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(Structure—Activity Relationship of Antimicrobial Peptides)
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AYLR o) F FEL TR/ PAAIE L= A
SHAT 2y 22Fd oA olE A Ul
e 7 gFE0] Fde 2 WE &5 5F
St X wWEbN o5 WAEAFE HAT + e M
2 AL MAHEE TR FA Y Age] Alg
Aotk TR Hdel EAh: I HEllEe
MZ2 A TREAZA YFHT ok A8
of EAske B Aol =5 IR o)l g3tAY &
AHAES B8l 083l she AlmEe] Aoy
GBI FAI MEZAS] R NP7 $EEA
T SAOl S7kst71o] AAAEQ S-8of B2 Aoks w
AL ATk meEp Fadidel wom AlEEAe] gl &
THE| =9 S AF A7 JY Folv

o

= HYEO|=7?

AEA N A A4 B A (innate immunity)
Y sFlo)(host defense)dl] 23 AL Fals
et gl vt EAgthE Ao] T Eof Bo) ¢
A ok 53], 2%, F L TREES = 4
Z AEAE o5y stAANA 45 HaX mAE
o] ol g3t o7 FFH Heol=g o)g, A

o] "ol A|(Immune defence)E 712 Yrh= Ao &
SA3 9ok olal 7heu 22 So) BANE B 7
272749 9o Ssle] FRE B HAell=s) B
HA I glom, o] F FH gt HYepo|=s 7 n)AY
ol e A &4 #& 71ze] FA A E(target
cell)9] 21#]&A o]FZ"Kphospholipid layer membrane)
o] Al ALl AT, Weko=e) % A}y
(amphipathic)ol] ]+ A £9F4ke] jon channel B+ pore
o] Fgo] Mzute] HEAQE AT AY, AETS
B ste] Aol M2 AE(cell lysis)ol] o)2A] 3
thz w7 gk

AfFe & AZIEt A5 Hda gl dAst
71 A8 Az FROZ olgeigom wv) ksl
AME LT FIZ8HO 24 o2 AMEElT Uth
196239 Bombina variegata®l= 7|29 3 3)EH)
Holl A gt B EFHE A peptides2] EAE A
& FARLT, o] F 24709 ojmiatoz FAE
bombininolgt SHF peptide’} HZ2E EHHJC [1].
1971 30l += He] Z4(bee venom)ZH-E melittino] g+
peptideZ} Al =] [2] 3=t peptides®] -39} 2187
Aol et A7} BAXOE S5 = A7) 7 HAUck

I melitting 3 AL AU T QS %
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ok EE?} F 2ol peptidomimetics 7]1&2]

3l
2 AFHoE FAFOEA AHH AoF LS
3|

& U peptides7t AEA ] 2] BT e
ZOE n|Fo] o]Fo] W2 A=AE9| host defense
systemol] o] vl T8 FEE & Aol AR
< 47 JzE Uk B WM e FAAE tiA
T T U TRF, T 2% HE L Al A
8 &4t peptidesel] #3sto] 71e3dte] shed] 53], o
2] T peptide 0] AYE 723 FAMI#H 2+
EolAd tialed ZHH o g tpFE 1A dt}. WA 3kt
peptideE 7+e] 358 7323 EA4& A5sW7] 3
A o] e AEAEZFE g9 peptideE] X
£ Hla BAsokgtt). F35AQ1 FEF motifE o}
37 =H 54 HAAE Aloldtr] M | =
o] peptide”} E4AY = U= A& 7FS 4 A 2
o)t} oA 74A] AAA A LAY peptide S F=
el S| A EFSH 2A 4538F(B-sheet +Z: S-S
AS B3 YstE = & FFAHY o-helices T

Z; extended 35 loop FX)E YE o YeE, ol

kAl olu) A= (arg or lys)& AU 50% o]t
&g op A e A o) FA T2 §438 ojn|
AR FAFHY o T3y ol & wgE
peptidesE 43h= dlol 3lo] ofd EAA #Ax
EA8kA] k7] mEol 7+ peptide groupol] o} FF

