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WFHIERR OB - FEITEFE NN O ORE (BIsFER) LIRFEARCAEREER SO E (R
KF) OWENEMEKEAEG > TELLDRBTH D, Fxld, WmARERENSREZE TR
B U 72 i o BAR A 2 I T s O FEEIZ B D Ak & 7e o+ O NGB R B E &
FRAT L C & T, T ORER, BREEFEIEWE IR w3 ORI IasE s & £\ AL Z B 5 AR T
DRFED L A7 (BInHKN) 3T ERECINER O Z LV LT,

AR
(EHHAL : 1)
RS [ 12eE 2 o @t

2006 4 1, 200, 000 0 1, 200, 000
2007 4F 1, 100, 000 330, 000 1, 430, 000
2008 4 1, 100, 000 330, 000 1,430, 000

FEE

A
&t 3, 400, 000 660, 000 4, 060, 000
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F—U— NI AR, B2 S,

1. AFZEBHAE 4 FI D 5

b R AFEORET &L BT, FFEER
D JFIKE AR T DR E 0 DOBEREREHT H3 0
FIZED LN TE D, Hfkx RBL T2y
FEERRRA~ORMZHREI N TV D, A

(2 X DM 7 E 2 B s LUV TR L T

AROBY I 2HE LY, FEANTHD
TR BEOREARELE S E 7250084 —
F—AA RERETHY ., ZNEZEKRT HTZD
DOH N7 FEE UCHlRB 2R AR &
TW5b, B M7 LDNAOHE EEEANICIT AL
KX OETOME DD, BrTE2HEEF. &

=i - s, TR h— R

BHYGFEDZEAIN N O D 1%L, _E OB E CTIEET
HHOEERINTEY, @ERMIMY X
BRDNAZ FHWNCTRENT S v D, & ORI Ok
RO IR FRELT . 1O DML O IR B LT
WA H O (Single Nucleotide Polymorphism:
SNP) . 1—$ D RN, 2—H 11
FEOBMLEFEINOEYELEZEOZER R L
DO THDLND, T E TITEIME, HEIRFA
7o EOEIREIER., BRSO R E O 18
TRTERBIC BT, FE B EIE (R - O SNPFE
WaMThbi, FRBD T TR EHIZHET
THNTETWD,



2. WHEOHB
FITAEEN N6 DERE (BEERE) LF
JFACATEEIEZ P o BRERT) O
FENEMEE B > THELDTERTH DM,
VAR, 15 EAA 7 & U CRf & o0 3898 B8 s
FEZROEGNEH SN TW5, EEDO%S
JERHLE R 7 & LTI, BREREYE R
# glutathione-S—transferase (GST). &N
#l & 157 pb3. FMAAMESE S 7 F NVAREZERN T
HER2, 77 b— 3 RAFHEK 1 Fas WEETH
0 | HFE D DNA FEIK D K2 (deletion) <2 SNP
LTRSS, RUFFETIE, 75 28,
s, INEREA1ZIS1T % GST, pb3. HER2,
Fas ZAZf) & LT in SN 2170, 4
% OREIFIE T BICBEVE B H D W I3 E 2 D
BE G U Bl R oK G-72 L, i ARHE
BT D BAE T2 Wl B =R &L
T T — 2 BT AL EENE LT,

3. WHED ik

AR CTIIRAHIN U > Bk B BRAT AR

EEFEHAE L 0 HlH L 7= DNA <0 RNA R 2
T AR RN 2 AT 2 72, GST isoform
(GSTM1., GSTT1) ® deletion |X multiplex PCR
15T, pb3 codon 72. HER2 codon 655, Fas
promoter —670 ¢ SNP (X PCR-RFLP % CH#hT L
77 F7-. genotyping DY MEIL SSCP 1EP
direct sequence THRAEL 7z, & D% DU
DHERIZ & B 72V, pb3 PHFEXF- MDM2, Hifa
HEFE > 7 WARTEIR - BRAF, 7R h—3 A0
RS survivin IZH & H L, MDM2 SNP309 (%
two independent PCR assay #%. BRAF codon
599 @ SNP X SSCP ¥, X 5 |Z survivin splice
variant OB FHEL % Light Cycler Z W
7= Real-Time PCR i CTHEMT L7~

