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1. L &®IC
20174F 1 FH S 728 L v TNM 4338 AJCC/UICC %
8 WL CT I B ARE TRIE 2 SaT AT b, R I Pk EEE

A% HPV [ 3 AR W BEHE & HPV JEBY 8 A HBEHE 0 2 D 12
FIONZZEL3IREL MY 7 THo 72", SHOY
G Ccvk PALWEE Y 4 Vv A (human papillomavirus :
HPV) (B39 % HPV B AR IREERE A L 720 &
LT bz 213, EROMIE - B CTIIET 5
#i & HPV 28R CHIE T B EWFAIICD PHTD
R b LFHi SR TH 5.
/\IEIO) SPECEE 4 S, HPV BN 2 &0
BT 0wy T ETHY, AJCC/UICC IZB
wfpwﬁ& maBWhkE LTHwWHN A Z LI
oz, 2T pl6 gt 2s HPV B i KSR 0 %
W BRI EN - ERE Z ORI OWTHILL 72
W,

2. pl6 &(3f@h ?

pl6 X CDKN2A (%4 7 ) VARAFVE ¥ > — ¥ L%
2A; cyclin—dependent kinase inhibitor 2A) & 3 W,
p53 & Rk B AIHEIZTF & L TI9944EICTH R S N
727, pl6 i ph3 I ERIWICE G- T AR T & L CIdiEH
SNLho7z25, HPV B A IEREENE 12 B8\ T HPV &G
oYur—bx—h— (R¥~—Fr—) LLTEHEN
LT EIlhoT.

HPV OB EIEFICIIEI RS ETETHY, 209
+ E6 &M pb3 LA L TR E AL S, E7
AN E O RN # (=T TdH % Rb (A% A ]
BIET) 2AELEESY. HPV DGl X 5 T ps3 R
Rb AL & 3 LAUEIIC ple AP 25 BB B S
%O TR HPY BEOGIEEZ WD Z & I12% 57,
Z A HPV B A IRBESRE 20 &9 DB WIS pl6 a4
AL NLHHTHS. L LLT LD pl6&EH
OMPFEHITHPVIER T ICL o TR 2D T %
<, I DFEHETS ple HHOMEFEIILE Z 5 1 HE
WD EZ N5,
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3. pl6 RERBEITOIESR

FRLD X9 I HPV 23EGe L E6/E7 2356835 2 o =
Ahn#Ez5hE, HPV OBMIZIE E6/E7TmRNA % Hh
TL2OPRLBENEEZOND. LA L, mRNA %
I 2 WA 7 3 SR AL & B & LR MEC
IZAFSE NI EPOLEAMTIE RV, F 72 E6/E7 &
HZERERETRIDT 2 HEDZ AN, #Y) L
%72 DBIRTIEATEETH 5. £ DIFHIT HPV-
DNA Z 1 3 % PCRIEDH %45, TOHPEE, EKER
B AYE £ O DNANDH A A A (integration) % 5

TELWRMEDSH S, AJCC 1 HPV &S DB Wi pl6
eyt & HPV-ISH (in situ hybridization : ISH) @ 2

MR O F 2 HESE L7253, HPV-ISH 12D 2 &
FHEWZERS, JUHERH Y a2 %\ pleth
R ERHE—I—E LTHWVWLZ Lo,

4. pl6 RFFEDFHIE

AJCC IZBIT 5 pl6 BptE e L, mvBk & ME o8
FREBEMAE L (K1), BICoAREINDEHDD
Fatk & 32 %%, FEFERMICHIBEICRBZ R0 5 b Dk
Bt SB35 & LTwaY, HPV B o % i
AJCC TRBOFHBI®ED + 2/+ 3L ETIH5% UL LD
oA % pl6 Btk & HE LCTwb, —F, BHSATRE
Wy FBF GE6R) T i?‘%ﬂjﬁ&% CHEIZRLT0%
DiEZBmEE LT BB oERTIE
[5%DAERIZEBEON—F ¥ LFRAL XV TH Y,

