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< ExRAEse wHz o] WA=
719 g FEE oFEA HAew oF
e A Hn 2ENY date AR
(oncogenesis)& A7k (oncogene) 9} 9o}
A5 A A (tumor suppressor gene) 7} ¥ 33}
RE MR HAZPHYD 715 e FuA
3 fAze Wavh H350 vdeve dAx
ge Atdelto, dA7tA wEHA fFHA ¢
AAA Y b3t FolM p539) Wl AAY F
7t EF FAAH Az gejgonrem
FARAFAME p53 FAAS] WE Bu
Zbol we} T2 AR oF 40914 60% 7HAZ 7h
HIE T Qrpnsieon
p53 @& 53kde] #AD¥ (nuclear phos-
phoprotein) &2 SV 40 ulo}# = (simian vi-
rus 40)°) <3 ¥¥ ¥ (transformed) AlEol
A SV 40 wpol 2o FAYAN HHAAE ¥
Aste ¥z TAHPQoHS I Fo o
TN p53 @ 3ehx 2ot (chemi-

cal carcinogen), A+2]4, SV40 ulo]g 2 of9]
9 vpolgze] osjM HMF Y MEME @
AE Jrprensens x 7)o p53& AT A}
E< p53 DNAS U} wlgd YXF A xo)
transfection® AHUY  AXY  F43 (ife
span)°] AFHL®, o]FA AZE I WY
& Azl 843 ras 4HFAAE transfec-
tionAl A M E e M¥ (transformation) o] ¥4
HE AE BFIAAY) AEA®® p53S F
Az AAstgoh 2y o] Eo] AHEE p53
DNAZ} RBAHE EAdte FE (wild-
type)o] obd del@le] wEAn webs A
4HQ p539) Aol p539] Mol MEe
WP e Fag Jvol Asol %I
Atk p53 ©Me WHE AEY FEAH TN
B Fo] dEHI ojitE He FojAW
AR EANE EADE B AE EA 3t
o ¥ p532 FAMEWAA wAYAHA
AERZE JAse FLRFRAEZ Fgdte
ol ¥y s,

ot e p53e] A, WA, 7%
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Xz 44H oo % p53q #VH {3
A ARE DA p539d YBH 8 =
&& 412 Aok

p53 FXA ¥ p53 Ch

AA Y p53 frAAE A 178 G4 ©
¢ (17p13.1) el X B4 11709] exonT
10709} introne & FAH o 11749
exon % A 1 exond ¥3FAL A e
(non-coding) exon®|t}.

71 WdEAM el wetd p53e) EFREHE
A4 (polypeptide chain) 1) ¥3 Ax9]
otu:=ea-g  7HA (highly charged acidic
amino-terminal region) A& 75 8070¢] o}
wedt, 2) &5 ZEHo e Y (hy-
drophobic proline-rich domain) &2 80 ¥
150 74A) o) opml:=2t3} 3) 384 7) (highly
charged) 8] 7}E2EA 2 (carboxy terminus)
< 7k 319%E 3937bA)9) A7bA 9] ofu]xm
dog FEE F Yo

p53 @] A Xho]A el EH (expression)
& AA} (transcription) £ A} (posttran-
scription) @AM ZAAT. dgo] FAH
(growth arrested) AXEe|A p53 mRNA%S
w9 A ol@j g MEI A AT W
A Ho} 4ol AAHE p53 mRNAGS F
74stA @k, e p53 mRNAE c-myc,
cfos EE c-jun 2 94HA2 (proto-on-
cogene) &l FAEE A Boie =A fEEHC
®,_ Z23ke (proliferating) A EJME p53
mRNASS A EF7) (cell cycle)e] F71¥z
WA gou Agoz ¥3} (differe-
ntiation) 7k A1ZHE A Eo] A& p53 mRNAFo]
#43m® o)l@% p53 mRNAYS Zie F
AAL 274 (posttranscriptional regulation) ol
gono A p53e) F¥E xWIE FUb
A #2272 (promotor) 7} ¥ A EdH P1e F
3AAE A ¥ exon 1 F 100914 250
bpel YA &} plEch B FAz Uy
2 P2E intron 191 9PN, olF FAAY
320 HHEE FFL F4H< p53 mRNA

