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iRz S REH T ER

HEM BAL

(AL K2 F,. ARE 050016)

WE ARGESFEER O FRUEEYERRIETRIERNREAZ — HEEHRNRREDEX
S0 7 R R, MR R R —RFEE R, HERRAMESEARANEBLE. 3

BRRET ZFRSURFIEFRA FHER.

XRiF MHESER, RAGE. cAMP, cGMP, Ca’", DG, IP;, EH¥AMH

B 50 Z£48, Sutherland XF T cAMP
EERAMTHEEERD, HELARETE R
EEUTIRE T 1971 FERFiEN/RE. JLEE
i —44R, Krebs #1 Fischer B 7 & 0 AR
e PEYER, BLT LU cAMP
EMHFE_GEERR. T 2FEENARER
FZH, X—ATHH T RFETHRRIEMDE
SR AREMIKB T 1993 FEZFiE /R, i
HHRGESRAARE LM 7 —EEM®. 70 F
fREASR, LL Ca** ML AR il A R F 5
R gk@y. i, HWARGESEETR
AWEHR. FTEREFREN “B_FEEH¥
W EEHEXER. B . EERN “4ii
{5 1%i%” (signal transduction) iX— 15 Ff BX
. EREFR, &XHES BRI EHR
FoFERA L —HmRs. FXARE
5 ARG I AR S A R 20 S0
(1] MHEEH XK.

1 cAMP S %4

ZARESRERRFRL. LEHAR
TENARGSEEEY, —+LER—HM
FARAEFE MG SEFRAREHR LI

B EZIURBI B IO RLR . KE R
HEX—E T REFATHEETIENRA T #
rRE. ZRAETSSMEERIERRZ. &
SCAUXS Bt B B B ) cAMP 3 ¥ iR 2 LB
A Ee. RERME . cAMP FERES

HERRERT, EXHARFAELE. AE
K, EREFRTRERRAKFHHET. W
B 18R, cAMP i 2HH 7 A MIE cAMP
e B #EE (protein kinase, PKA) X}
REFROHREFRHTRRL, XERTH
S5®%ATHERFERLLS S, NmiAEZER
MR, EXEHEZE TP HROREEY
— f #% 2 CREB (cAMP response element
binding protein). CREB %R {5 5 H & A

Aotk
W,
N4 o i

908 R

B

B1 cAMP £S5 R &¥ERFHEF CREB
EAY
G: G&EHA; AC: IREMFILEE; C, R: 247
H PKA #4167 20 U8 17 W&

YA H B, 1994-06-25, fEEIH MY, 1994-11-26
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THERARERMUE S, BAXLERFZ
cAMP 77, 5 CREB %5 & 8 &N ¥4 CRE
(cAMP response element). X — B Hd Y5
cAMP F 5 Z G HME AR, BHE¥EY
PKA LW E /1 LA BEMMIT, TR
HERIIARZEPRER (8D, X2 cAMP f§
SREFTH—FFHERRK. % PKA HY
¥R EFLH jun, fos, NFIL-6, ADR1
%[33-

2 Cat fESRH:

DI Ca® 3R E AL AR Ca> 55
A%, MEHMABEBRERTEZ, AHAR
) R R X — SIS A BF 2 SR A B B AE
WM. BN E U FEE e, W “Cat
E4 Mg 42437, “Ca* fl CaM ZE 40 HEIZE 3h
AT AP A IERIER S, “Ca** f1 CaM 7E4E
R IRET H%. BiEH, RIELENTE
AR FEERBRAEL TILAFTE 2. X Ca** &
SV EEIBERANADR. b. X Ca* F51%
B ARG & A0 BT U BT At R Y
M7, BFEAZENECTENRIXNEN S
FEBFTR. . CEE55HMESRAY
MEEM. d-Ca F5 RARPHNESERT
K.