4. WF7ERkE

(1) GST (GSTMI. GSTT1) 3 L TXp53 codon 72
ﬁﬁ%%ﬂ

GST 1%, BREFWESST 7 F T HAIOR
ﬂ%ff FEENHIE ST pb3 & & HITIHIC

BHACEGT 5, AT, 31 EHE
BB D 2D OEIs 2 & iR
Bri., AL OBEEEZRG L, EW
(control) b4, R FEMNHZE (LSIL)
102, @R EREANHZ (HSIL) 42, # 198
JiE 5 O T BRI R IR D FIBIC LY
DNA Z#hH L. multiplex-PCR |2 & ¥ GST
isoform (GSTT1. GSTM1). PCR-RFLP |2 kL Y
p53 codon 72 (Arg. Arg/Pro. Pro) DZLHIfiR
Mr&E1T-7- (K 1. 2), £7-. L1 consensus
PCR-RFLP |Z X ¥ &2 A D HPV Ml % [
E L7, %O)ﬁ‘*%‘ GSTT1 deletion (T1 null)
DETIBEIE LT control. LSIL {Zxf LT HSIL
THBEIZEN->T-(F 1), £/-. highrisk HPV

B 69 T, T1 null OLHEEEE T LSIL
ICHARTHEICE T (F 2), —J7. pb3
codon 72 R T-ZBIMHEIX, high risk HPV
Sk 129 B, BHPE 69 B mREIZ BV TEIR

3 = .
ETHBEXII R N1,
3
= wobp < 199 bp
T e = 113t
™ s v MI,:’
ull GETTI Lane | 2 Arg/Arg genotype

Lame 1 : null GSTM1

ull GETMI and GSTTI Lane 2 : Arg/Pro genatype

v
Lame 4 : present GETMI amd GSTT1

Bl GST isoformiflén T $ B RE 7

Lane 3: Pro/Pro genotype

E2 p33 codon TLEET S ERRHT

1 FESSDEAMBDNAIZE  Bhigh-risk HPVE 5 WIS
GSTH & Up53 codon THR{ETEH

a .. - Ambnoacid ol p53 coden 72
Leslans Nusiber with GSTMIL GSTT1

hightik HPY  mull il AR | ArgPre Pre.
Normal (n-54) 101850~ I8 (S19%) 24 (HA%) Y 24 AN 2 (42.6%) T (13.0%)
LSIL in=102) W75 SS(SEENG) 403920 35 (373 40 (392%)  24(23.5%)
HSIL in-42) INTRE N 20 G4TEN 2R Enene Y 1R (4299 16(38.1%) B (19.0%)

Al SIL (n=144) 59 (41.0%) TE(RL1%) 69 (47.9%) 56 (38.9%) S6(38.9%)  3X(222%W)

“ P < 00001, OR = 12.4x*vs nermal’ P < 0.0001, OR = 74x vs LSIL. P = 80031, OR = 3.1x" vs normsal,
AP = 00182, OR = 25" vs mormal? P = 00011, OR = 5.8 v LSIL

2 FEEDEEBHBEDNAIZE T S high-risk HPVD
HEBNTOGSTE L Ups3 codon THEEF SR

Aminoncid at p£3 codon 72

Study & GSTTL
group L Arg ArgPro + Pro
High-risk HPV -
Normal “ 20 (45.5%) 20 (45.5%%) 24 (54.500)
LSIL ™ 31(41.9%) 26 (35.10) 45 (64.900)
HSIL 1 §(T2.79) 4 (36,490 7 (63.6%%)
All SIL b 39 (45.0%) 20 (35.304) EE (64.700)
High-risk HPV +
Naormul n 4(40.0%) 4(40.0%) 6(60.0%)
LSIL 28 9 (32.1%)° 12 (42.9%) 16 (57.1%)
HSIL 3 21(67.7%)" 14 (45.29%) 17 (54.8%)
Al SIL & 30 (50.5%) 26 {44.1%) 33(55.9%)