FE FANAN AEHA p53 FAAe] A
A R E 2WE 4EE T ATANG
AYPAA 3R Agoez o8 intron FoNA
%= Al 2 intron°l A A 9 intron 749 p53
DNA7} p53 @9 & AAdsted Pk,
EZ intron 414 Y& DNAZZ (fragment)
& p53 THd] Solzoz A} ol
Z2%e 7IsH oz F2359? intron 47F EA)
3l p53 DNATE intron®] f1E cDNA (comp-
lementary DNA) ¢} M| 33}e] p539] ¥AE &
&Hoz F/ME 48E su Utk 2
Ao 9shd p53 FARY JFo] YAHE
71-e] E2AA intron 59 AXTF 5F 19
o ¥olE mRNAZ 8ol H2 gko} p53H
AR AL A o] Fo)AA] ¢fom® int-
ron 3°t}t intron 79 4F X 54 Welst
A HE BLAE ps3TtY e BEAY A
p53T & WEA FEH,

M p53 @2 WA (immunoge-
nic) 22 #g3h= epitoped] wat o 2R
Ei%}\j 3}’“% g}gﬁc},‘,u,llmwﬂ&”.llé,ﬂ\). O]
£ epitope®] FF wel d¥9 FAe Fo
5014 (species specific)lolA N2 & F
Atolel p53 Dol P27} ES & F o
o, 479 FAE Fol M5 Foloj Fo
#AY] A p53 Bel FAL AH3}
= epitope”t p53 ©¥e] UALE & F Utk
kA3 E (wild-type) p53e SFE4 A PAb
246, PAb 670 == PAb 162001 93te] A2
FREH, 9EE4 A AHEe
epitopeE-2 @M o] WA (denaturation) ol 2]
3t A HBR ojFo] B YATZ (co
nformation) ol @&l &lo] ZPHE & 5 3
oo G224 A PAb240S F2 oy
(mutant-type) p53 @] w-3tv WY d v}
S EE QA AEA FHACHY, PAb246,
PAb1620, PAb2407} PAb607S Zt2t THE epi-
topeE S QAL WA o)go] AAGE p
53 ZHEE T2} A2 de A
sjrjgter 2= w2l PAb246D7+ PAb246O
2 p53 B9 AT WS =GO,

°lE
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SZEAYA Y e 54 ANRE dFE
A A RA3-2C29 PAb2482 F4 (resting)
A EE, PAbA21F PAb122E Aol AFH
(growth-stimulated) A1 ¥ 9] p53& AT
HIEo] YRLU=sn HZ AFoME @
28494 RA3-2C2, PAb248 % PAb421%
PAb122& AM&-3te] M X FA3 Ao o
2 p539] HEo) W gltke BaE ok,
B4 81 % (activated) Wold p53 @l Ay
B (in vitro) ol A opA Y p53 B9 YA 7
ZE HAA ¥old FHIE A=
ﬂc’ﬂﬂ[

GEE4 ¥ PAb240E ©] 834 p53 fH
Ao} o 4R Wolz 42 A7kA o)
F p53S T & o o] A IdH s}
A7t BuHPomw®, ol AAFAN A
g 290 EAsE ps539 Aol (point
mutation) 7t ol ¢] &< p53 Gl 2
ATz W3 AYlE Ae NS a9
U PAb2407} & Wol¥ p53g AAdeE A
2 opyrct

p53 FAE FF AR Fugelt
LS 71 oIt Bol JYY AR ¥R
o ¥y Me & ps3 AV TAHAOG
AT AFY AN E o]E BA}A R
Qe ®Hart glohe,

p53& SV-40° & M E A Euprersns
SV-40° 98] QAT M ENA SV-40 large
T #43 2¥std geun a3 534 (oli-
gomeric protein complex)& ¥4t 71et
vhol gl &4 (viral-encoded protein){! ade-
novirus type 5 Elb 55-kD ©¥'®, AL {FF
vlo] &2 (human papilloma virus) HPV 163
HPV 189 E6 ©&¥"® Hiymphotropic papova-
virus®l large-tumor ¥UF p53E HFAES
P gk = p53E heat shock protein fa-
mily®] 70-kDa ©@Wj@a4528 @ cagein kinase
11 n¥AF BPAE FAst] Aol
%7tstAl €t p53& RNASH A3t A
Ql FR/Z Y (stable covalent linkage)& 33
qHOM® RNasett DNase& A& &to] p539] Ab

