AERRGL- A X 2HE o2 71| Folq AF Uk (cell
stimulantsy5-¥} o]l E23E] AztEE 4137} AE oA o
9] ul-8-2(signal transduction) A4 Lo }A Fr}. o]
g Ax | AsAdukge] A2 Az o 2iE AEdt
5L F=ATIE 8 7HA AFelAEe] A7) dedsta 55
g AEE] AEotel] EAskes A5} 58 (receptor)e]
Agtste o] P EASE BAAA A7IAFE AE 2
Az Ae] A1) o]& A AAs = AlZ W AlsAdt
e oz AXEL) 4, B, $F, B2, A 5] Al
dape] £l 22 AAE AL FAr)5E F23A He
Holr}. o]o} 22 Az ALA AL o2 o, 1L, FH,
941 A173A A 2 oAl gle|y Q% S XA A
WE PR Be ez deAlR Qi) o] 2 A
e 2L 714e 2 gAY Ade 4T Bl 93
A AZARIR S 2 ] AT s A
H5 Qe ey AlE W AsALsA S SRR 3 A9
A 2 e AAske ez AsA
@A o] dids] EAtsta, =3 A2 AsAdgr)zte] 2
o] A& Rusw gl F&3] WAlsla grt. ases
Ax ) AZHSHAE SHZ s A 2R G g
AAY A7AES Al AA Aoz Fejzn
Azpect weba, B Fellde 27t AxpEe] T2 479 o
o2 Abolgtd A X W Al el Boshe d¥-2] AnE
<l protein kinase C(PKC), protein tyrosine kinase(PTK) L8]
phosphatidylinositol-specific phospholipase C(PLC)¢]] w+%}+3}o]
UAAE F2 HAE F] A E- A g Fdre] H2
AFEFHES A B 7L et

N

Mz LY

MSHEDE )
MollEd &

=] Z24

AZ ) AzALRe ds] Byskn Yash) 245
3 glen] ool that FAMA AFE T sty 2 54
o) AATE Aelr} Qlom ARE o] Hobe] Atk HEs}
= ohizha A7) gk B Belae AAte] A7
A A 2 dzre] Aelay A SaaTe) 2o 4

22

T30E PLC v/} AsAddaby-g A o2 sl 753 Akt
8] Aduslaa} et
AE ) AZAGIA L PLCA Bodshs g 7|9 TEH

£ e AR olelT FISE 2o theat 2ok,
G protein®} PLCR w7 Al A2+ peptideA] hormone
F-9] AlEHEo x}=5412}¢] bombesin, thrombin, angiotensin %
o] A7) BolAel AZ SgA) AU o1 454
sk olekdt £57-2] G protein(Guanin nucleotide binding
protein}ye- g, &A3FA7]32[3] ol we} o] &L tA] Al
Ao g PLC 59| 3 £5FwkS 3A13}x]7A phosphatidylinositol
2,3-biphosphate(PIP,}E #-3)3}o] inositol triphosphate(IP;)2}
diacylglycerol (DAG)E A A|A o] 5o] 23} Al ZAGEAR
zhg-sle] PKC| @43t} A EA] Ca™ol &5 =g 24
e Al A G -8 A3v}H4). 9 growth factor receptor,
tyrosine kinase®} PLCy v 7jAl&Auds)A]-e- A EAIAQA}
(growth factor)el EGF, PDGFE-& A ¥=Ho] o]&% 483
(growth factor receptor)e} ZA3}3sle] QlAtsl=o] EAlslglow
2] o]E3} 73sl= SH2 ¥-9)(Src homology domain 2)Z z}
€ Aedddd 24 9 A S PLCy, Pl-3kinase, Grb2
(growth factor binding protein 2) 52 ZAZLZ[5, 6] o] A
IP,9} DAGS] AT CaZ7} 4 o§8] 7}x] PTK$} protein
tyrosine phosphatase(PTPYE-2] =3}# &) 3}e} PKC & phos-
phatidylcholine-specific phospholipase D(PLD) #8413} 2 = ©}
£ 25} A& FEA Q) arachidonic acid®} DAGE A=
AR E AAH7T]. =3 Ras, Grb22} SOS 52} adaptor pro-
tein o]/} A1 ZH DA 2=(8] o] o) )34} Ras, Raf-1, MEK
Lo A=Al FAI3}e} MAP kinase(mitogen activating pro-
tein kinase)y5-2] A1 9) cascade#} A& AZT}H9]. o]2{g A&
AL 3 o] FAALe] Y olo W NEELD &
FRAG-E AA A7} FLEHA Hs Aol A2g 230
whlzl o] ghAj o @ HA .

