Fo] =7} N-, P-, Q/R-
type 2 D& AABHAIGHL-type Z A JAIBHA] o

2 710 & YElth (Choi 5, 2001).

o] ek ZIA e Ato| £} ZIA i AbO] E ThARA] (metaboltes)
SollAl ofe] Z4 A'd subtypeol| 71 ZFElshA| 248sk= 7}
£ 3Fols}y] st A5 £J5}od Xenopus laevis oocyteso]|
heterologously expressed %l L-, N-, P/Q- @ T-types Zr< 7]
52 77} expression A| 7] Th2 A AJSE o Lof| A total
ginsenosides+= ]2 types ol A] T-type Zrg 2L 714+ 74
oA AAlste Aoz WL, of2 ZAlleAlo] = Rbl, Re,
Re, Rf, Rg , Rg, 9 Rh,F-0| 4] ZA|leAlo| = Re, 7} 73S 5}HA|
£HAL 714 245 A subtypes S oAalE A8 et
ZIA i A Z Rhy+=L- Y R-types& AAok= 71 0.2 UFERt
. A A k= A} o] = metabolites% o] 4] compound K
(protopanaxadiol ginsenosides TARA) = T-type 2 9
75 AA5k= A0 & LJERF O L}, M4 (protopanaxatrol
ginsenosides JARA) = = ZH5 29 subtypesof] @117} 1
= A0 E et 24 eALe] & Rg,, Rh, 3
= Zh<5 A9 9 steady-state activation©f| «= B 5=+ HF-gF
(depolarizing direction) ©. 2 0|5 A]7]+= A 3F-S 0| 2] A9t
steady-state inactivation of|+= Q&S 1] ]| z] 98- 7 © & L}E}
e} olejet o1t ZupEe o) 2rjals ol 2 )
doll =8 24 A lAto] == Rg,, Rh, 5
7105 HQltt (Lee 5, 2006)

BT Y] AT IS A AL 7 of e 52 7
% A'd subtype 5 2 E5IANH YA L A E 9 of = 9]
219] ofE ofulicAl 45 21837l elotAl of ) s
A8} itk Choi (2009)5-& L-type Z<5 A'd& XA eALo]
E7h 26k ) QlojA Zs A ) oW domain®] of
segmentol| E=ASH= oFn| Ak} AF T AHE51= A& A5t

41 compound K

1 compound K<l

Batrachotoxin (¥418, F1764) COOH
Lidocaine (F1764, Y1771)

TTX (F385,E387)

Voltage Sensor (K226, K859, R1312, R1638)

Inac tivation Site (11488, F1489, M1490)

Ginsenoside Rg; (N418)

#3 o o4t

O3 3. Y 9=M Na® 0l S2& Ul 49 domaine2 T4
Q. ZtZtol domain2 A 7H9| segments2 = U= EXIZ0|
2 ot xo|Ct, Segment 4= voltage sensor2 FAMstn
Segment 5-62 Na' 029 *Eé Hefole A pores sl
Aoz P Qlot 248 A5 I =AE0 ZEKi2|ol sist= Okl
AS0| BAIZ[] Uk

At A A 2ol B AV

DA 810 Co (20095 AE1 5 A9 LA
S 71 A A B9lot AR 919 245 A
HES 59 Ho| [Leud275 Leud27Arg=, Asnd28=

Asnd28Arg =, Leud31 5 Leud31Lys =, o] 9|52 Atk

24 2] domain I segment 6 (1S6) 3} GAMIS: 74| = 3Lo]
TH AR e A Ao 20 51‘%5 Ao - A,
S22 A2 e 8A| 2 o2 TRk FE AA| A
oj=9f 25 A9 /\mEIL Zlo] ofy gt th<=3] dose-
response curvesS QLEX0 & o] FA|7|= A O & e
= wild-typeo] HJ3}o] IC,, gho] 3-4ul} e F7lol= 2102
e, ofefgh ol ATk At At 24 Aol £
APgol L ke ZIA|teAfo| =0 Zh Aol A o] Q14 Bl 4f