A3 (quaternary) 7ol 9FL vXA Fe
o2 Hol RNASH DNAS A@e ps3 @9
o A A Fze] AAAA 98 A F
o,

p53 el > WHEE MEolM W=
B AE B} 1080 o)A 100 7} B cprsressss.
0, o7t p53 W o] Frtste olfe A
A7t Z7bete] p53mRNAFCl Z 7kt A ps3
o] Az A 4A Bt HA @
7] HEL2 BZAHAW p53 mRNAYS 37t
 HEE AEFY AR FAEHE A
o2 Hop® wiygy MEoAM p53 o) F
ol F7tste olfre p539) HA} Fokste AR
Hohe p53 @ diAbh A HE Aol ps3
e ofo] Frtsted FE 98 dot of
A% p53 Bl Wzl w$ Fol 5914 40
Fol Al Wol g ps3ghul o] wky) 20
A 12Ate2 F7beHA Bk ok Y ps3 @
W EHHE PEST (proline, glutamic acid,
serine, theonine) ¥l @& Ziglo] p53 v
o] BQHAEA He wA® g Wold p
53 T <-g¥ PEST ¥ldeS #x Ao
W OAPHA e H XA p53 Truo] w
€ E3 < nonlysosomal, ATP-dependent pro-
teolytic pathwayoll <J3cH>? W E A X
A p53 @ e BErt Adsle Ae Be o
oA st dee) 432§ (interaction) ol
93t p53 ©¥l& SV40 large T antigen™,
adenovirus Elb 55-kDa ©@¥'*932} heat shock
protein family®] 70-kDa ©#W30z B33 &
P4 olg BN BEAE AHA
@& p53 @Y R AFE T2 Aty v
#2717k Ao A, a8y B@AE FA43HA
& tAE p53 B SV400] o8 W e
A XA LA A, p53 Gulo] SV40 large
T antigen® adenovirus E1b55-kDa &3 2
#3te AFAe 28 p53 @¥o] human papil-
loma virus HPV16°|tt HPV189] E6 &4z
23 H9 p53 Go] HoliA me ot
H7t dojur|= gt p53 Do kP ol
AANAES ALt ¥E BEY L BolAY
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p53 frAAe] 58¢ Wolrt g o Yo}
”.5\97).

ostA 4ge8d Tt UFE4 INE
AHER ATolA p53 B SV 400 #EE
FAY dRE HES Yo F2 EEaune
#9444 (chromatin), nuclear matrix
fraction, nucleoplasmic fractiond]l = &A]3}1
9 9] A¥A9 (plasma membrane) S| M=
BHARHO, ) BE 9] adenovirus 29 adeno-
virus 59 3 WHE HEJNE p53 ©Hio|
U 8 FA0N 2o ge P2 (disc-
rete) ¥E3 A% & adenovirusdl o3 ¥
e AMEAME p53 @ ol vjAP
#3 9 (finely granula) 22 ¥ EFTP”, ps53
©93% heat shock ©WFF 70-kDa &9
B9 o) E¥E A9 Axde] A ¥ ¥
gk MR HA e XY SV 400] obd o
g d9eoz wyd NI AEFIY #
AHE D (mitosis) & YFALNNE A
™. HEF7) met ps3 Gl G17)lde Al
Aol 8719 27l o] EEstm S77}
AYHBA p53 @ule] F2 AXAY ¥
Q]:‘,lﬁ,lm.

p532| 7|5

p53& MEFV)) zyueun Hiale] zF
(transcriptional regulation) ¥ A E23} (cell
differentiation) o] ZH1®W0g Eaie] FAA
1 MEZH (cell proliferation) & ZE3te 7]
TE A3 Yoy,

p53& F7HA & Jsog AEAFe] =
Aol #osted AA, NFLHA AEFHE
A EX, FYAEI HFAE (growth
stimulation) o ¥-&-8HA 8l 7o) g,

p53 ©¥ & DNAS ¥A& sl ey
22 p53 @Y A DNASH ZEste 59
€ 23 9ok p53 @ ds-DNA (double st-
randed DNA)Eth= ss-DNA (single stranded
DNA)SH B¥3te 590 o Eam woly p
53 @& ok Y p53 @Y B} oA WY
@}, p53 Wwlo] DNAS FHshe Re