ol2{gt A A & uf St = ANAZoe D] AlSH
22 AZEYG0] dolupe FA0] 3lom® AERHe) e
St AlsAg A & Ads A EL] F2E A" 75
A3o] slgol s1F= L glet. wiebA, AL 7 S%
2 AXEE 2 F4 Bs AsALHAAg L] Fe8 wslE




Azxgdd &

4=¢l PTK, PTP, PLC, PKC, PLD, cell division cycle depen-
dent protein kinase[1]15-3 growth factor receptor ¥ receptor
Tyrosine kinase®] 7)5o|} ol 57 Ajsh= Al3AD i

g2 3= A s ARAHEA 12]3 Ras protein
fanensyl transferse®] 7]%-& AddAHo g A& sl EAES
Abst Al s ko] FFoll AxH 1 g1, 12, 13].

g, AAEEAIA R 5 A 2 @ig& Lo & ¥
& o] o5t mHsE, TR, A5 o A BA Y o]
Z AlEe] AlTAGHAS Adsls Exé-e— pdstaral she
A7} 22 s A=) AREEcH35). ol BHF
o 2 AAEsAPd g e g wEgle] fdEE Wl
5 AR MRS A opiEe 7o T A
eadothelin®] =&o] FQ3o] deiA giti{36]. a2l ol
o] endothelin®] FAFEAEoll4] HAAEL phosphatidyl
irositol thAfel] Fodl= PLCS} protein kinase C2) B4 3=
B3l ARAAEIA o] P og Foe] IFH I glod
& PKC9] A&} #|7} endothelindl] &]3) §-E5= g o
Hl?é_} = o] PR }37, 38). wiebA] PKC 2 PLCS w7y

2 ahe @A 2] ARAGTAS 94151 endothelinel] ¢
8 fess HArEe 2AY o nE IS A

GFR 7-TmR

bl |

™~
/

l PLCy! | SOS ——» Ras —/> Raf-1
PIP, l

- l PLC[&]

1 MAPK
CI@—» DAG 1Ps l

!
PKC Ca* l
i ‘ Cellular Response
.

|

Cellular Response

38 1 AlE W AsAdldIge] mAz.

TCE; T-cell receptor, GFR; growth factor receptor, 7-TmR;
sevin transmembrane receptor, Grb; growth factor reeptor bind-
ing protein, PLC; phospholipsae C, PLD; phospholipase D, G-
protcin; GTP-binding protein, PKC; protein kinase C, MAPK;
mitogen activated protein kinase, IP3; inositol triphosphate,
DA(; diacylglycerol.

A Ed B4 23

she A2 dstAiv 28R BA NS 98 Fo8
ofe}7|2F 27t 5L UTH39, 40 28] ¥ A8 (platelet
aggregation)} ¥ (platelet thrombi)®] A2 Z=s}e] o=
2, 92, TN S& Pk ellae) ¢ 2
Z o 24 thrombin, collagen, platelet-activating factor, throm-
boxane 7+ agonistol] o]l "Age] &Alslel] PLCY| 25t
phosphatidy! inositol phosphate(PIP)S] 7l<=33l (41, 42]2} o]
WE PKCS] B4} 298 ASAGRHOD Aeahn o