\
5 A A 208 AT T1E 4 9l8S 1] F1 lrk

o

B:EZN

(3) Voltage-gated K*channel (Kv)

o] 0]-& &&= voltage-gated Ca?* 2 Na+channels = &
2] 3}1} 9] domain©®] 47 Mo} A & A 3} voltage-gated
Ktchannels (Kv)< &Aslal, A1 A2e} 4o SH8A] AL
Soll EARI (217 3). o] AE (o] & FEF)2
gated Na*channels®] 24 of E}E WekA A& (inward
currents)©f] ©J3F 24 Al L5 0] Hd = wof o A9
(membrane potential) 7} positive direction .2 Z12}-= wj 9

< voltage-
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ool

Fd A5 2 (outward currents)sto] BF 9|7} A E=
(repolarization) ] =5 5= tf| 3+o] 3t} Kv channels @] £
i A7HA] 17l el &faky oF 800fFo] Hi= Ao w

ABAY =L WSS U 7ls & slehe 2R 4HA

A Al = Ab o] = Rg, epimers©] ©] 3 voltage-gated
K+channels &) z4of t]gh A== #L- 20(S)-ginsenoside
Rg,+= Kv1.4 4 Kv4.2 channel activity = 245147 20(R)-
ginsenoside Rg, = 0| Aol A&] a7} §li= A S & Lye}
U 2 A e AFo] = Rgyofl €] gt Kv channels®] = &2
stereospecific manner= 2-8-5F2- Hoj5=11 It} (Jeong &,
2004). o] &3k AT+ Av}=2-20(S)-ginsenoside Rg, 7} Kv1.4
channel& 243l=4] ¢]0]4] Kv1.4 channel ¥} A}& 2-8- 3}
L 0207} ZARHTH= 7R A 10173 QJek Kyl 4 02
27} 7P gl A AZe] S st K 5 271
7} 739 K+ activationo] e}i= @ 4o] f =¥ =1, o] K
activation-& A]7| 1L UpA] LA Ao E5 A 2] 8 7-9- ZIA| e
Aol 2 7} A K 25 S7h 248 %)
0] Ei= A O & UpEITh o] K* activation o] 2408}= of]
eibzo] Gl o] ofReANES ek A E 0] 531 A =
A5}= lysine o] ZA5Ic) o] lysine (Lys) 2] $)#]+=Kv1.4 o]
&&= poreo] HFE 501717 % (pore entryway)of| 91|}
31 It} Lysine-& tyrosine (Tyr) 0.2 =¢1H10] (&, Lys531Tyr
= Zo] Al Al 739- K+ activation = A H |31 FA] o]
AAE=Afo] =0 Rt Kvl4 o2 & 24 AHg-o] §lojA=
082 YEt SR A2 Lys531 ok ek o]
Z52 A9l tetraethylammonium (TEA) 7} Af|324to]| s}
Sh= Ak ol Ao w e A Sl

Lee5-2 (2008) F5F A A\ Alo] =9} Kvl.4 o] & E=27}
A& o HHA 0 & At o] QL= 1S 32 4|4l docked
modeling < 5510 218k A A Hol3=l=d] o] A}
5 HH ZA Ao = Re, O] G Fta 52 Fto] oo of
H7}E Ko 3231 Qlt). = wild-type Kv1.4 channel of| 4] %A
APl = Re O] Al WA B2 Lyss313} =79 424 At

(hydrogen bond)S FAISH= 71 O & LS, T WA -
Lys5313} 3 7§] 424 ATHS o] FL Qs A0 & Ueyit
E 5 W) o] This050] hLpe] ks ARS o] 4
Lpebehan, Hiss07.2 30 o o sfope) 2 2310 5
S Spte] S AR FABO! 5 013 A e
S PASH= 7 0 & LERIT] o)of W, Lys531Tyr Kvl.4
channel &] 7-9-0lli= =% Ho ¥ Tyr531 9] ZIA|:=Alo] = R,
O I 1A o] Shute) 44 AgkE o)Al 911, His5079]| %
HieAfol= Rey7F afte] s AT B} Bt Aow
LR 5 2719] 424 Adito] Z ¢k o] Kv1.4 channel of| 4]
O| 211 Q= A 0 & LElIT) o] 9} 70| wild-type Kvl.4
channelof| A= 67 9] 44> Aeha §4d5k0] 2| Ao =
Rg o} 7k} AlS o] FaL Qlo), o7 2 A9
& At 7 272 Eol5 o] AA kAol & Re, 9} Kvl.4
channel7t2] Z3}2 o] WolA A l=Ato] & Rg,of &J3h
Kvl.4 channel 24 52lo| §lojR| = Ao &2 A7M=|Ch