Ao F23 2%°] HE 7EE Eohly] M e

Z E3) x5t Al5F peptide A ZH 2] 7o) 7153
peptide +ZE design3] & F Utk

(1) Z77el g peptides

EFFolA S gt peptidess= FZ neutrophils ]
granules, A & M Ee] Fujde] EA3tAY
A E 9] 7R AHEZ A A AP Phagocytosis
9] 71%% 71X AS 2 &#HA neutophils o2} 7}
t}F3t st proteins 3} peptides & X3 I AL
=2 d#A &, olF 59l bactericidal/permeabilty-
increasing proteins(BPI), lysozyme, lactoferricin,
bactenecins, defensins, indolicidins, cathelicidins &
o] dt} E3FF neutrophil °]&le] T E MEFLE St
proteins & THEo] U= 202 BIEioieh (ol A
¥+ B-defensin; &AL platelet microbicidal proteins).
7] It peptides F 7P &8sk ATE AL
defensino] 22 & 4 Ut} Defensinoll+<= a- <} B-type
o F FH7F EAHJEH, F type BF Al 749 S-S
A%H W arg opricARE AU EAS AL
o;. 22y S-S Al FAskE cys ol ieiHEe] A
& A AR} S-S Ao A Waoll= A7) Jlow
AA7E HEH Sle olv]keAHE Aol = = peptide
= Alololl= Zpol7) gk K3 NMR F3REA w2
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™ o-defensin® Al 7}2+9] B-sheet X2 AU=d),
B-defensin®=. FA] FAMF 7225 by YL AT @
o FSASS algaty itk E§FolA B-defensin
2 neutrophils & 472] Paneth cellsol| 4] A=
91_7_ B-defensine A=A ¥, neutrophils 9} 1 ¥heo) v}
< HEFS0AM E2AHAT [3]. 53 defensind 25
21 E9] FRseeds) M= BAHIR 1} 9Tk [4,5].
Defensin®] & w]A&E &AL bacterias & fungi 9}
virusgoll thaiME FHLAeHA el=EAnh ZHF
9] 3t peptides= P8 o9l TE 7)5E
o= d714 @S] rislF o BEoA|E
gt} olglgt A9 7 5 gl phuE e 3 @
Hk 715S 7FA lactoferrino) 2}y & 4= 9o}k [6].
Lactoferrin 2oll EAsh= 384 F91& 11709 of
o At0 2 A peptide ] Ao 2 A Qe o
A= # &skasq pepsindl o HFESHEZA
lactoferrin & 2578 ol oA Hch o] gy
A= EE lactoferrinellA] #E]= o) kS ool B}
s 248 XUA Ex=w, lactoferrin %o X3}
Hol & AL lactoferrine] FFFAS 2= o
of 2% 723 motif7l HE R )
Lactoferrin< &7 9343} o)all €A peptide7} Tt
SOIRES JE JURZATH o) &H T gk

orl

o

| peptides

Bombinin 3} Xenopusi-ﬁ'—Ei-Q] magainin [7]& 24
gk o] &, B2 IXFE) U3t & wAE peptides
9] EX)71 g5 o] %h:} 1 o244 Xenopusol A=
magainin ©]9]¢] o2 ¥ peptidesEo] FAHAUE
g, o5 %99 A Fu|A¥a opg} el
2h} 7o) A XM E EA)5HE A2 gk
Phylomedusa sauvagiio)A] B4 ¥ dermaseptins [8]-2
571¢] peptides memberE2 TAIH family 24 &3}
A g BA(antifungal activity) EHL 27 )
o FAMFENA LAE peptide B2 2§38l 24 A

o) Mz AsadE e 2oZ gy

=, AN E A8 FAMIE Holx) gtk A
Aoje 72 FollA HAH peptide s e
MEE F AolE Holth AT AR Y BE 9}
X157-9) peptide E(magainins, dermaseptins, buforin I,
ranalexins, brevinins 5)2 T2 0 2 okxsle) o=

