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HLH 24 2HLFRENG—XDNA AL EG, Lo FPEH—FR-3R-X

., EA, AEAAR AL 204, ENAEERZAY. 2BET R

- 186 *
& LR NE-IA- 1R IEE
HEZ Ri%
AERER A HTE, 5
’”AE
# (HLH)
B ta A F it

BERMRFTARGEIN BN LENFEAMBERATEEET

#9124, i % B F & 45 Myo D1, myogenin W& Myf-5 ¥, € 1139 %2 HLH K4 & 7 »

AEMGAEPRIEFERMER.
X4WiT AWER,

BRI ERIARE REERBREHT
PN B ST (Hibroblast) AR £
YR MR AR A ELAEAE (myoblast) ; A JL4H
B4k RS (myotube), J5# H TG M
J BAG LA S BB E- 37 4R E (helix-loop-he-
lix, HLH) RiF&ERZHAH DNA EEFEL+
4G DNA FUE B R 454, HLH &
ARERRESHME, HTEM 20 & (&
D™, HLH ZHZ25HFEY . @REEU R

Lyl-1

ARRVFTNSRERWRQQNVNGAFAELRKLLPTHP

B RA A, BERESER, MAMERAH

MEE ST R REF, ACSHETHESLN
b, twist EREREEFTEIEM, daughtless
(da) ¥ R 2R E YRR E  hairy H2H

W B 2K H %. HLH MW e TR AR T
ZAEREM EL2, E47 (E2A EEFY)D .
B EENBEEFERNERIBIEEEER
R LA HLH EH, B Myo D1, myogenin YA &
Myf-5.

-------------- PDRKLSKNEVLRLAMKYIGPLVRL

SCL VRRIFTNSRERWRQQNVNGAFAELRKLLPTHP----vvvvnomn PDKKLSKNE I LRLAMKY INRLAKL
El2 ERRVANNARERLRVRDINEAFKELGRMCLHLNSEKP---~vcu-vrn--- QTKLLILHQAVSVILNLEQQ
c-mye VKRRTHNVLERQRRNELKRSFFALRDQIP-----ELEN~-------- NEKAPKVVILKKATAYILSVQAE
L-mye TKRKNHNFLERKRRNDLRSRFLALRDQVP-----TLAS--------- CSKAPKVVILSKALEYLQALVGA
N-mye ERRRNHNILERQRANDLRSSFLRLRDHVP-----ELVK----0u--- NEKAAKVVILKKATEYVHSLQAE
NAX DKRAHHNALERKRRDHIKDSFHSLRDSVP-----SL§G---------- QKASRAQILDKATEYIQYMRRK
Myod DRRKAATMRERRRLSKVNEAFETLKRCTSSNP------vvneenmne- NQRLPKVEILRNAIRYIEGLQAL
twist NQRVMANVRERQRTQSLNDAFKSLQQIIP-----TL---vunvn-- PSDKLSKIQTLKLATRYIDFLCRM
da ERRQANNARERIRIRDINEALKELGRMCMTHLKSDKP------vv-vnn- QTKLGILNMAVEVIMTLEQQ
AC-8 T4 QRR---NARERNRVKQVNNSFARLRQHIPQSIITDLTKG--G-CRGPHKKISKVDTLRIAVEYIRSLQDL
Le TGTKNHVMSERKRREKLNEMFLVLKSLLPSIHR------v-uumonno-n VNKASILAETIAYLKELQRR
CBF-1 QRKDSHKEVERRRRENINTAINVLSDLIT------- VRe-vreoen-- E-SSKAAILARAAEYIQKLKET
AP-4 IRREIANSNERRRMQS INAGFQSLKTLIP------HTDG--------- EKLSKAATLQQTAEYIFSLEQE
USF KRRAQHNEVERRRRDKINNNIVQLSKIIP--- -DCSMESTKSGQS------- KGGILSKACDYIQELRQS
hairy DRRSNKP IMEKRRRARINNCLNELKTLIL---~DATKKDPA----- RHSKLEKADILEKTVKHLQELQRQ
ld LPALLDEQQVNVLLYDMNGCYSRLKELVP----TLP---------- QNRKVSKVEILQHVIDYIRDLQLE

