Cell Biology and Cytogenetics
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A (premalignant) HaE
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walz delA gl g e FdelA A7lE ol
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g T3 B2 ALkl ol gt Aol A fA
Az AAE 3 9} nm23 gened nucleoside diph-
osphate(NDP) kinase®ll encodedh= HoldA] f3
A2 ARFE o] o] FFoM AolwT wiel AaH
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WA WEo] ZrAaEa o)# Frfol|A] o] A
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HE B3 s dA "o Aol ke o] o %
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Cytogenetic analysisell 213t @A HNSCCellA
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3+ 33 (complex karyotypes)® 11q13 band®} A
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HolE {2 A& 4= itk ps3 mutations
71 F4E o2 radiolabeled oligomeric pro-
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] mutated sequence® 5E3] anneal A7) 074
p53 Wo] AF-E < & v} o] molecular prob-
ing® FFLE A2 F Fad A9l dAvA
HAA & NEE H B3 ol = p53He|E 7}
Z ol BF o NEES FAT 5 9lo] B3N
ZAEc 9§ ¥ 5L dUEE sPdo| whe Atk o
vt £7+9] rinsingelYt 53871 Hdll swabbingell
9aiA Hojzl gl AEENME HolE 7R A2
EHAYE & it ol whEe s FFEQ M|
Fo| FEAL] ZAl f-838HA A 4 ). 3
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213}7] 91314 molecular probinge & HAME 4 ¢}

o). HNSCCY genetic alteration®] o1¥4 impli-
cationol] tigt Hav} Bol TREITY.

HNSCC 2] 30~65%°1A cyclin D1°] dere-
gulateB 9l Wt cyclin D1o] 23 ¥ ectopic &
dxlo] AEFH 2EY BFS 23 A2RHeR
FTHA T F21& dogitt & cyclin D12 G1 ph-
aseZ E38) cell cycle o}&o] A& 40| <t Hol
o Wy g oA x| 54E Yo gta TH5E
. HZolE cyclin D19] #&@9] deregulatione|
HNSCCe| AlE%2] Brl= apoptosisel] Feigo] A
AlF . HNSCC #xjellA] cyclin D19 #grdo]
3}Q1% (hypopharyngx)oll 2 #AA=1(52%), &<
&9 Hojgl AlFEo] FutEo] AE&9] bt A
Hol &7 At 11q13/44H T3 HNSCCY 7t
3 3 R HEkE shigle B AMloht o F
EARZAM ) ARAL =To] Bt

AAA 10g2] LOHZE vhekst Ale] oA 21
=9tk HNSCC #2ke] 20%°14 10q loss7t ARl
HaEdot o] A FY A FHAY A=
5% gkt T 1092314 PTEN/MMACL #+3
A7F A A FER A W, R AEA
gtollMe] E9idol7l BuEloen HNSCC 2
41%NX %= LOHE B3t} # o= HNSCCA <4
A 14q9] o= & F9E=E LOH7F glew B3t
o %9} AAgo] LAt 20 /1] polymorphic mi-
crosatellite markers?] #4232 HNSCC2] 40%¢l
A Zolx 1 locusell 1499 LOHZE Bt} ofu} 14q
©] ¥zl HNSCC $719] W AAd #oE Zlolgtn
g4

T HNSCCe| #ol(metastasis) -5 ma) 9
A o] Wl §8S AT 27 Ao TN 4
A 10925-q267F 11p13-p14¢] Z<=(deletion)o] =%
AuigiA FAHAT. FAERYG BxlelA AAH 18q
9] 2H% AF WAHE 02 Hol thE FYdA
TR A & Aelgn F5HH

A2 cytogenetics, allelotyping® CGH(compar-
ative genomic hybridization)2] 222 HNSCCe
A W3l NZE-g AlobE Al F3l FY A =g
< TE7]d |23t o] R w2 CGHel 23t
o % ¥39 HNSCCAA F4A 3pst 9pol 2
£33} 3qg9] overrepresentation®] ¥H3 F-318hA W
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7 Y& Hol Bay) i T 9l ek W
slelol = GAA 4q, 8p, 11q, 13q, 18q,9) 21q2] A<
3} 1pter, 11q13, 199 2299 overrepresentation®]
71 "ght 9&& Basict

FAH dde] de e
sequence® TAE telomere 2°]ZE §-A8H= ribon-
ucleoproteine]th. Telomerase #43R= malignant
transformationell &3] A7tk 2 H]QFLlA
telomerase’} &3] &Al8l=o] stage 1 NPCelA] 80
%9 FAEE B TeAAL s & AALEIG
T} NPC AN 2R EE Aske AgEA]ztz
A1) 7k d o] AAI=SATh

Telomerase=
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