*P = 0.0063, OR = 4.4 x " vs LSIL

WIZ, i NBHEE S D germ 1ine DNA %
WCTRIBRICHRE L7z, & 95, FEJE 83,
9 108, INELHE 68 Bl X 0 KA Y > Bk %
B L., ®iEIC kD genomic DNA ZFhHH L7-,
multiplex-PCR 38 X T PCR-RFLP (Z L ¥ %~
GST, p53 codon 72 D LHUFRNT %47 > T-F5E F.
T1 null OZRIBEEIIFE CHEICE L (F
3).pb3 codon 72 Arg/Arg genotype 1% Arg/Pro
+ Prp/Pro (Zxf L TIREEFRIE Y A7 2 HEIZ
BNEE7- (%4),

F3WAHEREM) >/ SBRDNAIZE T S6STHEEFEE

Normal contrel  Cervical cancer  Endometrial cancer  Ovarlan cancer

Category n=9%) in=§3) in= 108} (n=68)
GETMI-present 26 (28.9%) A2 {20.6%) 27 (22.8%) 30 {44.0%)
GSTMI-null 39 (41.1%) A1 {49.4%) £1(47.2%) 35 (45.9%)
GETTL-present 44 (46.3%) 25 (30,1%) £6 (51.9%) 27 (39.7%)
GETTi-null 51(53.7%)" 55 (69.9%)" 52 (48.1%) 41 (60,3%)

B - 0059 s nermal



4 p53 codon NBMEFRETFEHFREREVAY

P53 codon 72 Control Cancer

polymorphism subjects patbents OR (35% C) Eabay
Genotype

ArgPro+ProPro 61 (64.2%) 53 (49.1%) 108 (roforent)

Arg'Arg 34 (35.8%) 45 (50.9%) 1.56 (1.06 to 3.26) LR
Allele

Pro B4 (35,85 61 (28.2%) 1.04 (referent)

Are 122 (64.2%) 155 (T18%) 14209310 LS 01031

PLEDNS | GSTTL M1 KA ZARE R AL
p53 codon 72 Arg/Arg homozygote |TL{ASJHZE
BRI T 5 Z ENRB I N,

(2) HER2 codon 655 815 127!

HER2 (c—erbB-2/neu) i&fs ¥ codon 655
121X SNP (G to A / Tle to Val) 23S{E(EL,
Val allele |% HER2 DfFi@ita K A 1 o Ok
bz LAl O3 A - ERICE S
THRREMEN D D, F 2T, RSN
Ja% FHNT HER2 codon 655 DIE{nT-%HIfE
BradTu, B4 & OB 2 BE Lz,
control 63, LSIL 167, HSIL 49. 279 JiE
Bl O FOEAILZ2 A S DNA ZHH L,
PCR-RFLP |Z X ¥ HER2 codon655 DZMIfEMT
(Ile/Ile, Ile/Val, Val/Val) #47-7= (X 3),
F7-. L1 consensus PCR-RFLP T J ¥ £5-#li i
PZRRIRO HPV B & 67 L1z, & OfEHR, High
risk HPV O A 1T control, LSIL IZ% L
HSIL Trfiis s L7225, HER2 codon 655 &
IR ZRIBERE I TR AE TRER -T2 (£ 5),
—7J7. HER2 codon 655 OB+ % Ile/Ile
L 1le/Val + Val/Val 245 Tl L7=84
(2%, high risk HPV 2 183 5], 5t 96 13
OB W THFRE THEEZIL o T2