RIQRHPTHRGDGENAEMKMYLSKLKDLVP-- . -FMP---------- KNRKLTKLEIIQHVIDYICDLQTE
E(lpl)ms YQKVKKPMLERQRRARMNKCLDNLKTLVA- - - -ELRGDDG----- - - ILRMDKAEMLESAVIFMRQQKTP

7777 e

BHX A1 ¥ 3R 2

IR H B 1992-02-12

BH1 #A% HLH RO EXMFIILL %
BETHABEGEINEEMARE. EPERHLH KRR FRBMERX.
Id, hairy, emc X E (sp) m8 B ¥ BE R EHAREHZ

I H#: 1992-05-10



EMhESEYNEHR

19934 #20% H3

1 £JlHLH ZEBEMEWRR

1987 4, Davis R R FFHEF R A £
M cDNA 544840 C3H10T1/2 f mRNA
HIT4E M A3 (subtractive hybridization) |4
8] e X R & AL 48 B Cmyoblast ) H)
cDNA XEHHE—HEETE, MmiIRARK
thZ — ¥ % C3H10T/1/2 5, & & L & H
(53%) ¥ MR E AN M. M fiT# ik DNA
B RENARRERERE (myoblast determi-
nation gene number 1, f{i# Myo D1). B#EHE
EERFIESHERREHEDRNEER
FF, ¥ E R RFA Myo D1 EHH Myo
Dl. HEMERAMZE T —F DNA ZHEE
=, BFBEQ. EH Myo D1 f 318 MRE
RBREAN, THILANEHBAR (B 2. B
FRERX (1—60) TEREHRUERAER; MEX
(102—121 FIIERERT, HFESTHEEE
B (Lys 1 Arg); BERERZE (121—
162) A —HE-FF-SRRELE .

Myogenisa

* 187
ACldlC C/H Baslc Myc
H, N = "} COOH
318
//, AN
Y \
// AN

,/ Basic HLH \\
L ] |
102 121 162

B2 /hE Myo D1 BySiHI% A
(1) BER 1—60), FREMRENERRE
(2) C/HRE (62—101), SHEZEMEM (Cys) M
HEM (His) B
(3) Myc X (141—162), 5 c-myc ZERE R
%121 ¥ 162 RBAR —WIE-3F-MIELH.
MWEMM 163 F 318 BE

Wright 4 (1989)™I7E KB L6 A4+
ERAT B —FENFERHATEH— myo-
genin, BH 237 MEEBREAR, 2 TEN
32.5kD, BTH DNA#Z&EH. ES5HE
HLH EAMEERIF T2 AAFAEREE. ES
RIBH AC-S BEHZ HHRIFEERBFRAH
c-myc X, Ti4 Myo D1 Z [A] 44 [& I+ NI E

MELYETSPYFYQEPHFYDGBNYLPVHLQGFEP G 34

: e
NyoD1 MELLSPPLRDIDLTGPDGSLCSPETADDFYDDPCFDSPDLRFFEDLDPRLVHVGALLKPE 60
YERTELSLSPEARGPLEEKGLGTP EHCP?QCLPWACKVCKRKSVSV RRRAATL

KR 92
“r“f??M Hﬁﬁf?’.“ﬁ%?ﬁﬂ MRWFI.*.%%BMW‘M.E&‘E"“’“" “‘i‘l 120

APEALKRSTLLNPN? rPKVElLRSAlQYlERL ALLSSLNQEERDL (1]
i}s 1léTLAACTSSNPNQAL;&éLllRNA RY!A lzlLLRDQDAAPPGAAAFYAP 180
R{hGIG?PS?YYPVNATPT?PPAVRSIAMHYSLVPTQEllCS?LTL?V?TT?Tr}iPZI 208
GPLPPGRGSEHYSGDSDASSPRSNCSDGMMDYSGPPSGP RRQNGYDTAYYSEAVRESR 238
TfSR'R]CPSPSQMKPPPTElYFQAQCAWE?LSWCQTPPLLQQGPFKWQFPGAQKT}LGC 266

