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(RE] HEEKFMBRAFHEESRENNE, BUSEYEHERREZ —. FRER
MERREER T EHERDERN (HOX ZE) , ALECAEREYFLI BT S ABEREEE, &
BFEOREHREFRAER T, EESRETREENESEN. ARELHESERRERIR
MG REI AN, WIS NERE. ROBRELESHBERK (MAPKs Cascade) EF S
HERIRTEEENER. LERRANRAESFSEIRBHRAER, ¥AABKEYESRE
895 T LGB R GL R

[iF] BEkE, EERERE, G55

O.B.Hardenson ¥ 5i: QAR EWESHEEMESHE SR, FUA—BRFEAFHA
FIa I, Webster & X : BT AL (Morphogenesis) BRIEASMEWY=4H S, RANE
KEHR2BPFEAHERE, EAREREEYEARMML. A8 5E. BERESKBTER
R RPHBIE (Shaping) , XFHAEYMBEE BT EDENMBREEEURTERYE. £
VER . EEHEFET, TASESREREME. Bl AkRE, SRS ZREIRTTS,
AWrsrib, XEHAEBAFHRAMERNERTRAFAMAR. ALMEE, T RIREEN
MEREHEW . EARS R, MREEMSENARRASERE XSS REERR AR S,
EMHFRESAR. AREMEHERHMHEEHURARENESRRNY, E5lRARSAH
FoFEEEEEH. FREMHESRESAHER, BERIRMNEBET ARRAEHR
AEYRIES K EMAE . Blin, WRESYRIESKETT R TRRNIBE S 2449k 8 AL
B KBNEETHARERNESKENER; BREKRMRETHTFREELERRK L
It AR — X A0 A 5 R A R U E 4 R A= A R A 454 . R RS TR] B A1 KL SR A 3 R 8] 7 T A0
REEEESEEMLH, HEESSHT RN,

AREMBARMER, ERMNEBEEFRKEHARTRESREMINE, LYW EERETE
BRI AR RAEU T EMBERN RS, XJBETERE RS E P R R
BRI R. URENH, EHRBERETNERET TERILERE (Segmentation gene)
FIR 7 A ZEE (Homeotic), X M3 fyHfa # 51 ERBEAW BB ER , {2 —FEEH
BFEEER. TBRABEERBEQRE. ARETETHE. 2WHEQURESZE; [
BFRAUBEHmBHRKESHERARFEER . TRIEH, RERYERNERRY BTN
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BEWSI I AL (Polarization) HE A (Pattening) BT ETBIEH.

HOX 2H, EMRBBHY AT E LRI, XEEFMEH 180 bp WY FIE R (I 4E
(Homeobox) . 455 60 & HEER M 2 Bk, # 8[R B (Homeo domain), & X —IhEEsim & 5
M AR EH (Homeoprotein),, IF EEZEVE A XRED, KMEHXAEEF. FHE
HWEH DNAZEDIRE, 48 TR DNA UL, AREERNNEE. IR HOX 2K/ -
CDX-1. 1EBRHR & A W 3 LA B B AF U BB BB KL 31| CDX-1 MRk . T KRG In 48 B M it &2
MR EFEEMME S M b, CDX-1 REE® R FE. AL CDX-1 ERMWIER L E S5 4
SPEEEFEM, 5— HOX EF EN-2 K . 7884 B AL B N5 e Be 2 K
BRE., ZEAFYNMUENSE MRS XEE EMER, faRMb Pt EEE
YER . BIT Muragaki #iiii, HOXD13 XF W SAESIEAZFHEMESMAMERZ -, X
B B A, HOX BEE# L AL RF . fE ek B HERHE, VR F S5 T
TR RERG K B B U, FRZ VSN, B R N AF RS 3 -5 HOX BH, #
B RFEEPBERE, BB, BMAM LR AR EYEHEX PSR . Lewis, Nus-
slen-Volhard # Wieschaus = #2525, E A X HAEHE R Z BT EFETMELK 1995 &£
BiE N RERES2YE, M1, 8RMNH%E HOX 2R,