DNA B & A3 3te) £3 ME 4%
< zd3e 7153 Bdo] Yo

p53 B FA}A Y YETANE @
A7) g sy v EA (mitogen)ol AT
ol MEEAF7] (cell division cycle)ol T
©j7bH p53 ©wo] HEPT®, p53 ghul o)
Fe AEF7] F G1IAM S712 Fof 7puA
F78t G2+M Zldle W& Fbsked o]
B YL p53 @] Hio] HEFVE
AV HNEFNF BEG F0AN 7}
e Zo] otdet MEAYAR wAdtn
432 ok p53 @Hle] EolxQ FaE B
@37] A& AEo] WA 9] (microinjec-
tion)3te] p53 TWE oA o5 A Est
S712 AYste Aol AALHEH ol p53
o] MEF7IA GolM Gl-SE o]y
(transition) 3= ol B4 Y-S Bgch So-
dium butyrate® G171914 M EF7)1& d5A
8ta1 p53 @l 9] §A4-g wHstE V5 e 2m
Atk Sodium butyrate?} p53 Tl m X
@%L sodium butyrate”} G1olA S7]o] S0
7Fe A& wasy] dE™ sodium buty-
rate§ Mo Fojsd G1719 Lo p53 ©
el gdo] gepieh oMY woly ps3
@ GO Gl GlolAM S712e9] olyg
233 715 23 A7) GEN AEL F
A 7] (growth arrest) ol A 3B o] o] A
25" DNA §4do) ps3e Edo]l WA o
oo

p53 ©¥le A5 A A (signal transduc-
tion mechanism)ol #Asd HYPAs
(growth stimul)& MEF WA MXFo|y
d¥A2 HFAA (growth factor) T A&}
£ 71%5& 23 Aok p53 BHE cmycolt} ¢
fosf+ A 2tehE @2 epidermal growth factorsh
epidermal growth factor receptorAbolelAl A
ZE FEFA Feoe,

p537} ez o| #y
ol p53 @& REF52 A XA ras
AAE gABst AEF7E FAANAY. of
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A% p53 @ wWoly p53 THFHe EE
HEZFAE JAste 715 S 3t nRAXEE
(glioblastoma), APAY EE F4F (osteo-
sarcoma) M Xo] ok ¥ p53& HEFH AR
HEe] MEFIE A AL 2 F A
w4660 ] -9-7] 4ol B € (growth-arrested)
M E A p539] EHe] Lrke Aoz Hop
GO/GL7IN A 7129 AYL dAse 7%
< 23 UEE ¢ F AN, p539) MEFT]
€ qAFE 7152 AL DNA EA9 9%
& 2238HE prolieferating cell nuclear anti-
gen?] 324 f A A (growth-regulated
gene) 9] A8 A 3=z (down regulation)
< TN,

p532| Holet ¢t

R ¥ p53e Wol¥ ps3de del #Ast
9 rasfrdAbet @A AE] transfectiond
Selx MEE WPAINA B0, 547
k¥ p539] V)% ras® Ela EE ras
Woly ps3e MEHES fEste 4ddl
M AE AYE ZAAAGED, oy opA)
% p539) AEPL WYL A ohA B
3 ob Y p530] 8IS} &R o AEI}
Z2AwA Rt 4gstA €

¥l A (rearrangement), Z& (deletion), 4
9} (insertion), ¥ o] (point mutation) 5 p53
o dste de7hA FFAM g gk
7H¢ £ KA dske ook,

p53& AA G E3] Wsst 94A p539)
%4 (overexpression), Hwel, 178 |4
9 ©ke] A& dAH-WeAy 2299
Ao g B A7 AUk ol HE A
o 48§ Aurd s5z2ale] AFAGLNAM p
539 FEHL Y9 A4 (distal colon) oA
Wm0l g FIM MEFHE TR
U Fge) B3E, Duked W7l Bt AEE
o] A/PFL YA, 5029 HAF F
Gl A AN p53e) HEHL B
%% (intraductal cancen)dINE 15% 1A
HEE EAou 84 YZAo] (regional