ol =L AUTH43, 44]. ool M2} AFEAAAAE o]
43 olT A AgAle] fdelM MEE FHI)FoE
PKC*}&2} phosphatidylinositol AR s]7F H-zt= 3 g)on
AR 71&28] PKCAHs|EA o] ol2fat A3} gl5ol d5Hd
A A2 71HRe] A BA| L Aol oAl SIrH45]. =
g, oA ShS TR 0 2 WA A EL] )]l 2
g Zolung HAgAA T Bkt A2t fAxAs 5
Aogw= "M ZHY] ATALHAYE A= 202 WA
3L gloh46]. ool ulel HAA|F2] BolA AsAIIHAE £
BE F ole BAY o] A AP 9lem g gado
of gae] PlAERAFT HAAAA D HAxZA cyclo-
sporine A, FK-506, rafamycin 53} 72+-2- & 7|2 22 w4
el ez Al e ANrsAde] 73] oiFE L Qo)

Protein Kinase C X|ol|EZ!

Protein kinase C(PKC)x- 19773 Nishizuka 15 9]3) #]
& HAHded, 2 PR 25 oA
ment), -2 7] Eo]A](substrate specificity)ol] & sl 2F 107}

A 27 FEHr} cPKC (classical PKC)oll= PKC-o, -B1, -2,
a2l3 2wt Sl o1 Ca”- 924 FAS Rt} nPKC

&AM (cofactor require-

Hy
©. o]
oct, Y
-]
OH

Calphostin C

u,cm

on M

Doxorubicin K-2528

38 2. v) Y& f#-l protein kinase C *| || &,
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% <t

TG

Lavendustin A
CN
=
N
H,C0
Tryphostin A}
(o)
CH, HC
P
0 e
Hy ~ OCONH ,
Q =,
cH, CH,
¢} A
Actiketal Herbimycin A

223 3. v| A& §-2 protein tyrosine kianse %] 3]5-4.

(novel PKC)oll&= PKC-8 , -¢, -n, 28] 07} T3} =d] Ca™-
B 2lEA} B4 Folr}. o E )R] 1E-L aPKC(atypical
PKC)EA PKC-{} A7} of7]e] 3iw=w diacylglycerol
(DAG) ==+ phorbol estersE |3lol % &A) 3} ER] =
Ca™3} phospholipid 2|4 ]l PKC: DAG9) 2)3) 3433l 1
o} DAGE PLCo)| 93] PPy} E3ls]e] 432 ¥t ohiel,
phospholipase D(PLD)e}| 2]3] phosphatidylcholine(PC)Z. #-€]
% 5hEo]d] PKCE &A3} A7t} PLCH 2§ DAGE A%
gAsle] 27)(xd)dll Aol Hm, PCEHES] DAGE
I FAEH e T o] F7telA =t

PKCE A4¢2Ae n¥sh Agtolt "o AlAS] o4, 2
B3 B A3 PAL Fold 1 PR e BYAANA
ke 2 5 9k 393 AZ o AsAggeld o5
Qo] ARHAN oS 2AY + Yk FAL J1&9 o
228712 s O E A2 7)1AS 2 dgez Ad
T 3= 7FeAde] tiFse] PKCEAEAL] &4 1 o)

BEA

of

A1
S|

A= ARSI et{11]. Pl=, d&2] A s Al d33l gl
g2 2 1985% 6] PKC A3 &30 o)) 2apsla nj=te)
7= AT ET 7159 shA] FESol digt PKCA &
A A 3, A2 AE AEAQ vigER Y
FA7se] WEE Qs nlgEe] diER RE] g8
RATH13]

HA7A = F8AEF P ES dAREES diite s 3t
o o] A7) Ajzlsle] of2|FHe] B o] &R~
Alzpetsict. el 3 o]g A sle] gAY EAES AFERE
o] Folu} 71EEA o2t EE kA n¥YABAZ J)
at7) fsted Azl5e] A|2pE]Ale) sted g Alsstw gf
tH14). I8, AsADGHA S Fav /A 24 PKCe 2Hg-%
7)ot AR FxI dAEA o5y BAlTRE
FE] T2 A el 23t JAl Ao, A R-9e] B}
25 Wy 5 s BHE 38y Aol AEale]
peptide &3 -& A5t sl e R A St
2150 tH32].