RECKEMETHET 300 N EHRERMUENERE, Kb —8HKH PAX EH,
PAX ZH & HBAHE (Paired box) , #if5—F DNA Z5#43s, BIAZRI8 (Paired domain), X
B PAX EFEBRT BEMESIE S HREROME. ATEHENDIEHEIIYWE B PAX
EEFYRERREHE T, PAX ZEEMRE - RERBEEN L, FEEDRENSIKES
LoNEENMBPRE, PAX BEMBRRREE, $WEYHESEREESRE. i, &
PAX-1 ZHBLHERSF X 18— HBRAT A 5 S BUE B R R B, AR T #he &
BREEH, WEN S FRADEH R T E RSN E RPN AT THRIREM 2 bREZ. B’ Sp
RAKRM T PAS-3 B & MRS G BB AR, PAX-3 HE S EEW T P
WERRLEMHERURERESEMENEWHER. R Sp REKMA WS1 ZEESHY
PAX-3 BFERAEH K. Chalepakis & ATES TRV LAFFTX 2 A ki 2 L, PAX-3 B AW
FES SR WA — MR, MARS S T EARRREIE Bk, Sp 28k S5 A
WS1 LG IE . BRE N ZAKFFIR A, B [ PAX-3 145 DNA &S HEEHMEE
RIEWEES . BXES DNA G E S RESERENENEURR - BiEamERS S
DNA., “REMEREST EAILGE DNA e h &% —H.

Bk HOX, PAX R Z 5, ARAEYNEEILLESHRRFUENERE, POU 3. &5
LASESERERN PIT-1, OCT-1, UNC-86 £ fif 4 . POU & [ i EE S POU & — 1y sh ik
B (80 BEM) WA DNA G SRMM. CUT 2. ERES LHEE=4 80 R MY CUT &
HIF5. B (ZF) BRI HEHEEMMIRE . NK-2 K75 RS T g — %57k CP (Con-
served Peptide) . BMERDPHE M HEEHERZFRBEZHETF (TTF-D). AESEAE
—~RKEHGMEMAZEWESEESKENEARF, ENPHRESRERE T, REE
BEANEERTHAS, Guazi S AERE. TTF1 HBEE HOX EEMEER, #&
NIH3T3 s{ Hela 411, HOX B3 B ™ aEiH S TTF-1 f33h T# FFi. HOXB3 EHEH1E A
PR R AP RE, REERBEEREMEEN HOX EAHRERES TTF-1 Wik,
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EFh HOX BR Z K FE REZFREM, EOTRERESY S BT, Zap-
parigna FANIAg, HOX EH 58 DNA 4 HE W RUKB T DNA-EEHAEER, ¢
KEESSEOMMEEER, EMNTRERTRAOESY, XA E M RERARTE
—HyEE, PAX-2 BRERHGMES K EFTHME, ERRE L EBgmE, mRR S
R PAX-2 BRBIFEHM—EF . Ryan BRI, Wilm's FEMHIEE WT1 £ PAX-2 %
HEEHEEB T, W HFEEF PAX-2 BRI B TR, WH PAX-2 %%, PAX-
6 HIEHMELTTLET, BWHRABREEFTHREERMFEER Master), HiFHIEE
R, zeta-@RIEE O R PAX-6 (98 H, IEBEERREP LT —HEH BN TFE FHE zeta-
mREERTE, PAX-6 AL S TZEIHT, MARSRBEAE —REHLE, REX
KEAHFEHERD LS THAEVHN TRERBEAN, AEREH —SBEREmeERE
T EREF. BRERSTHEEXRE, AEEAEIERE TFESEXERNR LIRSS
MEEEDEE.