FROSE T b B Z B U CIE S, L
RFVHAE L VS B A S, R B T ple
Db % T70% L 7k ET 5 | knEEEL“Cw . E

4% 0D 3 T T U p16 By oo JE 55 i 1% 3100%1_\/‘5}1?
VTR % BD 5 2 a#%m%a%%fm (s RapR e
LTwekllbhs, LaL, Hnb plb?fuleS@*EiEc:i
o THAAMENZED D 5 728 ple A ORI IFEE %
B35, EHEUAOIEFEMIRIC DY F 5 L) PRI %
PR ) R, BRELAGEaEEZRTIifkE LT
clone E6H4 F 7213 JC8 322 X ", — #1912 CINtec
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1 HPV B ARIREERE 2B % pl6 88 CINtec p16 (E6H4)
a: BB LUMBE IS L RD 5. (p16 Blk)
b IR E IS5 Rtk 2 R 5. (p16 1&kmE)

=

2 pl6 B ZEREY) o Hilsk

a : MEnISEEE & b8, WIFELERIEOEE L& S (LH)
b MEEERIC—E LT pl6 Btk 38 5. (£HD)
JRFEERAL % 5RO, pl6 Btk INEERE O 2 w3 5.

pl6 (E6H4, Roche) ASHWHNTWD Z LHE W,

5. pl6tRZE & HPV-DNA #RE EDHEEICOWVT

pl16 & 11X HPV DAL O IR C b Bmp 3§ 5 )
FEMEASH D, ©3 L b pl6 Btkas HPV &z GEH L T
WL EWVHIRTIER ., FIZHPVAEEL TWTH
pl6 BtE L IO 2 WHE b H 5. L7zh> TPCRIZ
X % HPV-DNA 4t & pl6 g geta o M )7 & i MRt
4 % &, HPV-DNA &% p16 Bt%, HPV-DNA F5 ¥ p16
Rtk & v 9 X 912 HPV-DNA Bt & pl6 e B A —F L
TWHBIDEZ oMb, FEBEIZ HPV-DNA B p16 By
DX ) AR~ OHEIZI0~30%12HA SN D L Hik s
NTwaY Z0k9 A—FITx LT HPV-DNA B4
p16 Btk D F %13 HPV-DNA itk p16 Btk & 2037w &
WG, FNENEDEVIHELH ) —ED RLF
FESNTWARWY, PCRIZ X 5 HPV-DNA O Tik
PoF LD HPV A 1 O DNAIWEHL Y A F 72 R

(integration) Z{BIB L CTWAbIFTidZ {, HITHE
L8 HFET S HPV 2L CW 2 E 2 5
N5, Z9w)HElE» S HPV-DNA B TH - TH,
V3L b EE DNACHIAA E W 7-Eo HPV Btk & X
PR & 72 s,

6. FEFEABHTEZRY S I/NEEHB IS T B pl6 BE

AJCC/UICC #E8M TR E K KR SN D —D
2, BEAHSEEER) Y NEEE O i b, T
RHDY ¥ SEEBICH LT, pl6 $72IEEB 7 4 VA
DA VAE D, pl6 Btk Td i HPV BE i v E
UEE &OCHIRT L, EB Btk Th i IR L BT A 2
Ll ol FEAHO Y VSHiimI ple Btk % 72
DR FE % TO & L pl6 Btk A HEERE o 58 %
AT 5 (K2)., 2, ple @B FEHIE A IR
BHEOLDTHLEVH) RIS LDTH S,
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7. bH Y (IC

AJCC/UICC 45 8 MiiZ 35\ T pl6 S Je ft 13 HPV [
WAIHGEE % BT 5 720 LB R RE TR E R oz
B, AIBTIIWF ZRBOETICIE R > Twhwv, BRO
I BLEE O HIWIC & S G s BUHRRAE AR
(40015%) Tpl6 AN TN TV B A, 8 IE 7 B B
MEEE AT, TNM 5O ST IR BRIGRATE VA v
TWRVONFEHRSD 5.

¥ 72 pl6 MDA Th N b o 7284121, pl6 Btk
MHEESE & LTl b s 2 L1242 50T, WK D
WAE Ze W 2 4T 9 7201213 pl6 AT IZ 20 & FRak
LI e 62w,
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