3249l PKCE A3#lsl= £ 2 Kyowa HakkoA} <179
& WA Nocardia Z2%-8] K2522R= B4 3} WAAF Actino-
madura ZH-E]+ staurosporine °)2}= EA-& ezt ).
Staurosporine- 5 nM2] FEolX % PKCE b5 A&sh=
9], o}¢je| = PTK, PKA(Protein Kinase AYs ch2 ojz] 7}
o] EABAE Aashe 2oz geiA gir) K252% PKCH|
tale] ICs, 20-25 nM 2] 7333} 2852 B.gl.2w PKCol| ]
A bindingdh= 7122 A= Qo). #vtolz}, calmodulined]
E o= Ax d%E vA7] i Ca-AEA Az ADol
= 9%E X AR FHRH31-33) =3 d 0)53
ATae] FAER d79YL PKCY inhibitor24] san-
givamycin[34], RK286-C[35] 5-& Eof wbdwo] wiofoog
3e] Halslgich. Sangivamycin-& PDBudl] ©}3F K562 4| 3%
W £ ¥ A7 in viro PKC 24| sk} ZHz} 30 pug/ml,
0.3 pg/mloll A As] 843 29 21 PKCol| &3 EGF 4=&-4)
(receptor)®] o}v] Al Ser/Thr ¥-¢] QA4S % EEH|#EHo g
A& gdo] BaE g}, Tamaoki 28] 93] 7% UCN-01,
-02%= Streptomyces sp. N-1269|4] £2|==H][36] o]5-2
PKC#®} PKA9) sl Z+2F 4.1 oM, 42 oM 18] 3 62 nM, 250
nM2} ICy 38 vyehligl o= 4 nM, 20 nMel|4] HeLa S3 A
ES5AE ¥oldh a2y o]Ee] DNACE A3 &4-& 93]
A e 7o 2 Hol protein kinasesE A #)3}e] A ZAIAL
F43= o2 B} ¥ul olu)g} A3[N-(2-aminoethyl)-5-
chloronaphthalene-1-sulfonamide, HC1]2- PKCol| sl 47 uM
2] ICy& fepNg) o [37], bisindolylmaleimide I-V-& ZHzt
10 nM[38], 13 nM, 26 nM, 87 nM 22} 100 pM ©]AH39)¢)
ICw& X.it}. Calphostin C+= PKCel| o3l ICs, 50 nMe] #]
A& 7Hm DAG2} phorbol ester®] PKCel] tgt bind-




Azdddd a4

F 1. Protein kinase C A3} 24 ()AL §-2)

e e
Staurosporine Streptomyces sp.
K252 a, b, ¢, d Nocardiopsis sp.
K259-2
KS-619-1
UCN-01, -02
Calphostin (UCN-1028) Cladosporium
TAN-999 Nocardiopsis dassonvillei
Sangivamycin Streptomyces sp.
RK-206 CD Streptomyces sp.
RK-1049 Streptomyces sp.
Cardiotoxin Naja Nigricollis

¥t 2. v]AE-Fa7} oFd protein kinase C | 3] ]

Celcospolin, Polymyxin B, Tamoxifen, Degualinium,
Doxorubicin, H-7, H-9, Aminoacridine, Sphingolipid,
Suramine, Daidzein, Ganglioside, Phenothizines, W7
Pseudohypericin, Rottlerin, Ro 31-8220

ing site 2318 Rolx Ao yhel A }40). Naja Nigricollis
ol ] E-2]% cardiotoxin PKCell s} 1.8 uM2] ICs, ¥gt
olrjg} PLAgoY| 934 &Ae] F71¥Ich[41]. Chelerythrine
coloridet= PKC2] phosphate acceptor?} competitionS- }ed
catalytic domainol] *}3)&- &cH(ICy,, 660 nM)[37]. 28] Go
6.76& Ca™- 2134 PKC-o(ICs, 2.3 nM), PKC-B1(ICs, 6.2
nM& 7HAE Ca¥ w1224l PKC-S, <€, -Lolis BAJo] Ho]