(% 6), FEELEEMAL DNA (281725 HER2
codon 655 0 SNP & HPV YL RE F /4 &
B & 7 B X RV S nZe o 7z,

1 2 3 4
A 18 bp
= 130 bp
*+ 9ybp
= 36 bp
W 26 bp
Lane 1 : Ie/lle genotype

Lane 2 : He/Val genotype
Lune 3 : Val'Val genotype
Lane 4 : undigested PCR fragment

[E3 HER2 codon 6553845 T % SR 4T

s FERBLABMBEDNAIZE 1 Shigh-risk HPVLE 5 U<

HER2 codon 63585 F £ 5
> . Nunber with Aminoacid at HER2 codan 655
high-risk HF'Y Tie/Tle TeVal ValVal
Normal 63 10 {1500 ** 46 (73.0%) 16 (25.4%) 1(1.6%)
LSIL 167 46 27E% " 123(737%)  35(228%)  6(36%)
HSIL 9 385 (7L I5(TLA%)  L42EE%) 0 {0%)
ANSIL 216 81 (37.9%) 159 (7RI%)  S2240%)  6(28%)

VP < 00001 17 ve normal! P < 00000 37 vs LSILS P = 0001357 vs normal

#6 TEHBEAHBDNAIZ ST Shigh-risk HPYO A RBITD
HER2 codon 6555 {a T S5

Study Aminoucid at HER2 codon 655
b " OR #5040 C1 P value
groep e Te Deval + Val'Val

High risk HPY

Narmal EL] 38 (T1.7%) 15(28.3%) 1
LSIL 121 T 27 (22.3%) 0728 03801514 0496
HsIL, " 11 (T86%) 3214%) 0.6%1 0170 - 2814 0606
Al SIL 138 105 (7780 30 (22.208) 0.7 0382147 03T
High risk HPV +
Nermal "w § (50.0%) 220.0%) 1
1511, % 29 (63.0%) 17 (37.0%) 2345 046111930 0305
HSIL 35 24 (65.6%) 11i314%) 1835 0359 . 8,911 (-]
All STL Ll 53 (654%) 218 (34.6%) pALES 043310315 03585

(3) Fas promoter —670 i&{s1 %7

TR RN AOFFEICEE R EE A R
4" Fas @{51® promoter fEIK (-670) 121X
SNP (A/G) MFIEL. G allele IX[Fi&Efs 1D
EAGEME A2 L <Hfl3 2 (44),

exon 1 2 3 4 56 7 8 9
5 1 L1 1 1L 11 -_3
] ] L LI LI |
promoter
i | Silencer | Enhancer | Basal promoter
| 1 * |
-1781 -1007 -425
=670
{AE)

B4 Fas Hi T OHBELEE SR

Fas B FREDIEKTFIC LA TR h— 2K
PRI 2 O CHRE S TBY, 2o
SNP (XS4 & LRI 5 n[REMEN & 5,
T, FEHEEEEMIEE VT Fas
promoter —670 DiF{n 1 MMENT 21T\, HPV
JRGLOME RS & 3P ET L7z, control 63,
LSIL 167, HSIL 49, & 279 JEf] D 25 ENE
FNEFZAR D> & DNA & fhi U, PCR-RFLP {2 &
Y Fas promoter —670 MMM (AA, GA.
GG) Z#1T~>7- (X 5), F7-. L1 consensus
PCR-RFLP (2 & V & MIfa 2R D HPY A % [
E LT, BREURAR D Fas promoter —670 ¢ SNP
& AA & GA+GG (2431 CTLe#k 4% &, GA+GG D
ZABEFE L G allele BEFEIX control <° LSIL
2kt L CHSIL THEICE T (ETD, —
J7. high risk HPV 5t 96 3] T, GA+GG
genotype 1% control T T HSIL OfER=ER
FHEBICHENSE (3%8),