FHEAHNA, ERRGSZEHRTIR
R T EaEM L. HPEA R HF
HMEEARINAH Ca " WRIEFEL; —2E
ik 1 Bl confocal microscopy # fluorescence
imaging , 53— MR A EEEA T EMHE KR
KIEH (aquorin) EMMARIE, R{ERE
THEALSARSARMAHBEER, mATL
EREEKTEBR. B, FEHHHEBRA DR
W EEAREE LA EN —BEFRITS
(targeting sequence), FHEMRAFXEH
AFFER BIAE+ (targeting) , FIXFHIT M)
SE T Sh¥d M M Ca® By ™.

M Ca g EHMR, FERAERD
HHE. a. XERAWY Ca*E5EHWM CaM iy
B ARIREHATT T EiF Bt . W

A X §t & Mg it ik (NMR) #4F
K b3 H g5 A R 5 H A T 4 B AL
TTEEEANRE. FHAERNEAFE, X
EEIIGE T EABIE, AMEUEE T MEIkEE 4
e EBER, MARKATIFZHAERED
fECL b. KEBM Ca 8 RHAMGRA, #5
it REJLERIARE EF F4HH Ca® 4
BFEAME 30 2R, HPIFZ AL "G4S
FEOMERECEEREK EEMNS. CaE4
H# 7 — KK “Annexin” #7 5 5 th 7508 1
bn[ﬂ_

EME Ca B AR RS, @ Ca*r/
CaM HIfE S5 BR 2R CHER, BrJLFEE
XHHEXEFHRR. TE 1987 5] 1988 4 [H
R, FEILFEYR M BERRR 5| ME & 7%
B, MENEARATLUER—FFEHEEER
LR (nitric oxide NO). Y3 H A M ThEEH
AEE, BIEARENERS Ca™, CaM HY]
X, EMAESSTFYE Ca¥ /CaM F515#
wEhEERS 5 NEEFK. M/IMREEST
2. MEHRAKI NO EiF 2 KR HME N
WA, WEMAKY. T2 552 METEE
IR AT,

NO Zd L-FERREAEmMY. #BZK
N EEFR A NO & B (NO synthase, NOS).
A EZHEMEE, FESRHERE.—
KM FFEFR AR (constitutive form) , H—HK K
1B 5 A (inducible form) i &F B IEYEHK# Ca®™/
CaM, MIEHBET HFRAERFHEE.

NOEAES FHEATHABEIRBEN
B 40 B HK 3 pY I S 2T 5K (endothelium-depen-
dent vascular relexation) FL % FH#F 350 AT
. X—dETHTERHKHE (82 T
L2 R an Z BEE B W B, B
MR b Ca® EEFF AL, MR Ca® IREFH
=, i CaM i NOS BiE > 4= NO, ZElEH ¥
BHLH,NO KR 2 S H IR IR L BF (guanylate
cyclase, GC), NO 5 GC & g8 iEl, 4
=4 cGMP F|& M 1 Uli4E. NO fiHfth
FEFFHAFREEMKIENTFS. H



1995; 22 (3) EWLREEHMEH R

Prog. Biochem. Biophys. « 219 -

KiETRAILFRR: a. EBIBRIOE FFEM
M1 [ 45 & 540 NO7 . b. ZE# KM +
5XEMOFESESTHERZE. o EMEREELE
g E AR,

B2 #SARERATNHLEFKIED
ES M

5HMMAES S TFARR,NO bk, 7
A0 R PN AR B[R] BT LARE S RE, B e R
HiR, EFmEETELR. AU ETRATRX—F
BERBERHIESR Ca {ESH M7, Bi{E
HClEEMNES M RHEHMERN S —F
S9F  GMP W4, BRESH —EE£ B
R, EARGFESRZRAEVTHBE-FELHAD
FR. ARESREEHEREEN (signal
cascade) TEXBEFRIM I ARE.