H 3. Protein tyrosine kinase #] ] -4

AAED B 25

4 uM9] ExolA] 284S ¥ elrH42). H, [1-(5-isoquino-
linesulfonyl)-2-methylpiperazine, HCIJ®] 73-% PKCel| s} 6
puM, 28]51 o]d}el] MLCK(myosin light chain kinase), PKA,
PKG(Protein Kinase G)ol] tH#l z}z} 97 uM, 3.0 uM, 5.8 uM
9] 1G-S Boli HL60 A FEo|A] apoptosissS -F-EA 7T}
{40]. =3} pseudohypericinS- 28.7 uM&} X4 PKC A&
A& Holw anti-retroviral agentZ%E AREE T Qri43].
Tamoxifen®] 73-%-, human malignant glioma 4] 32| apoptosis£
fr=&tar PKCell i3] 10uMe] ICqE 7™ [44), sphin-
gosines} 1§ A= ICy, 2.8-12 uMel|A] PKC A B4 1}
el 32 apoptosise} PLDel| % °33FS Fr}[45]. ojdlell Rot-
tlerin® PKCof] w3} 3-6 uMoljx} M EA-E Roj: -, -f,
ol Bhakel = ol ] A shg 7hIHICk, 3042 uM) -
g -G, -nell dsted s g 2Rl Fd-E ¥ AHICs, 80-100 uM)
[43]. Ro-31-82202 PKCef| A&id o=z =hg-81m (ICy, 10 nM)
CaM kinase 11, PKA)] t}siA = 22} 17 uM, 900 nM 2] 1C,z}t
< 7Fxlct46, 47).

Protein Tyrosine Kinase X{5{ZZ

BT AxE o ASel ols) 8443 =W Alxet 84
9] protein tyrosine kinase(PTK) = Al ZuU]2] PTKel 95 <
#e] AlsAgTAe] o]Fof zIc}. o|z{gh PTKe| 28t 4l%
Aot 2A2p20] olakshi= kA Esle] f19lo] Hrix Foh
o] & el a7 A el wig- BAF BAZE o=

A Pk o] 24
" Srowth factor
EGF Reveromycin A Streptomyces sp.
Actiketal Streptomyces sp.
Epiderstatin S. pulveraceus sub. epiderstagens
Aspelicin
Heparin
Pentosan polysulfate
PDGF Trapoxin
Growth factor receptor
EGF receptor kinase Erbstatin S. viridosporus
Orobol S. neyagawaensis var. orobol
Lavendustin Streptomyces sp.
BE-23372M R. solani
Dicyanobenzylidene
Carboxybenzylidene
PD153035
General tyrosine kinase Genestein Pseudomonas stetzei
Daizein

src tyrosine kinase

Herbimycin A

Streptomyces sp.

Vol. 11, No. 4 (1998)



26 o),

Z A} (oncogene)’} EAe] a3 o Axi7A| o 100497
A ojake] WekAAke &7l BaE ) olF F B2 i
AR MEFA ] gt AZAGAARG Alxl AlE
A wANA L) wAAEA ] S 1 fHAke] AHEE AARRE
TR 7] UFHT ATk F, erb B -8R AT AE 4R
@l AHEGEF, epidermal cell growth factor)2] A E=}F ~8-3j2] ¥
Hd HelE Aiichs A9, sis A A G 43
SIAHPDGEF, platelet-derived growth factor)e} §-AlgF whf 2l
AyAkste, B lym 1 53219} transferin®] o}v]iAt A o] £
AVBEAL, fins Ak} myeloid A 22] A1l F2UYPA
A2l AHCSF-1, colony stimulating factor-1)2] 4~8-3)9} Y=
313l neu frAA= PDGF2| 8-A|9} fAlge] ¥iaizlch. 1
)AL src SR} 1L E-E-2 protein tyrosine kinase] E4)-&- 2+
I A= Az 8o Aiddvia 5= 9o ras
$AHAF 1EE-E small G protein®t WA FA7} 9JLo] vt
HATHS).