EMMBPAHTERGEROFHRAELRE, ARESASERBETEH LERE
M. B A XA RIAE S RV B AR S . SRR R F L8 AR R iR s S 1538
AN, —RELEEREE, HREMSFRA> TFEEARINEZHEARAIE
FEENE. EREQERFESRET, SMARK (Ligand) &4 THRE L2&, @d—£5
BERAL S EMILIER, IBES—RREADEREN, FEESNE. BEZETUR—K
BEREOFRED, RESESTENRIMRCTEmELARATIRERAEE. M, BERE
H#EE ( PTK ) @ RANRELE GBI, 8 &2 FHREDIBESRIL, BRbn2hit
—HMERFEANTFE BRI KR (Phosphorylation cascades) . R £ KB F EGF, L/
WAERKEF PDGF, B REFFEMNERVER TFXMEEIR. BELAZEHTURIL
KEBNFEED, BRAMNE TR URKEBEZE., FERENRELR. ZEK. B EYR
HEBLXFRRIECNEENZE, BAUZAXHERE=84 G-EQ G, R
FRESHFIREA.G-EaNREYSHHEZ —, Rodbell #1 Gilman B A% G-BEAHR
WM ER 194 FFEINRLOBEESYR. REMFARG-EANGBEHNEHRRE.
Clapham X EHRERRBE T G-EOEEFEESIBRPHIEARE, BMESHEGYE
e B AR BTN — RFIW 0 F RV, TTEREATF (5. FR (Go) R
BE¥ (G BY) HMMAAIEE, I BHESEWRNBRESHETE. E#ESE
S, BoREELEOBEERE MAPKs Cascade (Mitogen-activated protein Kinases
Cascade) BIFHEEMEM. MAPKs B#29% G EHH G EEAR MBS . MAPKKK
(Mitogen-activated protein Kinase Kinase Kinase) $BiE (ki —F 8% MAPKK (MAP
Kinase Kinase), MAPKK B # % MAPK (MAP Kinase), MAPK URM T REEBNER
BT, NS AR ETIAIEE, = EBE R L RENE . L& MAPKs BBF AR
HNE—ESEBERRE, HRKRTILEIFRBMGETNEHRYILRERIH . RERAAA
HH Z# MAPK, MAPKK #1 MAPKKK 7#7E, XXE A MRS RY LT —ENEE RN
SPRRNEES, AR L XE —EMEAME, A MAPKs B2 fJREUREAH TR SHEF#ER
ARG .

1B B BERG & B 3258154 BRUAN RE A B AP i TR 58 , R TR 5 — 8 B et R) 0 23 (R GUT 0%, 48
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R AT 4 A FH 4y (LSRRI 8B SRR, JE AR IRIB RIS E . XU, A EE
RiXERSY . AR SIREFE SHFIE. HIEERH, E%%E’fﬁﬁaétﬁmﬁk‘nﬁ?ﬁ
w7 MEEE . REEKEF EGF fIFRAEREF HGF 2 L. 795 AT 40 R v 42
RS 2R, BT IR A MET 4650 B & AR R 1 BBR 244, $E155 M AME 3 21 B oy 0
EH, BiRGFEZHAMERED, EEPE T HARMESKE. SRNHE. S3MEH. B
BEF/NMRARTERE FZEREEM/MRAERGER, RAREGEHERE T2 &GE0HE B
PN A K B RIBOVE R e e £ O] B 4t B A 540 #0401k . JE K88 FGF 3246 mRNA
ESEHEMTBILE , BB P RERT AN PRI I EaEX, EHEHHEFGF £
& mRNA fEE R AR b 5% HEF 1 . Meno % AT /PNEIERSE T — NN “left-
vy’ EH, BT TGF-B KK, ZAHTRERRELANHHNESEER, EE/DBRIERIE
FIE R R RIELA N RE; 7 v Ml inv BBEF, RiEKAHH . Ras AR BE
HESESBIESESREEEMEE. BLFERERERE GTPase RIEXEKNZ— Rhol
FEMMNEA R P 'R, FIRRERL G, XA VEFERERRE, M8
—EREREL, BOEARAKRML, BIFESBERFEY., RIBMWAE RS GTPase XK
H Racl 1 Cdcd2 BYER K SIEE B L, Racl TE R R RAPILANTE S %4 ; Cdca2 B
ZuMERK. HEEDFBAELRUMBEA . Racl WIHEERETE/PRBTHREE.

