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PKC[R] TH¥wt st e

#& B, F F wik HEA EHh R
(REIRE RS IRASEBEMEs g RE BIK 400016)

[FHBH#IEERAS] R34S {xXRtriR#] B

& H ¥ A5 C(Protein Kinase C, PKC)R B L ¥ i
WHIEHWMZ —~; Nishizuka EE197TTFEE B K
MR LR B R H AR\ IPKC, RILERR4A
H AT, AR S P KRR TR
IS B ITIE R, PKCT:#22 M M Th BENY 8 5
(MLl MR, Riher. #enuw. &
REL. AREELHTE) EFBHXBMNEF
H.

| PKCAIMBARRSE

PRCE 845, WIEHCHIERRRILAE, T AF
TEFEY. REDEFNEA, HIATNLTHE
MRS L. €400 HERE TRENS M.
RErEtE . WS EFF RN AMKEED |-
=MPKCTF #1; cPKCs(classical PKC):a, B 1. B
IT. v: nPKCs{novel PKC): + /n, 6., ¢, 6,
K ; aPKCs(atypical PKC): v /A ., ¢ ; PRKs(PKC-
Related-Kinase):PRK1., PRK2, PKC/4+ il B 37,
FRT.REM 2 A LAY, BEMDE 253
ELHFTHETREL TREALH, MPKCy R
FHEAMA. PKCS, PKCe, PKCLZ A
SR I RIEFEEE.

[1.247]

2 PKCEIMnERSEH

PKC B TR K cDNA ST /W, X% Bk &
i — FFF R #¥E (Regulatory Domain) K
MW — L FF AR (Catalytic Domain) ,#§
F Z AT E H B AR VI (B,
Hinge Domain) iE$E, #KAMBWEILERPRE
FRAR. MiMPKCIEMEM S5, AYEIEC.
CaVo, VIEIVIIAMK : BEELIRFHCs, Coy Vai

EWH: FHEAKEEEDTEN] Y. 39730070
188 £ R c1971- > . M, ¥ B )

[ A A3] 1999-05-06

VSIANK, SHEE (8 54 8 E 0 E B
A. COMEEMESHBRBED M A (
Pseudosubstrate site) , PRKE K. PKCp fEE &
8T 7] S (Leader) HIE B(TM)R 5, HE M S
EN R T E TR,

PKCH—&BEHEIN: HAKGEHRNT:

CiX (C) domain): ¢PKCsHInPKCs-5HF O, ©
R 94 B L AR MR TR, ETA
He P B S N EE IR {A(Zine-finger motif)Cia, Cib
. PRRERZOK, aPKCs{U4H — e ek,
BRI T 92 49 2 0 i DAG 258 2 s 451K B0 5T 10 76
K. BRENPVPTEL: CORXMBESSERSH
HARF HARI%. PKC 6 Caflifk, &) -TIRE
M TN PKC 8 SHBMMERN N LT EY
W) TG bR — 3 B ek 2228 T i . b i M 55 PKC
8 R A1Msb 1255

CaX (C:domain) ; (R HcPKCsEHCK, ©AF
F cPKCSCIIE (30 4 2%, cPKCsiT¥ S AGME &4
MBS, AMRICK TREREC MEaiAE. B
PEMBETLR W MPKC B 43 2t m CoX Bl LLCa ™
WM B G S (Phospholipid) , R
nPKCs, aPKCs, PRKsFHC:pc, {HaPKCs HinPK(Cs
fty Vol X & PRKs ity HR=IX, 7 2601 F Col%. (1 Th s (R
Volk SHRK 3 E 5Ca" B4 M A X HMBRL, TR
BHCa KB ; Vo, HRIR — LI HETTHE
RIEWEL-BHZRIMEEAE. — XA (&
the receptors for activated PKCs; RACKs) #ifEt 5
PKCsPC:R A E 5 R & KRPKCsy ks, HE
R MBS _EMPKCSIBGE I EREE,

HRi[x. (HRi domain) ; HRI & 978545 APRK
. PRGBEIBR T, ©AEINEEMNKLSS
NE AN 4. HRia, HRb, HRic: HRat§4E{t
GTP-RhoA#Z &4, HRbih &4 RhoA, {HiXBh&E
& HiRF. 7L LLI% 4k 1 GTP-RhoA 8% T if #5119
GTP-RhoA R #7E: HRicA SRhoAL &, HIhE
R,
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Vs (Vsdomain) ; Vs KZUESSPE MK
e, HTHEPKCE TRHF VA ER: VR HEAT
PKCs/thmm it i T ETIEH.