32144 21 docked modeling 2 55t A E7| LRt IE o}
W2 A leAto] E Rg, 0] =4 (backbone) F-5-0] Kv1.4
channel pore & &84 0.2 Uil Q= A 0 & Ve, 0]9}
=g x40 g =9 Hol Lys531 Kvl.4 channel 2] 7] %0 =
=¢1 Ho| = Qlsto] o] F= 0] ¥ (conformation) ] ek
= 5oto] ZA|\eAto] = R, ©] =4 (backbone) -0 Kvl.4
channel pore & E2|4 02 ukil Q)&= &Rgo] glojXirt= A
o]t} (Lee 5, 2008).

X709 ATE LR, A Ao]E Re, S Kvl4
o] =7} expression¥l o] F= ol A2]5HH, KA eAte]
T Rg, 9 ¥ Kvl.4 channel 9] Lys5310] Q= pore Y]+
(pore entryway)©o| A Lys5315 E3ol= Thr ¥ His¥} 424
AoE 3/d5to] o] F= Tl Ay} P E AdtelA L,
ojuf KA Ato]E Re, o] &7 5 (alipathic side chain 3
gho] o] T2 poreE HobA] K+9] E55 ApsAY &
olZThal Azke &= Qlrk (Lee 5, 2009). “Lefuf, =4 Mo
Kvl.4 o] 2 F=29| ZL-o= ZIA|ALe| E Rg Eof 21
57 o] S 1tol| 4 Agto] At = Ao A|A] ool 2lA
AL E Rg, €} Kvl.4 o] F27to] Zhas f4agto] jt
5012]7] w0l ZA|=Afo] = Re,of ©J3FKv1.4 channel 2

459 245 A0 2 Y2



a1 O MM =0 Sfet &

S MED 48| 2 0|2 2 914 9IF| Sl thst £

§
re
-+
o
oot
i
of»
ne

I, ZMLAlO|E 20t Majehd it o2 EZ Y
223 Q1A AU AIS X2 Q%] &0l Qof
Aw7A 2 o% &Eﬂ%“é% A =

=k *ﬂ:toﬂﬁ A *ﬂi*}"l = Rg A=
Sto] T2 A Al EAfeh= of2] T7of AlZe e Sy

Ao A-251-2- Xenopus oocytes S ©]-8-5t -G A} B3 (gene
expression) 2} 5 o] 7|5 (site-directd mutagenesis)S- =
5to] SIS 31| 28 A2 M leALo] = Rg = THE oF
e (ligands) 1 22> SA5S 7HA AL Qs A 0= UEiT
A, A eAL] = R, = 84 H 0|2 =S Zx%}ifﬂ
1ol A A Bl A A-g-sko ZL AvkE WglshaL, = HiA, %
AlieAto] = Re, 9] stereoisomer &FA] 0= Zulo al,
& AA|ieAto| E Re o AT Aot T EAST o4 A
S FA5k= o) 3§k o Q) alipathic side chain2 A=
AfolE 25 7@}/\17]74‘/} Lo AA Skt ol }L 2o
2 YRt} & K5 (9, alipathic side chain ¥ o F.5)o
modifications2 ©1AFo] A|Eu il 2l A5} =218 715LA)7
At A=A 20] 22 B AA Sh=tl 28 4 3§
7 E 7HA AL QUEk Al HA, 24| ALo] & Rg, = THgRE
ligand-gated ion channels W 0|2 2 55 Q| A/AM G A-8-5}
= ST A7 EA R Aol o] HRk Aol XA =
Apo| =0 A-g-2 ofulie Ql4o] thokdt 53t o] A=A
0 & Y7IEIT) 0|5 ALS A8 9% L= o] & B & pore OHE (5-

HT, 4 o7 nicotinic acetylachohne receptors), pore Y= (pore

OKl
ool HE 2

H
T

_J_

i rlr
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