Bk, MIEKELBREURE (Casesde) F R ZHH], —MNERTCHBBIZERE L iEntit
TP R AD XA EE, IMEEEHILET T EREAT ﬁ?:%lﬂ Wk . X R
WS AEMAEPHERRREERENU. ERAYRREELET., WHEESRESH
BEY, HTHSREE, BT REMEZEDERES, ﬁzb}%ﬁ%%%ﬂa%& FHM
TS, RERBENCRIALMESESER. (D FEEVERRZ, TRETEL
CRFBEZES G- O 8IS B W 8% SteS. R 5 M 1E Stell (MAPKKK), Ste?
(MAPKK). Fus3/Kss1 (MAPK) #Et. MAPK # £ BiEBHFEF Stel2, Stel2 FE%
FESTUSBERYEMBERERRE, FHARSECHEEE, 2) BEZ58KEAE
Kigfe. (3) MMZEMAFER, Wit PKC 242, (O BBEETHNSRRZ, WHi HOG
wR. 5) HFERER. REE ) — ) SnB PR b RN E S MY LR RE
. BLFEE S MAPK XN B EHBBETE. CRATRWUWA DY % MAPK £4 K
W TR 20 ERK, £ B. Derijard % A 2 3 #]— P RESOE E@ A E c-jun iy MAPK
(JNK1), JNKI1 B % TNF, IL-1, UV @HAEEFE LR, B—AHHESE0UWIA
Z1¥ MAPK J2 p38, p38 RE#% IL-1. $ KM= B % IE A 0% . /R INK1 Al p3s 49 i
H5TWHHBERREAERE, NENKINRRBESMBRILALEE ., 5B HOGL 2%
el

EYEE R RN RFETEE . KT 0SB R FE DNA M ERFES L, DNA
PRt 1r i — 4 7 5 {5 B AT Sl — IR R B9 445 09, HEE NS (iR g mtE 7
M, RERFHRIIREERAEEWERRAGEBNERE T, 2 FEDEERERR L
BIEST, LR T R o 40 M 28 0 5 [ ek B 3 0 S ] S A B A A 46 . 40 B3 B 2 R
RER. EEFNKF LHARERENEBURSESESNNERE, BVEREDES
RKAER S FOLE R AR IR0 2Rl
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MOLECULAR MECHANISMS OF MORPHOGENESIS REGULATION
OF GENE EXPRESSION AND SIGNAL TRANSDUCTION

Chen Jiangye
(Shanghai Institute of Biochemistry, CAS, Shangha: 200031)

Abstract Morphogenesis is defined in the Encyclopedia Britannica as; Morphogenesis is the
shaping of an organism by embryological processes of cellular differentiation, histogenesis,
organogenesis and development according to the genetic “blueprint” of the potential organism
and environmental conditions. The discovery of homeotic genes of Drosophila melanogaster
set the stage decipher molecular mechanisms underlying vertebrate development in general.
The most homeotic genes from eukaryotes encode for transcription factors and play an impor-
tant role in morphogenesis. Ability to respond to the surrounding environment, and control
of the entry and exit of molecules through the plasma membrane, are crucial features of any
cell. Mitogen-activated protein kinases (MAPKs) are important mediators of signal trans-
duction from the cell surface to the nucleus. Study on the regulation of gene expression and

the signal transduction pathway will provide a molecular basis for morphogenesis.

Key words morphogenesis, regulation of gene expression, signal transduction.