PGK su'vssx,'ncr,s'sxvmSTD’SPLAP'ALL'LAbmlzsmrlPBG)\'SLSDTEQ%;TQT 298

HKPDYPPSIHIRLTPSPAREFN 287
PSPDA'AllQCPAGSNPN'AIYQVL 818
3 Myogenin 55 Myo D1 S 38 P 5ItE 4
|, HAZERRE . RTFEERAERE —: mycAERX 111, his/cys FFK come o B#EX

7 B c-mye (81—136) FIEBEHES
(91%), N# (1—60) MFEEREH R,
ERERERQRFEEK (E 3. #4h, myo-
genin P& — A BB R A RN M (leucine
zipper) 4iHy, MWEEHFFIETSH 132 EERR
#, Myo D1 FLHEH.

Braun % (1989)%'%| A /), Myo D1 DNA
Y iR et, WARRKE L4029 cDNA SO
FRIF—-ARE, EHE—MHFNENEF
—Myf-5, EH 255 MR ERBRELAR, /D
B Myo D1 & 63 N EEMBE. Myf-5 ¥5
51—141, 157—167 & 202—216 =B ¥ 5|4 51
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5 Myo D1 15 77—166, 199—209 & 246—
260 KE E R, P EEBER M C-myc X.
HERERORELE. HEERETRER

EHE (4930%). HEEX WE WK1 MRg
¥, B2 HFEETF c-myc X, X5 MyoD1 R
FEe g .

MyoD1 MELLSPPLRDIDLTGPDGSLCSFETADDFYDDPCFDSPDLRFFEDLDPRLVHVGALLKPE
Nyf-§ MDVMDGCQFSPSEYFYDGSCIPSPEGEFGDEFVP

17
1

EHAHFSTAVHPGPGAREDEHVRAPSGHHQAGRCLLWACKACKBKTTNADRRKAATMRERR

RVAAPGAHKAELQGSDEDEHVRAPTGHHQAGHCLMWACKACKRKSTTMDRRKAATMRERR

51

166

RLSKVNEAFETLKRCTSSNPNQRLPKVEILRNAIRYI1EGLQALLRDQDAAPPGAAAFYAP

RLXKVNQAFETLARCTTTNPNG

RLPKVEILRNAIRY]ESLQELLRE

141

GPLPPGRGSEHYSGDSDASSPRENCSDGMMDYSGPPSGPRRONGYDTAYYSEAVRESRPG

VENYYSLPGQSCSEF

AAPQCPAGSNPNATYQVL

SQPRTPCASSSRLIYHVL

B4 Myf-55 Myo D1 S X8 T
HEFTRAANEERRE; NRMENIHEN myc FEE

2 4&H HLH Zl94eH

Myo D1 DNA ¥ift C3H10T1/2 )8, &
A RREMENAM, W LRERES
I, ENBREESERIME, REH
BRBHNA RS, SHFER, FENAERE
B e-Blah EB (aactin), HL K LB M EE
(muscle creatine kinase, MCK)., IMREHR
#% (myosin light chain, MLC) ., Jl$5&H (tro-
ponin, Tn), Z BiIEBEZ{E (acetylcholine re-
ceptor, AChR) M R F B & F i (ion
channel) EASHEFEBRIE"S. W, Myo
D1 DNA # 3 — 36 4 L 40 B35 40 S B 40 B
XEmSMARUEEEEAEHARES, LEK