87 )6 89 7 /5 Pseudosubstrate site ) % PRKs
Sh. FTAPKCs[E T.REM & #mC I — MUK
#itiss, RS SESN A nERE TR LA 1M
AEBRRATEER/GE REd, FiA e
., MTTH ARSI P.L. XAEIESf amA
BIMEMFALZENEARMA LA A SIS AT
Hl#lZz—. A TPRKsTF, HBRECK, BRNK
W, HRIagEERIEYM7 AMEM, "iRho5PRKs
#anf, FEwMHRIa\ PRSI X B d ¥,
MITTHEGEPRKs.

Gl 5 & fr. 1% 7 ATP & & 18 (ATP-binding-
domain), CsX 5PKCsiH M ib W H X. Vi
RITaE SPKCHE s P TEH K. PRCH[E T.REV.
Lt M 2= e el T 7 [ TR WM & 4
. VR AEUER, EEPKCOH TR {r,
EETHEOEBEPHEEABNEARENFERS
W, HEFRRXIIREMAEE.

3 PKC# MGRINMRMI (LAY (down-regulation)

U TP PIMETE, % IR ATFPKCHLLE
EHMBEAETTRES, THANMRERT,
PKCH i, (translocation) FI4H Bl ¥ERGT . 5%
MPKCs®GE, 015 'S4 5 @Bk Ar o i B T i
U TR, %) FELEESEERA,
MEEMPKCEGE . TTHETO M NI, /ME AR %
A leHEENEM. PKCR{TEAMPMA
{ phorbol, 1 2-myristate-13-acetate, Bl i Ez-12- o
REE-13-Z8) BHA Tk, PKCHIEHE#% 53
MPAEKER, HFEERMRMER. PKCHRE
B RCa RIS M, JE 3L RPS & K M
RANFHY (WDAGY) PKCHAGT AR R
BLANEPEEEXEENER. T8 BER
PKCHGE, o] SBUBMIYAE K. Yo {0340 B jal 2
HE(IUME, AL R T PR N ) EPK Cra it T
", PRCH B it TN BLR A “PKCH
BT . PO M 45 7T B L5 LA T R
H%: OPKCHREHERENT. BO%MPKCH 8GE i
P HH§ (Calpain) # /%, CalpainiL{MPKC
IV 3 PKCEEAR e 45-49KDaf 136 KDafl B 4~ 5 B
EPKCK G DS oM/ SRB%, PKCH FEHEM

A Bk, BMBTHRES) B5TROERT
PKCIEHE T . @4 RIS &ML memnE, &
RARRE LR . B RS, FEWPKCILE,
@ WM 2 (1 1 01 5.7 EPKC R BB I #E B 5- PKC
MG TR RS — R, B
25 BPMA X A 772 | BT 448 0 1 L 31 2 PKCTTG A 3]
HEPKARITPK (REME(H#E) M Fill, PKCH
AEde 54 0 0 AN ) 0 D- I A
KB PMA MIPKC Y F i, FIHL-6048 fiuf
HPMA } Lt 2 8 B MPKC a MIPKC B IT . HU T A
W5 BIRAMPKC B [ WX RL Fil, HHYPMARS
% 1 ARG 1Y T A B A S —