1 2 3

<« 232bp
188 bp

Lane 1 A/A genotype
Lane 2 : G/A genotype
Lane 3 : G/G genotype

E5 Fas promter -6703 {57 2 2R HT



#£7 FERBEAMIBZEEDNAIZE TS high-risk HPV
& & U'Fas promoter -670 {5 F £ B S E

-, e
Normal (ne63) 10 (15.9%)" 19 (30.2%) WEEe' e S e
LSILn=167) 46 (7.5%)°  S1005%)  116(6%.5%) " 165 (4%4%) 169 (5060
HSIL (n49) 406%™ 5(10.29) wees e ezt

CP 08001 37 ve nermal P 00081 37 ve LSIL,
P 08107 3 v nermald P - 00043 37 v LSIL,
TP 08207 T e nermal! P oo 000422 17 v LSIL

£8 FEHMEBMBBREDNAIZE H Dhigh-risk HPVO HHEH
T OFas promoter -6703 {57 £ X I & SILOAH LB H

Study Genotype =t Fas promsoter 670
: n

o 9884 C1 P valie
L e 4 AL GA GGG
Highrisk HPV
Kormal 5 15 25.3%) X8 (7T1.70%) 1
LsIL 121 34 295%) S5 (T02%) L] [FTE R 03847
HSIL " 1L 8 ($8.9%) 216 BAD B4 0276
High risk HPV +
Normsl 1n 4 (400%) 6 (60.0%) 1
LSIL “ 15 (R2.6%0) 3167 A%) 138 034 566 0658
HSIL 40 4 (100%%) 16 (90.0%) 600 132.27.37 0621

WA, tf AFHE A O germ line DNA %
WCIRIBRICRRGET L7z, fats = 95, ZE)E 83,
A 108, BN 68 il K RAEM Y > Bk A&
FRELL . FiEIZ XV genomic DNA ZdhiH L7=,
PCR-RFLP |Z & ¥ Fas promoter —670 O &{s5+
SRURHT 24T o TG, 2 LT,
HHETILGE DA EL LG allele S
DAEICE L, BEBIEY A7 = /B8N
S (9, 10),

9 WAEMERMM Y 2 SERDNAIZE 1T S Fas promoter -670EEFSE

—— Gematype Irequency Ml frequency
AA GA GG A G
Normal (n-95) 23(242%) 54 (56.5%) 15 (18,995 100 (52.6%) Wﬂ"'l“ll.
Cervical cancer (n-83) 15(18.1%) 38 (45.5%) 30 (36.1%%) 65 (41.0%) !8159»0“!1‘
Endometrial cancer (n=108) 3% (16,1%) A0 (463%) 19 (17.6%) 125 (59350 4% (40.70%)
Orvarian cancer (n-6%) 15 (26.4%) AT (S4A%) 13 (19.0%) T3 {53.Tv) 631 (46.3%)

P 00353 x " vy mormal P < 00275 x * va normal

10 Fas promoter -670GEEFH & FEFBEE) RS

:;I;.r::m:.rn o g E;',’f,“rs OR (95% CT)
Genotype
AA 23 (24.2%) 15 (18.1%) 1.00 (referent)
GA 54 (S6.8%) 38 (45.8%) 1.08 (0,49 10 2.37)
GG 18 (18.9%) 30 (36.1%) 256 (1.08 to 6.10)
Allele
A 100 (52.6%) 68 (41.0%) 1.00 {referent)
G 90 {47.4%) 98 (59.0%) 1.60 (1.05 to 2,43)

VL EAG ., Fas promoter —670 @D G allele
. BUERAICERICEE T 2 ERIRS
iz,

(4) MDM2 SNP309 i&fz 125!
p53 PHZEKF MDM2 @ promoter fEIEKIZ SNP

DS TEARME F 72 I B MR E R B s S B O AF
7E£ L. Z ™ SNP309 | I MDM2 D iz B % Frit L p53
OFREZ I L TR IR G9 5, 4Fl.
AFBLE B O germ 1ine (2383 1F 5 MDM2 SNP309
RENT LIEFIE Y A 7 & OB EMEZ T,
i 108, ZE¥E 88, 1A% 119, YPHLHE 85 4]
L RMIM Y RNERAEERR L, FiEICXY
genomic DNA Z#liH L 7=, MDM2 SNP309 @ wild
allele (T) B LN mutant allele (G) DF4
k9 B specific primer % A W T
two—independent PCR assay Z1TV>, TT. TG,
GG IZ genotyping L7= (X 6),