4 B4E AVE Aow FR=A:

oAt

(8) =2=2| peptides

S5 Bt peptides= FA L& AUZ B
== peptides(|: cecropins, insect defensins )¢} A
92 FH|EE peptides(all: melittin) 2 LEHTh 23
o)X BAR i peptides] AEHH B4l YoIA
© melittin®] 7392l QA el g N EHAS AY
1 cecropine & Gram Ao 02 723 84S
BRItk W3t cecropine BjR)Y] A4 AN Zo| &
WA v glo]l AEAY 2] BEEY e 9
o2 FA% AUk 2L FYs
A g wte} Bo|F ) peptidesE LD = U= A
o2 WAtk & &9 Z9E(Drosophila)9] 73$-
© G- Zol| Holk 770¢] g+t peptides7} EA 3] ¥
Aol A Alell 247 fEEHE A2 2 FAHUT. o
peptide=°] 1= FAIET WA TfHFo HAWHS
oA dojubs A o] 3 WPH(NF-xBo] 2dS 93l
Toll signaling pathway)¥} of-¢- FA}SE Ao & geolg]
AT [9]. LZ<] et peptides7} Huk-2of 9
579 ax ]9]' 22 Bolid e 7}/"] UA] Gl &
L5 Y A EAE RS S glon £33
Y vAEA L FY wet W~°P°1 #d% peptide
E A W= Aog EEdch O]Eﬁl o= oA
Zd A ArEA=, 2987 2%
of Z#HE Aol 27 3 W peptide TS A4l
WoZH UER) adaptive immune response & 3t
the Aeoltk whebx & vl E peptide= 53],
AZ 1 AAEe) AA BEAE flo] Hgu
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(4) AlZ2| peptides

Thionins2 2] 20| A H-2]H Zx9] & n| AW E peptides
o[t} o] peptides+= A ¢t, fungi, yeasto} o3 E/-F A
FE o|E7I7HA] thFst M2 Eol sl 548 Adth
ojtlo| I plant defensins©]2}2l HWHH peptides7} £
v} lel o] peptides= 233 EA-FolA 2AE
defensins 3 7322 0 2 vl FAR A0 7 SN AT
(5]. I3 Y2i9] defensinl= 2] plant defensin
w2 PAEE AU Y, ol AEAV AHE
H o= fungiol] 93t Z4dell OS k20| ks AR
= A o ofg FHEE Aol it Plant
defensin fungiol] 24 A], fungal hyphac S e Z o
2 HYPAF 0 2ZH fungio] AAE AHalsl= A} el
A Wy Qlo] AAE Asfishes 7 grouplE EFHACh
HAA FFo = 7E Al, F&] Yol

Plant defensin&
U= Aoz INHA=, ol= 3 A

T = U
E peptides7} 21 &) AATARA NN F83 gt
£ 3= AYL AAFSR= Aolth Plant defensins$] 2t
Lrk2)o) )3k Aol AE o] peptideo] Th3t receptors
o] M= FH A BAHSE=, ol peptides7t Z1
£9 receptorel] A sh= o] #EA3E LF s
o o v F8.3 HAelge RS AAkske Aol

(5) MlTte| peptides

Gram U7t} S0 2 HE] B4 5= 3T peptides
7 A E =, ol &2 F3 8t bacteriocins o] 2} B
HAH zFAlo] #H)H host bacteriaol= S| E v]X|A] &
=t} Bacteriocins 2] 287148 W E. colidl|A] E-H]
)+ microcin C7-2 ¢l A $HA1S- %50 6} Lactococcus
peptide ¢! mersacidin-2 peptidoglycan2] Al 3HA-& ]3]
o =M T E Aol e Fol& et &498 724 ¥
o} 13y thE-E2] bacteriocinE(nisin, epidermidins)
& EANEY Bt Srgo2A Ae Uy WA