4 PKCERININEEEREYNH (modulators)

PKCIER A MS S5 S ML, EHER
. MEWT. MEHE S, BRBAL ENE.
1§ 18 93 7 R {Long-term potentiation, LTPYEE 5 i
EEBETEM. PKCEILE S C-TunE [ MRE AR
(3B TR T 4L LML, UDNAZE 485 )
W3, Wi ixF A, TPAFTHGEPKC, HETGH
AP-1 (activating protein-1, % C-Jun #1C-fos % Ht (11 —
TAk) 50, {THBI1+TR o LAMIIT . Suen
2 M e 3 PKCRE 0 52 i ;s NMDA 2 14 (NRs) #
ik, MTTZGSNRs, JNRsHEY (substate) R
5% i24Z 8 K MLTP, Western blotZ 3 K.
{XPKCy B SNRIBERE S, BUPKCASET
B, RPKCv @Mk, *iHHNRsIE
P, TR SR HEAR A, PKCH A 1 K BB
Fe SR B F INa S BRI, A I 1A R 4R (NG
Wi, BIERACHEMS TENAEMAER . PKCET
AL HTPLAY, AR U4 R S 6 R HE %
W TREMETEA . B LR 2ER AR
PO T-Th 85 th 7 BPKCHBY ML, Mbel2EHH
PKCHRER LA 5, MayneZ' 4214, #EPKC
SIUEEBMNT, TRMEMEMT, SHHTM
0 BB M A (8 T 56 ARAITR L. PKC e
B P 1 % TNF- @ filcalphostin Ci% S {fU93 790 il &
EMBIT:, LA RN S MHTSE A L H O
MR RN T A AR JHARTED . T
1 s ANDT 48 0 F 3 95 45 A I APKCIZI7[PMA,
TS ENDTE R BN T, PKC{ZI MBI T, &
MEARAT, TR ER .

PKC ¢ A#EMiDAGER LML SIS, 2T 5 4
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| PKC
} '
Gif B HERAL 8RR R lONF-KB)
| '
GH Bz TR it AR
i i
cAMP/KEFH R HHEERT
: B
MR o M

ARIERGENF-kBS LR T-H %, T BREE B 5
SABMT: PardME (T MK S AR
HIRMMTE XD fE4S 74 0aPKCSHIARN .,
TG HIPKCs(i5 M, ENIH-3T:4Ef, Par-43%ik
Thes. TINIH3TA B A%k . UREL
GIRTINTS, 8N aPKCs7r 41 Mty B8 9L 55 4295 77 1 2
HETHA . PKC a 7518 240 B 1ol B 7 A 035 34
. MERATmES —wFE, BRI
ERERTREMBER Lo L EBFA: PKCB T
BB Ab e AW B, PKCP [ MEXTHE
FEHT204: By AR A ], HE RIS —
FE R, T PO ELRO T o 4 I R R
ek, PKCB I170 85T @ Ak 8 %08 0 i 45 P9 B
MEPFAREN, BUETaSERHE 00
THEERR K . PKC e Z2 L AR UE AR 7% o 038 45
e, PKC 5 (BT BEd S BHSP-27 (RIKTTE
H2T) SRR Tl RE IR
Hi; PKC 8 1% S04 T-0, f2#ICE/CED#EE 185
%, PKCu EEHMERERE. THLEHIE
A B 255 41 B0 A 549 S mRNA % 7 52 E % ¥ 321 |
PKC 6 JLEAH S THCA M Eik, ©THETH R
BB EEM R PKC /1 UTE5XREM M
LG

B FPKCIH T MMM e T M EEY, T
ATREH WA FRUAIT (MR . AT, WTRSER
(PKCIE T ABMHI, [5] T A8 T B (F1RH 2T A 700K R
RIS BHR AR B, H IPKCH &S MslRT.
25K 2 Brd9 S 145 SHEMBIR O PKCH TR 25
301560 20 A 2R 14 B W GMP,  cAMPIK #8113 14 ik
M), PKCIET MICRN B3, BOGERDAT 40,
FEATFRLRC, COREHREC, CHFAX. K
3% 7l phorbol esters, TPA brostatins, AA,calphostinc

&2 R )1 B ) staursporine, H7, GF109203X3 (B4 4k
¥R S RBIRPKCIEEME A T R, BIH
Bk, R BIGO6ST6. Iy333531 4 4 57 40 4l
cPKCstgamaial T AF T Se—Fb R T AEHHIA,
MRS, ARR. 4% FHEPKCIE T R IR
SHHE T AT B9 REMESE, KHBXTH,
B, BRI, ERMEML. FRRRER.
o A T L 7 M e 2 7 1) 2,
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