MDM2 SNP309 ZLAUBHRE X, fats #F I bhik L
T, T TTHIG (2R 5 GG DOBEEENA
Blo@mhotz (F11), S 5IZ, MDM2 SNP309
S 00 0 B A A8 iE 451 L2 35 T 5 B DR i B A 1Y
K1 et L7c & 2 A, BAREIS LT A2UA
FET G OBEENAEEICE T (F12),

L7223 >, MDM2 SNP309 GG homozygote
IEEERE T AR RIED U A7 N+ TH D Z
EDURIB X T,

1 2

<+ 121 bp(T)

<4— 168 bp (G)

Lanes 1,5, 7 : TG heterozygote
Lanes 2, 4, 6 : GG homozygote
Lane 3 : TT homozygote

BEd6 MDM2 SNP 3098 (= F £ R @i

#£11 MDM2-SNP309 & FEEEREY XY

MDM2 SNP3MS Control Cancer

ey ekfocts i OR 5% CT) P value
Gemtype

T+ TG 86 (T9.6%) 0 (67.206) 100 (referent)

GG 22 20A) 59 (32.8%) LI1 (L0t 347y [LEo
Alele

T 106 i49.1%) 106 (44,55 108 ireferent)

[ 110 (5095, A2 (55.500) 120 (0,53 10 174y 83333

12 FEEEERIZH 1T H2MDM2-SNP309 &

Genotype frequency
Varlahle
Tr=TG GG ™
Memstrual st
premenspause 38 (51.1%) T18.9%)
posimenapuse 58 (61.0%) 32(39.0%) LY
Cuneer type
ype | 8 (62.4%) 35 (37.4%)
type 11 22 (B44%) A(154%) D056




(5) BRAF Efn 1285

BRAF 38 {128 5 (3 B MR B (0 il <0 FEOIR IR e

BRI SN D, IAEIRSE & oo B
PEREE STV D, R BRI RAE,
BRSPS M E RN, 0 N FLER R g A
R CBEPE AT I8 AR 5 2 AT AR I 1 o
RSB EICEE T L SN TWAD, R
AR N\, £ 2T, I A
28T D BRAF BAn 128 B & SR s &
DIZHE 2 ORIz S\ CRRET L7z, JPELE
R 104 1] (BEAEN: 4"2& ML 21 31,
P NFLEERUSE IR Mg 3 B, e R e a
42 5], BESEVERSRERE DS 12 B, kSR
10 B, FEPNIEE 6 6. BRI 10 1) OF
e R & ARSI Y o NER L R Lot 101
BRI Y > Bk, IPBEEE MG 10 £&

(e ERE 3, RERMESE 2. JEPNIESE 1. BAAN
JadE 4 BF) L 0 DNA Z it L. BRAF exon 15
BT 5 iﬂaﬂﬁ%% B % PCR-SSCP. direct

sequence {Z & V) fEMT U7-, BRAF &4 H
1% PCR- SSCP BIFALEREARRELTHE

. %@ﬁi%rhmfz%@ direct sequence (2
C V599E Z8 B (T1796A) NHER I 7= (K 7),
FfE AL DNA 12381T % BRAF V599E 25 #
B E B SRS R 24% (5/21) ., T/
FLEEASEE ML 33% (1/3) . JENIEE 17%
(1/6) T OAFRE TIImH S e oo 72,
F72. BTORMIMLY > /3EK DNA B L OPRE
FEEEESMND DNA (235U T BRAF & s -4 BT
RWHENnRo72 (F13),