@A) tyrphostin o] PTK A A2 o4 == /W=
=t °]2|% PTK A& & o3 UxH EAES
A ERHY ASE SAHLE Aeste 1 39 #2433}
o] &% dI¥AQl 7o ZE src geneS ZH= rous sarcoma
virus(RSV)®] temperature sensitive mutant virusE rat kideny
cellell 7+ A}A transformed cell(ts TH/VRK cell)}S uhE-o0]A]
o] cell-2- o]&3}e] src ts geneol] &3t transformation-S- Y2
71+ Zlol]l tg} inhibitorE- screeningd|A] WA Streptomyces
sp MH 237-CF8 strain.© % 3-E] benzoquinoid ansamycin#| 2
Zlal herbimycin AE- ¢1¢it}. Hertbimycin A+ src gene] Ak
B4l p607°2] tyrosine kinase activity 5 in vitro} in vivodl| A
inhibition3S- ¥}%c}{39]. Herbimycin A+ tyrosine kinase2]
TS AHSA 93 activityd Ak AEA|g]c
Umezawa group<> EGF receptor®] tyrosine kinase activity&-
inhibition3}= E328- screeningdte] BT 2 32E] orobol3}
erbstatin[40]2- o9l 31 Suzuki & Pseudomonas 2. 3]
genistein[41]2- screening 31532, m=§F U o] 3}3ted 49
FAEA 78 EGFY) inhibitor24] epiderstating- 733}
9th42]. 223 HIo)= v Waner-LambertX}ollx)
EGFREHE Eo]H 0 2 ]3] 3]= PD153055 W E 31 tH43].

Phospholipase C9| Xs{|2H

PLCE A¥M| wlgk lxjAlQl phosphatidylinositol 2,3-bi-
phosphate(PIP,)E #33}e] inositol triphosphate(IP,)2}
diacylglycero(DAGYS: AAA|FA o] Eo] 23 AZAHGEALZ
2F-g-3}ed protein kinase C(PKC)2] &4 5}¢9} A =AW Ca®
ol &¥w g sl Fdolrh PLCE Ao AXY 57
o] w2} Al F£57-2] isozymed]l PLCB(P-1, 2, 3, 4), PLCY v-1,

BEA

A
A

2), PLCO7} EA |3t o] &L 7zt Boldt Ap5alAtel s
848} 5lo] A 2] ube Ao o3t AsAHLIAA S A
)7 &}, Growth factorgl PDGF, EGF, TGF 5-& PLCyE
3 AdA AdsdgaA4dE AX 2 bombesin, angiotensin,
thrombin 5-2] peptide’d hormone&-2] AEAAQUAEL G
protein® PLCRell 2J3t A3ALIAA-S AZcH4] o=l
PLCO+= 8] AAD} 7]oj28-9) AsAas) dyzAy)
T AsAdagol Aqgte] nF 7o 2] PLCS)
o] A3tet 1ol A vl #hzte] Helj4] PLCSS] ol 57} B3y
of| ule} A= a3lc}H44].

PLCB -2 PLCyE A X2 F9)31H DNA§AJ o] S7=]
ot AARA Z7} kA 8 (transformation)sl= A 3}9}, PLCYS]
FAE A7} ras B8t 28 f-Tx= DNAY F43E o
Agrhe AW, 212]3 PDGFe 9} #4313} =|x|e+= PDGF
W3 mutantd] Fo) PLCYS %4131 PDGFe| £]3 DNAS)
FAo] oA fr=drhs 5o d7ATelA] A EY FA4)
PLCH7}e] Alsddde] HpH oz oigto] vhszti45].
=& Her2/neu oncogene-2 PLCYS 1A} AlA &A=l Afej
2 FAA7)3 8443} mutant Goge= PLCRE 34T &4 std
AR RHEo] AEE A 23} e AME B as T gt
[45]. 3kH <l7ke] ket Ale] A %2} non small lung cancer
= AAA x| v)s) PLCye] szl glial tomourel]A]
EGF 44-#|¢} PLCy®] dAie 59 ZAi[46]= PLC 2
PLC v/l s g3 o] A/l A28 BH7)3fe R
A F8¥E AASZUYHL] E 4l PAE fEH
PLC A&led& A3l & 5ol mlAdERH7} obd
PLC A& B4 55 vehl ek 4).