F7 Betolmg Fast B

A 1 4eE, By

(6) Synthetic Peptides

M2 FYAZH peptidesE ©]-&3}7] Hsid ol=
o] g4 sk dol ¢ Fasith ol #
gholl ] ApAoA A 3Nt peptide 59 TEE 712
& 3 Thgt peptide E0] =l FHES F7H
71e 75 Fohl7] iy B2 ZE71HE Bl
7] 1% AtellA o] &= 31t} ©]2{7t synthetic peptide
o A WA ol JaEEE VIV AEEFE W
Z7] 93] 22ote Cecropin-melittin®] hybrid formo]
B2 & Ak oJSdlE @3 UE FAR A5
AsEo] Be A8 S5k 5250 9k Agolo:
53], Bessalle A7E-2 TFgH Aol ApAS Ad
Tele 87 peptide 52 YASATH (101, 0|52 16~
17709 opelgto @ T8 W49 peptider} e
gz AEZELS ZHethe A sk 14
H Al ot AR] Trpi} PheE Leu o2 X[ EA17)
H (5, peptide ] &F74E HAATIH) AE=Ao] A
Al FAEY ApEe] AaE EE A Fve AME
BFE T EEEH9~107]9) opn|qke & o] R0 peptide
o Afd "¢ @ gF BYE A =Hedl, o
peptide= Z0]7} 71 peptideol] vl #]-$- FA a-helix
formS o|Eth= AM-S oA H Tk 181 bactenecin
(1271, indolicidin (147)), gramicidin (107]) S H]
£ Zo)7F #Aut 5310l A F e AYL
A=, ol o] peptideE°] Zel7} 3] peptideE 3 o
E i or S 2 g sk Zlolth ulet
A & A E 84S 2he dloll 2lelAl peptide o] o]
Hoe 127 48 23 8919 HE Aotk

S Sol, A E MEFAAE NN AT
SHORZ o2 peptideZ} FHUck D-forme] ofn|
EAEZET A H magainine Q2] peptide (L-
magainin) ¢} U3 AETH AL BT [11]. 9]
A3 D-form 8] ol AMEE o] Foixl peptide 7t &
W Faf Zio] s HYs wEkA o]2X o <t

g in vivo 84S Ad  dvke FollA vl 5]
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o] 21o] synthetic peptide
2 3t FHEA,
A e g e ATE

23 R0)gth vIZ B el
S& AY peptide?) TEE AR
el ol ArE S W

A= R o

. 83 Heol=o] PEY B30 BE B8

A AR FQ TFE A3, 72 FA
e} 4712 2 L‘r-r°1 E 7 ok

(1) 2ol2 HERI=

4 elolEe] 7hY & IFo8N 72 54
get 37k ZRE ol 2 4 Yok ol 72
FAs= A4 Feols, g T o o33} 2
zw AzER-EE 99 el E%ﬂ, 29
2Bt 72 EAS ofn|icalo] TRE By}
oItk o-Lbd FEE B A4 3&15}01‘22 o2
A AHER, QA|FQ Hyalophora ceropia®]
hemolymph2 X8 & ¥&¥ cecropins7} At
Cecropin& A)|2E|Ql 77)7} 9l 3.4 kDa A4 &3
Aeol=2 B hingeol o8] 4ZY F Aol -1
3pe THIT A (BA71S) NV Q93 2R
paed CUR ). E BEATES) S1ReIA 2o
3 magainin®] 2t} Cecropins 9} magainin-2 Bt 2]
o e BF, DUEE, FAESE T WS Y
919l A AEA ) gkl 40l AUtk PAIHSR
Fuet B27)e] EyZHE FH we]d histone]
2D W9} ek gol ARel=r} Y 2
717} 2.4 kDa® 2 cecropin# T+ZFH O F FA}SIAL H
gl2lo}, 7ol dashs &4e] ok olF A=l
g Aol e ol otk EAPH el
S A= 5 A3 A8 AE AE o2
WE AL AFES o]TY] WEeltk I the B e
oz 7)o} 0|33} ATS TS A|LEHRA-FTF A T
& seto| =7} glrk AlZEIQ &3] o)3t Ade ¥