lymph node)7F @ 228 F 113 (50% )l
A p539] HEPL HAT ol 9 HolF
ZHNNE ARAE BJTH, B Aol
ME ps3 HEY Fvte dzEzA 44
@9 (estrogen receptor protein) %9 A<}
39442 =& (epidermal growth factor
receptor) ® @ vl FAAA7 AU
o.m" 518 9] A non-small cell el A
p539] Wele e dAWH BHAELIA B
gev W), xdol o, Fd J1¢dn
4Ee ZBBATE AAT?. Reichel §
oA kst Aolgtel A p53e] WolE
ATt AER g Holtel e p53e] We)
 78% A 22 dort dAE oy v
e dX&A gevhi Riastgh

p53nt TS

FRAFLGANE p53e] FHEHIY wele)
e Be A7t AUk olE AT AR E
AHEY FRRAPMELF NN p539] HE
F FAd @A don® 7189 HFZH<
FEoly WA BT HAFAHA FLNEE
AP FRAR ABATPA p539) HEH
ol AAY el Eo] ANW & Bk HEAZ,
A71ZY, oAt BAIZIke] Fol G o &
& Bole A2 BHEHJT. NeesTWL
FARGAN FFem FFAA LoD A
BN p53e] HAEPH ezt Jom wF
o2} g p539) Mol FFolA LA E We)
e The ¥olE Ho FARGAM o)x¢t
Sl BAYEEA ojgo] Hrhi HuEY
o}. Boyled®2 p539] Weole AHAY (inva-
sive carcinoma) 1Al 43%, ©] ¥4 (dysplasia)
% 43¢t (carcinoma in sitw)E ALA ¥
WA 19% oA dAse] FRRAANY p
539 Wole FFA ozl Y Mo dof
93 den ShinT'®e FAFUGAMEL
B F FAe ol p53e) HEHEE F
Agte] FFolM 45%, ol AGNN 45%, H
4 (hyperplasia) | M 29%, FFFH9 F43
oA 21% 9] HFEHL B p539) HEHL
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FRARAGAERS] FFLYRAF AN 270
dojure azojd At E=F AEAolzt
AN FAY BYMEGNA Qdgty Ho)
Yo A p539) Wole e dugtely A
SlRTAEAN Ze FYNME F9o] mat
o7k Qe R9e Qe Bt FE 2
& FYHAANE p539]  ©]AA (heteroge-
neity) o] QA&E & & ATk,

p53% FAX X2

p539] Wel7t Qe FARE MEZF (cell line)
oA o}A¥ p533} adenovirusE A AT 3
FstE AEe Yol FAHL HNEFE
ol 4¥ TE HYANE AZFF adenovirus
g FY3E FYo) FA2EL B & oW
Roth*& $&2 HEolu WA Ngs 14
A Azl W g A Y JVAE g
el wERFFAgAN AHE A
SSCP (single stranded conformation polymor-
phism) @ sequencing® EAWETHQ 7Y
o2 p53 o] Moy A&o] Sle oF HE
o 718AB & §3t k¥ p537 adenovi-
rus$ AZAE3Y FFA FAste /AR A
8E& National Institutes of Health Recombi-
nant DNA Advisory Commitee®] %<13to A}
Holl A A gsta gloy F& AHg Vi
Atk

2 9

F¥ ¥ p53e AFAEAM B ME
F719} doje} Aol Bejsta kY ps3o]
HEYE AT BHHE AES wyoly
Y g Ao T4 AW p53 KAAS
HolE ok 7R wHA AMYgelN wAHE
743 EF fAAS dstolnt. ol F W}
obml:2te] X # (substitution) & k78t p
539 o] IAF2E WIHANA LUS (onco-
genic potential) & ZtAl ®th p53e) Wole p
53e¥ o] Wik71§ F7HAA ps3cHe)l AXE

W oFel F7HHEE o)L FAE o 83d
BAY & AAEG. o8 @ p53e] HEPL
o2 el YFHom YW oo PP
AZE Ak HZe A7l | osA p
539 Wel heat shock ©% (hsp)™3 3}
gol 71 A3 BAGS AxE AP
58 2 Aok o8 ps53y 7S WA
2.2 Roth*& A& Azt Dr)ol e
H @A p53a A A §HE adenovirusE 71
BARE B3 7N1BAN FUF YPANBE
Ay Foln T AAE JYFo
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