A7 2152 fARIERYE] PLC A& E2S 24
gt 7= wjA oY Penicillium Z3ol2%E] PLC A3)g
o] wekst B8 vinaxanthone™ ActinomaduraZ3-e 7)
A&l Q127130] <] A|k3|A} A7Alel &) 2w
Zxo]t}47, 51). Keio &) Umezawa 52 A431 cell?]

E 4. v] & S phospholipase C A5 E&A

A £ !

Vinaxanthone Penicillium vinaceum
Caloporoside Caloporus dichrous
Hispidospermidine Chaetosphaeronema hispidulum

Fluvirucin B2
CRM-51005

Streptomyces sp.
Fungal isolate MT51005

I 5. 7IYE F7} o phospholipase C *{ 3 &2
Wortmanin, Q12713, ET-18-OCH3, U73122
SRI 62834, lmofosine, Myroridink, Streptothricin B,
Edeine, Rhodomycin A, Hexadecylphosphocholine,
D609, Manoalide, Spermine




Fluvirucin 8 5

CRM-51008

CRM-51005
21 4. v E

phospholipase C *]3}&-2.

membrane fractionS ¥-8 2-2)8ked PI turn-over & PI kinase
FAago g sied Pl turn-over A 3-E2 3} Pl kinase A& &3
2. Streptomyces 25-€] peldomycin, inositamycin, toyokamy-
cir[48], echiguanine[49] = benzoic acid[50}15-S- #&l3ldc}.

:LE] 17 v]=+8] Mayo clinic 142 Powis A28 24~
= 2)ole] Innsbrickti &) AT S e F71FA ether
hp‘d analogue?! ET-18-OCH,2} phospholipid analogue?dl hex-
adecylphosphocholineo] PLCE- 7}2]3] Aslghrly ¥ 133
thE 4). ET-18-OCH3-& 733} 8¢ 53¢ 7}y PI-PLC
(ICs, 15 pM), PKColl = #3842 B} PC-PLC, PLD
= 43S Fx] ¢erhs1, 52]. D609(tricyclodecan-9-yl-xan-
togznate}> PC-PLCRHS- A &|(ICs, 5-10 uM)3}iz PI-PLC,
PLA, PLDE A&l|5lA] $b=c}53). Luffariella variabiliso) A
3-:)% manoalidel= PLC(ICx, 1.5 pM) 2xtole} PLA,(ICs,
0.02-2 uM)ell . 93 8F2 £ PMN(polymorphonuclear leuco-
cvie) A £l 4] SOD(superoxide dismutase) A4S 2] &}
[34]. Z28}e]| spermine<> PLCo, -65 *|&l|3}1. apoptosis2}
neuronal NOS(mNOS)el] th s &A1-S volE 7o 2 ohejA] )
t}{56]. U73122%= platelets3} neutrophils<ll = PLC %}/‘45—]—-‘1
2] (ICsy, 1-2.1 uM)BLT 28t] o] Ao ZHAL-
lv-[56). 1|71 Fujelix = B dFale] Bekgge) —cih—
2 2E CRM_510059} scopafungine 28] A]-EojlA] H7}A|
9] isoflavonoid 3}3HE-5-2 Relslgd}{57, 58]

e ojadella] AlE R ko] PLC: AW AlsAwst

AHEd G4 27

A Z23 S8 Fdstm glovt 019 A el
= 25 A} olA7A| HouE s 9A] 4t 1 ol E e
PLCE AlX o T3] wjko g EAse B $579 iso-
zyme¥} subfamily7} EA]3}e] o] &S] A1z ddal-gol] oigt
Tl ol#ifr] wWEelslct. ey 2o s PLCS
Az 2hgol] g Gl gaiA A o] g}
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