=

=
=

3}
H

_o_lu
m
y
4
r

o

(

ot W mlo

4m°

&= 2.8 kDag| A AR FHFFEH AFF
B E tolr B89 2 kDa ojA-1x Heo| =
uielglote} S GAS HolX itk I dE <2, £
'ﬁ‘%—, A2 HE B2¥ defensinsT= 4 kDav'—ZV}
37Y, 4= defensinst
47)9) 0|33} AFL R ol Ytk o] FEHLE
27¢) 0|33} Aol 23l B-sheetel] AFHE a-HHAHL
2 7Aoo ok &, 5 ofulicite] FHIE ol
2 HAelo|Er) gty TFC2REH FElE A FE
23 Fealo] FXIT THFoA E2lE A=
3 2E QT EYEHC] TRt ubgole), &
AL 7 A, o] BE ool Heto| ol tid
g4 7|12to] A E x| = E3ct 12, Shai-matzusaki-
Huang B9o] A @40 gt 7ha3 d8E F2
ok A4 A4 o-uA Hepol =9 A B £
S Z7MARe 23t & Fol& A A ko=
% ] eAgste] Age] Auigel s =He

= B4 AER Jeol=rt Folvt 2
vehlE Aol X AZHRL-F5 Eke]=
_?,, 1]7_;] ]3&4 o]_Q. _,,]./K—] xH‘—"—"— ﬁﬂ/\ﬁg— ]
Eo| Hepo|ErF ] AEE Fo
= 71AE A stk & AEHE BT
hydrolyasesZ 53t =2t 71%5-& el gl sl et
ol=7} ME U2 Eoisl 844 vehdre Aol

=), 335 & defensins=

2

itid

o
oL
rd oN o S

'8 i

)

=0|= ‘EIEPOI':
dutHo R %

2 %‘3 oM AT UAg At
3 FPES P A WA THE AR Feel=
AFA e FHo2HE FHAYHL F2 gram-positive

seljolsl thaksle 4ol Atk F an 25 o
2agpEAr 5 Bxlo|t} o] A= 4 H| 9] surfactant
ZEE B Y= group I serine protease] A
Ast AT Aeto| =8} 127} AL # &4 AAH 9
gRe 28 5 itk 1 2 A7 BelA Belak]

ow == T
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gram- positive HE|2]o} Hede] Tl whgehs
dermcidin©)2R= &-0]2 47-o}mj -2} slElo) =7} 9luk

(3) HISA E’IE|.0| =
AAF oA B2l AEARe] St elof 81
EE FAAHY dEd @A A 7172 obF &EA

(4) Ata - 23 chiEESE TS BEO|S
I d= dXFed $EFES hemolympholl A £
2]¥ Hemocyanin 34 Eo|t}. Blood meal ingestion
Fol 7gAe ool YHE BE5E duFeslel 2
27 FEZ o) puRE welzol ol SR
HUHY P g7 e WTE 712N AR
= Wol] B2 AT 2 3H=EI ok 19803
gk o] & thj A W Elo} @7t 538t 71l )
FAAE ARE AAE BHA XA 222X A
£ AR A 2ol BrlustAl Huoh ofw,
dERHE I v A4S 71 Hetel=st
A E HAY FEE 7ttt Belth

4, Peptide?] &2 mechanism

£o] 3 peptid T&Y FoJA = random FE
£ FsAR A AgEAY A5 $A T
A Yo" F2E 2 "ok

o E B cecropins#} melittin2 2} 317 3ol A <k
2499 o-helix F2Z folding F|o} 2t} peptide] ok
Asket bl F 7EA FE2A 52 peptideet Al
2| 2ol 7] Agel o wi¢ FL3 Ao
deiAd Ak peptideo] A= Al He] 21¥HS
S7M71E dloll S8 2542 whae] AeA 4