3 MERIBEES RS

Xt F LA R UL RS B AR AR 8 O 2t 9 40 B (5
B RG, BorJLERN TEFEEREPESXE
SERFRAF - FHBEAMZEURNES S
74 3R A IR

i Z A8 TR R UL BB A R A B
(diacyl glycerol, DG ) Mg—@ 8. BL1E & I H
fib, R 5% A6 15 1) 2 % HE B RELBR A9 /K Rt B 7™ 4
DG WEERR™. XEBIEH/KE™4E DG
FHERETEARRYER, MEQMEC
(protein kinase C, PKC) M EIEHEEEF
X. PKC FFEEME, S 5HRM K%
B, mAKe 25554k, PKC #[E 38
AHILRZE, XL 3L E A S 2 RK 5

M2 E B, {E3F DG fFRMEH LR Ca**
WEHEK, WEARMBFEREER X
HERURENMNUARTE REMEH KA RE
BT, AREERVARMNEESBRFRAFE
BEE L.

R EHUREB RS —EERAS, —&
N BEREEE C (phospholipase C, PLC) AY#IE
R SEZEMHKY G ER (G-protein) A+ F
. PLCR M IE )G K4, 5- B B B¢ ig Bt
AJL 8¢ (4, 5-bisphosphate phosphatidylinositol ,
PIP,) 4 DG 1 1P, T 1E “XUE R4
R AN PLC L RA ZHIEA B9 ZhEE, 5B
PIP, s M IR BEHE K B AT RE R AR M 2.
Z B BB E O (S S 15 R R 2R &K BUIEE
TiXx—Hem. Bp PLC, Bv¥iZHBEARELD
WEEE Tyr RE LBIRRIETIROE, ™4 1P, #1
DG MBEshMEFERLE. X EUEBEEE
SERENH—FMETX (B 3. 5ZHXMH
—FEBE#A profilin, RMAHAEE—FALE)
HH (actin) Z$EEH, Z5UHEEANES
g, FEBME, ERZHEMYHAKRS, K&
By profilin 5RE | PIP, & & MR —FF “&F
PE” EmELLT PLC, WIER. 4125 %
&, % BEBR LAY PLC, Y 7] &3 profilin 5 PIP,
R, KR PIP, ™4 DG # IP; BUER(E{E
24509,

4 0 I

B3 RTK HEZUNEBRIEESRERRS

X 1P, IR AP Ca™ ZI R, BTFX
P, RN THRERRFRE, MHIE
Ca® BEMPI B R EHEE. AEAN P X
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A SGHENRMNE LA —f Ca* @l e
95 Ryanodine 32 {K#H{Ll, MEH LS FER
KRR, TEEFT X LBRAEM,
1P, AN ARREE B LR, SMFERI¥
slEMMER Ca B RE—MREF MM LR,
—A AR S Ca® WIRIER —; —& P, 5l
EH N ER 1 Ca®* R, 5B —RIENRE
JERE L Ca** @B HISh Ca®t Y. ZEZHER
T, 58— EBEYTBE LHFEREH
RE. BFFCBEHNZXR, —EESA
RN, ATy —BTRRYPE. K
R _L#y Ca®" il (IP, 24K) S5HAE Ca®*
B FEMEL Ca® ) R, MR —FRIE
WA, MXFES DTl —FEN R
5 FEMREZ BT 8 ETF, MEERDER
WP B, HEIEERA/DSFRG EQ (small
G-protein) A[fE5Z /X718,

4 RURARZTOUBRESEIRE

X —40 K (5 S 15 B B B Bff HL /N E A &
KA, RTUHRNWARES REMRF
BIGKAE. WA REEAFEBZE, F
A B4 K B 10 PDEF, EGF S4& &t L&’
AMECQMBET, HRIEXRZEEFRYZ
KR AMED MBS (receptor tyrosine kinase,
RTK). EfMMHEETFSEEN2Fo =1
gHX, HRASEFESEEX, RARHERE
) T4 XA X B X SR A B AR 4.