TEX A P LA R R A

Myogenin 1 Myf-5 B DNA % it
C3H10T1/2 )5, BB EEHENENAM,
A B TS R R L P 4 R R O

3 4N HLH BT HBVF AL

B EHER] , Myo D1 1 myogenin 581t 5
P05 X R VR B T (cis-acting ele-
ment ) A B/ F T IS MR EE B2, 5%
B 8 Myo D1 B{, myogenin ¥ & 89 & H
MCK, AChR #Ja, 7, & RS M 1E
RAXHHHEE —HEZTRFTS]: CANNTG
(BrH “E” &, HF N RELE—BEFH). Myo
D1 #1 myogenin ¥ 7] 5 F 5 45 & 3 B o 3K
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ETHGHENERC Y, HEES5a 58 HE
HLH & H (M E12 %) B R F S F & (ho-
modimer, heterodimer) A &S “E” &, 3
BOEMMEEDT. HLH S84 S - REME
. X ARG RER. Davis 58 Myo
Dl R HERARZ U E12 EAMEBER, XH
XHFEETIEL S DNA, HE S EREH
ENREREEDY. RETREHTH KRR
HRXREERRHIEN, BEXAFTRERRE
HU, BERERT “E” &, € AEEHEE
B, 3 “E” KPR RRERTEER T TR BIEE
AU B X EE R EE, LAy
MATLWAT. AMAREWEEH Myo D1
HBEXPHE —FERTFHEERTI:
Glu-Arg-X-Arg B Glu-Lys-X-Arg (K X £
FE—EEBRRE). Davis %y)\j“] Myo D1 &
RERIE, MR AP AR <P 5
FREERRE D 5 CANNTG $1#5 CA fi
TG HHE1E T8 &+ N 2 KE. Weintraub
SHUIEE, Myo D1 % Hh R # [F i &5 %2 DNA
FHB A CANNTG 4568 4 BTG EH,
WAL & B Myo D1 4+ FHEENRY
60 MEEMBRENS. WBRERRNBIRE
(3—56) ) Myo D1 B H4&—A CANNTG
F3, FeeRe i m MO, 4685
FEEMEHNER. {1 EH, RE&—1
CANNTG oMt 5 ERE S Myo D1 4
& BRRBEH EFMIE. Myo D1 2 FHYRE iy
) 160 MREMFAEE.

Myf-5 £ Myo D1 1 myogenin —#¢ , L%
EELR SRR _REABE SRR DNA ¥
WMENASERER, BARTEH, EHER
¥iE P OFE DHLH X, TR T4 FHRE
WL HPRAE AR A RTR.

“E” ERFEAETIASRENYHEET
T, WEETHESEENCERELD. BHE
SEERMBRTE, MAFESHEBRER
HAFRKHN HLH BEH (W E12, E47 %) i
%4 “E” &, M4, Myo D1 F4 REiE
A REFE? MR R EE Q% Myo

D1 454 LE A B T30 7 A0 Myo D1 A0
ACSEH# R bHLH EH, MERESE &
“E” &, WTRTE WIS R EEEENER,
EEMEMEERER, SHERELRAX.
—FERERE, XMEHN—ITERZEN Myo D1
M AC-S EHMBHERX TR R, H—IiHE
AREEEBEFFE “E” &+ CA 5 TG Z[H
MPGABFRIARR, waE>E 25

4 4§ HLH BB HRE R HEisH

H % 2 41, Myo D1, myogenin & Myf-5 &
BEEEFRISESERPRE, EONAF
B ARFRS M, HAr A MEENSRE
B, FARERAESBXEANERREENE
ik. Myo D1 REBIE R B S EFHKIE, B Myo
D1 Fikx—HE 50, ERELNIE K877 X bl 48
¥, NMEFHRILPEREENREBUE
##4. Myogenin 1 Myf-5 #4555 Myo D1
ARBLEE 22, gt , X B 0] DA (R R O B
H#yFRE, Hn, Myo D1 B PA{Ei# myogenin
H:F FIE , Myogenin B[ f£# Myo D1 ZF 3%
k. Bk, EMNZHREF—IRE, HERE
HAESIE, XFE, EATRRBZ4ALIE A5 H
BRE, AREFBUIAERMERFIR. £
Fh, Myogenin t Myo D1 8 2 KIFiEHREL,
6.8 myogenin M fEF B 5 Myo D1 HF—EX
%, (HERHKE Myo D1; [F]Bf i B X S H F
] 6 43 5 2 A WL AR 1 PR [R] B SR 1