THE STRIAFTLEA wel A= e dol A 7]

a
i
= (o

’

; 2

oy
7 Petol=9 Fxo B ¥ FHEA // weR, ¥E+

¢os

.
\y
Q

gk thE-E2) peptide S Gram 437 &gto]
EAske LPSolX 23 & self-promote [12] 4
o Wt MFoRE B0l Ao =) peptide
7F LPSel| A= 382 Ca’", 9 Mg Bt 4
3uf o4 73 Ao ® S EHATH

w2}A peptides Ca’*, Mg** 53 AR}t o] o]

5742 ATk peptided]] o8l FFE T =] ¥
Ae AL Bol AZIA =Hed, o] X2 oY &
AE(peptide & EFHeho] FY=A Aotk 2 o
gk 22719] peptide &} Al 2HAke] 9] interactiono] Y o]
b &, Aol AGA FA He 7t el ofF |
&3] HeRA] st

Model membraneg 7FAY F8E Aol W=
defensins, cecropins bacteriocins @} indolicidin 5&,
712 o]Z4}o]| voltage-dependent ion channels& 4
AFE Reg FeIE o, o] channelE2 =7]9}
life timeoll glo] wj-¢- Thokslrh. ARkH o= ol2fgh 2t
27172 ol Adte o] 498 3 pore(barrel-like pore)
£ 343 =9 ¥ B2 monomerE©°] poreZ S 2 0]
8 9= pore 71§ EAIZITkE Zo|th peptide
o] Zg71del gk = o2 M2 ‘carpet model
(13124 A9 == M|, 5, peptide”t M o £H
o X3tE &, ¢ HAE A7k Aotk o]gfe
T g kA ge A peptideEo] FEA<I
aggregations Y27 ionso] E35= routeE |3
= 7Hde] itk

peptide7} membrane potential & W= AL S =
A ArelMs G- peptidestto] MIC FellA] E.
coli2] cytoplasmic membraneg& 73] depolarite A]
4 F d5S FASHL, MIC ©)3He] FENL
membrane potential & FEZ 02 A AHTL o] A}
A& peptideZ} AA3 AX] FT o)A ATt BHE 3}
3 & 4 ke 71E9] carpet model &) 7Hd 3} BeE)

+ ZAFo|¢ltt. I} indolicidin® bactenecin 2+
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peptide 52 “15-2] MICol| A & cytoplasmic membrane
= FHHA ZA [14]. o]+ ©]E°] thE action
mechanism$& AU &S Al Aot
Peptide @] 3H#F kinetic2 tjts] W=l BE 235
ol killing 2= Helth ulebr] peptides} bacteria
£ Folx DAIE monitordhz R w4 oYk FE
Z o 2 peptide®] 3t A& mechanismdl] th]Al o}3]
g sl o} FolA A F AUk Ed A
I AEEAS 2 3= peptide®] +F2 motifel] o
AT A Sle F4E FohllA 2 A Uk
w2bA in vivo B41¢e] ZAvkE 7ER T peptide?] in
vivo &4& oS53t Zlele Felvt de Aol 3A
T AYFE Aol cytotoxicity 7} §lo] SIS
AUs B2 34 peptidesS°] HHEHI Y& Aotk
JHBE vR|gol A AdolX et peptide7t AR
Hold £ S Aol /58S vi¢ o stk
A7 AEAZRE F2¥ 3 PEOIEEE 2
o

& HEetol=o| =8 7=k (A) Electrostatic attraction to anionic
microbial surface, (B) passage across the outer membrane, (C)
electrostatic attraction to anionic phospholipids in the cytoplasmic
membrane, (D) structuring, membrane insertion and
accumulation, (E) toroidal pore formation, (F) carpet mechanism
for membrane permeabilization, (G) barrel stave pores formation

|

.// Cecropin A (1-8)-Magainin 2 (1-12)