RTK 1551718 R 12 0 ¥ & 15 T 4 B 5k
B5aF, wAEMBEES RTK RIME42 8
e XHESHEESBERERLEARE. X
HER A (oligomerization). JLFFFA RTK &
RiEmAEB FH BRI (autophospho-
rylation), Bl RTK & & Tyr ) 8E8E{L. 3%
WHXFHFRFERE RTK HHEYH—FFR,
RMAEERIFARG TGRS, i
WX —HARWHRERBTERESEZERFTY
M. EXNHEEAEEBEABIRD, FRILAER
Wit —AH 4 AR TE, XEREMECKEL
Rim. &M, RTK SHRYHEHRERAFTR,

FRILHEDRUERE, HARECNEARE
SERATHEAFEEFA. RTK SHEDX#
FHRERTRABWMEE PDGF ZEH TR+
KBH. RS IER PDGF Z&EFE 5B
Bt L BE-3- 3 B8 (phosphatidylinositol-3-kinase,
PI3K) #&E—&. ZBEENEBIER B+
M— AN EERS, L PIP BEBRILIE & PIP,,
Bl DG 1 IP, 8y Rik. R4 PDGF Z{& LYy
HSBEM LA Tyr-740 1 Tyr-751 F 2 5 &R
AR, PDGF Z&{E %% T 5 PI3K #3&H 1.
MTUEEI P & Z Al 2@ . PDGF 25 &
BERALTAL. ERAKMAE EGF 2k 5 PLC, 2
L FEEREXR. BREMmS, F—R5HK
BEEBBUHEXY NG FBGEH ras,
GAP LA R MR N B B K O B B8 src R ER LU
R A5 RTK 454, RTK 5iX K48
AR AU TR (B4, RTK 55
SMES S FERRSBERI  RTK HE R #
BMEEXRE B IR, HEEBREL B
MO EMEME “B8” —#, TRHEYRSZ
“B” —F, X& ‘A7 8 9B H5 U
B ER PR A “SH, Z5#4” (src homology-2 do-
main, SH, domain), 5 PP~ B & ¥ &
WA R X—-lEP—-HaErls
RTK # B S BERIL B L4E |

4 RIK ESE@RZEF RTK HiEG55R
A SH, SN RN {EBHRK

ERAER A LFA, mMEEEZHE L
5 M. Fim PLC, f PI3K B P ED R
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A, AT AR BBRR X —HER
REG L —HAURE. RTK KPS “4” &
¥ 5, Bi7E Tyr 5% Foe®fk, WmiEw4
FEIEE. 4N PLC, 7E Tyr783 i B L #eMe 1k i ¢
BiE , 1M1 5 K & PIP, =4 TP, #1 DG, J5 h UL B¥
g5 5 R 4.

X EERREERABNM Y, BETF
R @ BRE QBB (protein tyrosine phospho-
tase, PTP) AR I ™. EORBEBRIL 5 KR
e —Fal S ES FR, BHEARK
AP PTP E%E B REPHIEM. PTP X E
BRAE; —REEASBEZEREMMTEE
B, A—XEMRFAR. EPREREPTP A
% SH. 538, FEMTLLS RTK H KD
—®, B 7 Bk, H5HMHY “A” KRR
# R, PTP X Fr “f” ERAMIRBERILA G, K
HERERTK W “B3F” #wd. HIt PTP
ZESHEETREFROERME, HMEAL
fE4 RTK fBEA V- RIWRLERE,
HE58 M55 ERYBEHBETERE.