BA—HE, ELREAMENHLH HEHE
FHMENARERER, FEAENLRER, &
S5EMNpreEaRPEENRERTFAX
Weintraub S£5 Z ™\ —F R EE8 Myo D1 i#
SR MMM (MEL) hXg H—MHEAR,
wETHLH RERR, BS54 HLH ZH 1
B8, BREEERX. HERBWH Myo D1 5%
DNA 456 REEMMIEER B M & N
Id (Inhibitor of DNA binding) EH, Id HEH
B[ 5 Myo D1 Rl Rk, {HILR RikP
BO—ARERX, BMEAHIEIE, EVREE
WLHLH ZEHH—FREETE T (E 5. 4%
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KPR E L5 REFER, 4% myogenin
cDNA # 10T1/2 48, B#R3%3& myogenin, {H
AEEUAFRERE, L myogenin B1EH
ZRH 5 BR A mRIT.

58 83

basic helix loop helix helix loop helix
EENAF fi4ULEF
MyoD1 Id

Myogenin

Myf-5

s IE, f&ENEF
EANEFH HLH K E#E —WEX,
fENEFHLH X LTV wEX

5 HE&£M HLH&HB

B& Myo D1, myogenin 1 Myf-5 #b, MRF-
4" myd™ @ FAEN HLH EH, BI1%E
EMMIE T E S =EFF IFZHEUZAL.
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ERA RHA
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GABA 2 —# 5 F ¥ A X8. GABAR A A RMGAD 2 £ 44 F PR
HEART, R—AE{GIHRALER, AR SEEmPRLERMER. L
#%, *tF GABA h 9 A XM AMI AN ER, SALLEE SRS 44
HEARERLEFHARPHTT 2Rt XPAR T GABA 4 = i s 4L ¥ 57

RigRALALLER.

XA ALER, v-REATE# (GABA), GABA #k, P HtEA

T-BETH (GABA) REARE L-54
MG HRE (GAD) FEFETHRHELEALR
(CNS), ERERBESFHAREAY. GABA
WX R ERAL SRR F TIEH KR EX
BIFHAT T AMBRERER. REMBIREHA, GA-
BA T EHAERBERTR, HHEREE
GAD.

50 4ER 537, Bazemore M Eliot 8 T B
FE B R T SR LR 32 88 4 Bk b Bl GABA W7
FEMRBMH . X —HELS GABA MBFRTFT
BT —%&FB. BEXRFEHEENENAEX
GABA WMEBER#T T ERANRI, IEH
GABA R —FiM BN EER, BiEF A
Xt GABA W{E AIVLHIE T #E— 2R, iEH
GABAWHMIHIEAEER B FHRKW RS
BB =4 . Fi, GABA FiAlEN
M SELeA I, {5 B2 R I SN PR TR 5 R BB L
BRI R T R BEE B 3E . GABA BIX

s REAVBI AR BUEESE, ZHE¥
MAEYLE TR, T GABA ZECNS F
WA X% GABA METHENBRHREEE
R FI'H-GABA BEUAR .. & BB M R%
Ahre: (RIA) fl @A S RIER, B
SREALENBALEETREENER. £
CE AN B GABA B R R, B
B AR (1 E AR AS , AT HL B 2 T X i
P FHATHFR. 4%, BT GABA $itk
BE B, ff GABA MHIREA T RERR,
HTRPSEERE, El—HmAREATE.

1 GABA HIBARH 3k

1.1 GAD &RZBRMLEHX
021 R R LA & U BUK AR IR 1R D 1 5

~hEPER LR EXME.
Wi E B 1992-01-23; EH . 1992-12-14