Cwn eiipa s afed Flexible region Mydrophobic region

cecropin Pl1o] {259 F#]2) AFAHpig intestine)
AqNE LZAHT gtk £ d502RYH
Melittin(ME)-2- 267} &] o}u]=4k0 2 o]F o]z 9lom,
o-helical amphiphatic 25 ©|F1, C-Zglo) Lys &
717} Bol ZA8tal, N-BollE A5 on|itEo]
wo| &A= CA%} v 72 (inverted structure)Z
Hsle A E d#A Utk K3 a-helical amphiphatic
structuredl] &3h= 3t eI =ZME 779 I3
(skin) 2 2 HE] ¥ Magainin-2(MA)E & 4 At

°lF, CAv ¥ wole 7s o84S el
AR, JgEddrell = i oFstth I8 MAE %
AT 2 I8-Fdd Bl thste] tha oFskA|Rh
broad spectrum- VERlo], ME2 J#-2A+ 2 1
- Bl diste] w3 gFEAdE vER
Ak QA Z(: BT FHE) ol st MESA
S UehiE Ao wE 48R Utk

o]4e] 4t HElo|to) A ATFE vgo R £ A
TFAollA= Cecropin (CA)2 N'EE FEIMIE X
U723 Magainin-2 (MA)¢] N-Zgh opr)ieib A E
£ 317 hybrid S EF) =) CA(1-8)-MA(1-12)[CA-
MA] 3 Jete|=g AAIT F, 545 91E Leucine

7} Lysine 0.2 X|3A)7) GAE MAsT A3k

X ore

e e < e o o e e enmem

CA(1-8)-MA(1-12)[CA-MA] T HEl0|=0| 22X} 1% BA|IT
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i Weolmo Ta% BA

A/ ed, #34

Agar hole assay for antifungal effect of PMAP-23 against T. Scanning electron microscopy of (A) untreated C. albicans, and
ruburum. PMAP-23 (5uM/10ul) was located at the center of the after treatment for 4 h at 28°C, (B) with 12.5uM Melittin, (C) 12.5uM
T. ruburum mycelium disk on the 1% PDB agarose plate. The PMAP-23 analogue peptide (P6).

plate was incubated 3 days at 28 C.

PMAP-23(porcine myeloid antimicrobial peptide-23)
s Elo)=+= porcine myeloid mRNA 2] cDNAZHH &
2% cathelicidin familyol] 3= 3t HElo| C2 A
o] HMele]EE 15370 ofm|iit Z7|Z o] FolR
prepropeptide ] C-Zgol| 237] 2] o}n| 2 AkO 2 o] F o]
Z 9+ antimicrobial domain @ 24 X315 o] 2J}[16].

PMAP-23& 7709) 9714 olujx=Ata 11709 A4
A3 oln|AteS XS Utk o] HEle| = A3t
G4S Zh= HEP|EE deizled, 23719 ofn| At
of ERES 5 olgsk] 25742 Z7HIA FAM
Hepo| =5 AR WS ARS3H Aol A A
2 Ao 7= C. albicans, T. beigelii, T. rubrum 59l
A 2FAE F7Z SA HElE P6Y] 7e- &)
g o) i 7t ke AHE 4 7 Ao [17]

M| 7#21 S. pneumoniae -3 2] Pep27 IElo|E= vt

e S Ve AR EdE A JEhA|
= 53& Zeth dev o] 27709 opniite g
g Hepol=oll A5 FAE 717 sl ER
g ol&-ate FAA HEelo| =g dAlSHA 11 A

o o

K o §

= A ok & o7k grEde] vehal WY
W A EF (AML-2) 2 YoM EFHSNU 601)E AL
he] BtglA S =31, *Arginine, ‘Glutamic acid,
"Serine, "*Glutamine-2 Tryptophan (W) 2712 2}
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