5 ¢cGMP £E2&R4

cGMP BE S5 cAMP —HERFRANES
a4 FRER, —HER—NMA T2 EEMRE. £
ZEHREZRCWMAMERNTFHEES T, BHEERT
FHAFEE. KB cGMP HEAMBEEFEN
EEEE. AT GMP LR, URE
AREAEIEPHIER, TRAHAERER
HES 2 TS,

5 cAMP 4§75 A FEML, cGMP BB &Y
BH S HBRILEE (guanylyl cyclage, GC) i
ko, GC EEBAWA; R HBRER, BF
KUl EwE, 5 -RBAKNEE FAEN
BMEH SHRGS FREYHEX. Mo, EE
) GC WG RR IS, TR RE A, 5R 28 B R Al
— A “resact” PR/, T SFAHMAE LA
GC HEoMMEE FrEsHmRS. H—FEX
B FF B8 O 3 i — [/ ik J%*’:H‘ﬁf"lﬂﬁﬂ E GC
Ea, Mol EMHA cGMP &y 55 if S 3
BE. 4B GC, il L‘,_’}}mﬁiﬂ:. % i

AR ZREP. MENTTR, EW# NO
WiE, B~ 4EN GMP EME TR+
RAEEEEH.

cGMP =4 J5, miIHESS FEAR
A el — 2 1R & B R TR 38 A [ 61
L 5. BIMERERAEP, — A AR GMP
W ERF N HEmMEER BiEAR
cGMP th 25K Ca* B R IH T, (EREH
HAREEEMATCa HiE. AN Ca" EMNE
WNEBBL -HER; —B2d IP; 5RZHRY
BMEIENEMS Ca" BiY. B—aiefEd
ryanodine 52 {& Ca®* @i, X Ca’" EHiEH¥]
ETENLA MR LK M FETE, BLEIERIthIFTE
THAXBHARS. BoERH, XFHCa &
HEIEY, IRERET — MR FRE R
BB (cyclic-ADP-ribose , cADPR) #) % it )18
#129. M 5 BiR, cADPR 7= 4R ADP
BBk B (ADP-ribosyl cyclase) #E{LAY, T
B cGMP BT, cGMP #7E BN 7T 6

Riliig NO F5R 2N FHY.
NO S
i 40 By R "l
NAD CGMP 5 TP e IPZ
ADPRC e e PLC
cADPR JL ; J
il 005

Bs5 GMP EHRASERBRPHEREAR
S: Mi4rRIM; ADPRC. FER# _BEMIFILEE;
RYR: ryanodine %4&; IP,P, 1P, 3,

R: BREZ&.

B2 B HBIFr A, cGMP W1E B AR
AN EAME LAY, HESFAEREAH
9 A4 B R AR F A 4B B SRR . {HaX M
FRXEE, AHEmEFAMERRITHF
BFHRANESFHRE, TREMRESEER
FHAEEEEM.
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6 B &

R+ L4, EHARGESRETEHNTER
R, EAAMIR “BE". TERBRE=F
FH; o KENREBXHEAEILFHRFEAEXE
WERTIH, FEREAMATHERE “signal
transduction” FF, —HE1H PN (Cell
Calcium). (Cell Signalling) T ARK B, EH
HEMHEB PR IR AL E
F5L b, REMBBFA RIMAX —BFRITS).
HEPARSVRE LTI REXFE. c
— R R TURR BT EZARSH
TTEREI B K.

ARFHIVEPMRRES REAT R TRESR
FEUTILFE; a. X FELEKTHEMAN
F5EFWM AMP 55 R4, FRELETES
BPEMZRGHFS5HTHERIEHREA
T XMFELHRBEMNBERMTE, TR
B4R {5 SR T A B R H. b. &4
MHEESRARREZEMHELEM. AERANG
SRS, EAVEKGEERNR, L6
S FFE X BEERAREE IR &, XX H A “inter-
action” —i{R R A XMAEER, RMAERX
—HEMFRRE, SRR EMNZEE %
. R, — M EFERMABERA “cross
talk” EESZRHUERSEIMHRESEELZ
) g 4R B Ph IR P R C2S. BG5S 1&E T a
ARG M CER”, EHFMRRPHLER
AR K, RiiXEFSREZBERPX
7 (785 26 B B R AR LU, DR 3RO
“cross talk" BB+ EE. c. HREFESESR
FEEZHSEEBBE, FEHEATEMMAEL
FREFBEBILEN. S FBEEHEARMRN
M, MX—S8MR TELREEREFE XN
HESh VR
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Recent Progress in the Study of Intracellular
Guo Yanlin, Sun Daye
(Biology Department, Hebei Normal Universi-
ty, Shijiazhuang 050016, China).