SSCP Analysis Direct Sequence

Lane 2

09 800 an
ala Thr Val/Glu Lys Ser
GCTACAGTGAAATCT
AG
MMMM

E7 BRAF exon 1528 1T 58 FEEREH

’ Aberrant band

Lane 1-3 #/MELAA Y% RREE
Lane 4-6 78 M 1% B S A AR A
Lane 7 E#Y {8

=13 BRULMEAEARE. R o/ \ER, BRELEIEE
HRADNAIZE 1T ABRAF V3L TR

BRAF VS99E Mtz FEER (W

S M| (ER®
Hs DNA U sSER DNA
HREIE R (21) 5 (24%) 0
FUNLIEERALBE () 1 (339 0
BEML RIS (42) 0
REACERILEE (12) 0 0
WIS (10) 0 0
MABES (6) 1379 0
SRS (10) 0 0
@it (101) 0
MG AR (10) 0 -

LL E7s6 . BRAF V59OE 25 B, BELEMHE
TRVERESS, PN FLEERE 208 CRAE T 2K
P DR B PR 0D KB TR AR L B R\ B
L. ZHUTRHOEMIRAER CH 0 A5
EVAIPAL QA AN/ <l Tt = |15 R By

(6) survivin splice variant OB T3EH
survivin % IAP family @ — f& T
procaspase 3, 7 OPHEIZLVHF TR F—
AVEMER U, FEEMIE oI E I 5
T 5, AT, FEEEEEMEL I
G R IR I 817 5 survivin (S) & F D
splice variant (S-2B. S—AEx3) DE{xF3&
Bz TSI HT Ulc, FBEEEME 11 &
B LT H R 20 B Of ¥ _bRor
15, 898 5) 72 & OV IE W AR MAE 12 Bl 6
TIEIZ LD total RNA ZHhH L. random
primer ¥%1ZC cDNA Z {ER# . Real-Time PCR
1% (Roche, LightCycler){Z &V S, S-2B, S-
AEx3 B F3H 1L ~UL % B-actin Z NERHE
L L CER L, TO/ME, S, S—AEx3 %
B U~V IE B AR AR el U CEE RS
EMIfEE LR THEICHEEZ R L
= (£ 14), S2B/SFBLUS-AEx3/S thb il
A CEfEZ R L, FRIC S-2B/S HhiTiEST
OB Y R A RICHBE L (&
15), S B+ DOFRIBITLESL LW splice
variant OFRFRMEIERE OFA - EBRIE
BB 5 Z EAHEE SN T,

Fu4 TERSIEE@R. REEES L UVESTRDER
128 11 Dsurvivinds & WUsplice variant DR {EF B

Samples Survivin Survivin-2B Survivin-A Ex3
Cell lines (n=11) 0,153 0,035 0.0260.007 0.007 0,003
Cervical carcinoma  1,706-£0,526' 0.77040.392 0.084:£0.031"
tissues (n=20)

Normal cervical 0,083 0,050 0.009 0,058 0.003 0,001
tissues (n=12)
Data for survivin, survivin-2B and survivin- & Ex3 are normalized with the data for

# -actin. Each value is expressed as mean£5.E.
a, ¢, d: P<0.05 b: P<0.01

15 FEHEEEEIZE 1T Ssurvivin-2Bisurvivin®s & Usurvivin- A Ex3/survivinke
EEEEE#T S TSR o AR L OB

Samples Survivin-2BSurvivin  Survivin-A Ex3/Survivin
Clinical stage
Stage 1 (n=11) 01810105 * 0.0890.037
Stage 2-3 (n=9) 0.8380.396 ° 0.1460.058

Pelvic lymphnode
metastasis
Negative (n=12)
Positive (n=8)

025120117,
0.8160.449

0.0800.034
0.1670.062

Each value Is expressed as mean + S.E.
ab:P=005
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