Abstract

transduction) has been one of the most active

Signalling Systems.

Intracellular signalling (or signal

research areas in biological science since early
80’ s. One of the major objectives of this re-
search field is to understand the mechanism of
an organism’ s response to stimuli from the
environment. Recent research has focused on
the biochemicz! and physiological changes in

the cell following the initial transmembrane
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signalling event. The recent progress in this
research area is briefly summarized with spe-
cial emphasis placed on the newly proposed

models for various intracellular signalling

Key words
senger, cAMP, ¢cGMP, Ca**.

tein kinase

pathways in animal cells.

signal transduction, second mes-

DG, 1P;. pro-

=1k DNA 5447

B %

(R KFHFER, R 430072)

ME =E DNA FRIDHRARERAF RSB AR, XX FE DNA 555047 77 8 51 & 4
B UK . HI U SRR R K B 0k [RTIRENEE . MBI RO FROCR MRS HER AT T L.
*@iA DNAJF3|5F, DNA Bk, B EHE K, BEEREK

1953 4 Watson #1 Crick B3 T £ 1%
ST REEEZR (DNA) (U RIELE MR,
BETAYREERSFIEYERM, FaIT
H )2 B A R A TR I LK,
H A Bl BT A T E 2 R R B 6RE R BA.
1990 FEXEHH & T HF R ERXWHEEB R
R—“AHKEFEHH H” (human genome pro-
ject), ¥E 15 AW 30 12E T, BEMAA
BEFHEMEH DNA FIoHr. S kBiEEF
WR. 1992 FREHE THFH 2 BXHEH
HRITR— KBEERATE” (rice genome
project), ¥F7E 15 44 58 BU/K TS 2 B # 2 3R
. XEHRMAXHEGMEFREARRR
MRS HEEITTEYE, S TEEZK
AR RE R R

DNA FRHEZEEWRRMEEERM,
DNA FF5) 5t k) B R R R, (ERM T
RmatamR, ™EfEmEEFRTE
HFE. 1993 EXEX “AXBRATE” #17
THEAMKEE, KAATKEFTHRELHBTA
7E R F E M Ay HFAT  DNA MRS 3
FCEHAR, FEEEREE, CRARNTH#*
BAHag M. HMHAERIMIES 1 M HE
HR (1991—1995 45) #ATT KIRFE AL, &

Bl T #He AR (1994—1998 ), H
ITH 20K D3R DNA oI EARBIR, 38
B EBERERER 1 2ET BTFHRER
FF & DNA FHIa AR EF L XEE
EfF LR MEN, HERMNSEMEE.

1 A%EHEY DNA FII5 a8

EERAFHRENGENET, — I HEE
DNA FBFEHFRREFENFY . HFFER
FHEBREAR. ARMALNHEUHN, 2
MAEMLER NESREEE. AMVERHLE
DNA BE 75 F R 5 %85, DNA JF5145047
R TF B BN a LR, L R EHE T R A 26,
AREHHMESEEY, AXRBEHAFY 3028
EHxf. ®1AALBEFAMF LB AEYREFE
BRI, W AREEA 30 ZMERE R
H#, MY T 200 A HiEH (1000 TT/4), M
LIEFE—REE 20, BMCHEEKX
B, EEMBERRak 32 FEE), TH 35
NERNEEE 147 A EHR 2 4 4 P ARG
WIRR. FREHRBRSB, (U 14T, ERAA
HREFEH 200 APAB LI, FHE 4 MER. H

"HEARBFESRERBREZM LS ESTBIGH.
IR E . 16614-06-08, 125 3 3 1994-11-09



