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& (UFT), UWIKREER (#EiE) ok&s (BT
ZWE L7z, F72, R ORAEIIOH L Hofko
iz fferifE (DF dw) & LTHIEL, 20ecm2 LT
E21lem? LRI, 22 dwl, dw2 & L
7z, 7z, FMHEATH XD PSR O T B
Wi (disease free interval DL F D.E1.) & L7-.
FAMIFIHN L2 BREEA%E 10% A< T
A8 REMI [ ERR, /XT 7 4 VUM EIT, 4um Y
ZTAMER L, H-E Rz 1o 72, IRERE (UL
Tv), VoERE (BIT ly) OfHiE, H-E gt

TOREMESGZNTHORENICRO SRR o

(=), BO2b0% (+) & L7z MBEFEHER
Bk, g GREPARMBENICE EE5b0),
f LB EED D), s (ZEIZERD D)
HoHWEp (KHIZEEL D) OSBRIz L
7z, PLEosp L, FLREILYD Hon Bk 2 128 U7,

HLAR S 19 SR 13 Bloom—Richardson 7484 % H
WTHHEILZ, $4bb, ORERERYE @ SRR
F 1A, PSRRI 2 8, RERRIE3 AL L, O
BEORE  BOKEE, B, Ferd—%3o0
Z1H. ZRODOE 3N, wEEEZ2MEL, O
Koo 0 14, 1~4ix 2, 5L
E3mel, BEO~GD&% 4 DBz miL T,
Grade T :3~5 1, Gradell : 6~7 21, Gradell : 8
~ORDIERICHFL. A bar Lk TS
— (BLF ER) (& RIEIC X Y Jif7 L cut off fii 13
fmol/1 PLEZ Bk, Kz, YuorzsurL
7% — (LLF PgR) & cut off f 10 fmol/1 VL I %
P, Rz Btk e L.

2. Flow-cytometry

Hedley D259 \Z L72h > TH V<) »EES
7 7 4 ¥ MR AR K A 5 FACStar (Becton
Dickinson Immunocytometry System, Mountain
View, Calif.) % Fl\»CHEE AL D ploidy pattern,
S-phase fraction (S—phase %) DR %475 7-.
73, ploidy pattern @€ 139 DNA W24 0 &
O 1€y, diploid 1& GO/ G1 peak 23— T diploid
range (2% % b @, aneuploid & diploid LAt 4T
DbDE L7 F72, Sphase % 1% FACStar 12 PV
& 1T\ % double discrimination soft ware module
(Becton Dickinson Immunocytometry System) {2 L
723> CEHE L, n0 EF 0 50 Bl D #ifk o S-phase
% DN-YIEAHY 12.450 + 10.585% TIHh o722 0 b
S—phase % %% 13% Aiii % low S—phase %, 13% L.

HOE M
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3. SREFHEBbFRYRE

SARDS BRI ORAT S AURLRR et T ik & I L 7o
FEBE 13 1) Je OVIEHREHE 39 BT 3 L Tl S s itk e
o % i L 7.

1) VEGF %3

i VEGF &

RN YEENT T 4 AHERE VT
4um O #FwY) & ER L, Strepoavidin Biotin
(SAB) LI TAT- 7. SRyEfilfkgetaid, die b
VEGF RV 7 0 —J )UPifk (Santa Kruz #t, U.S.A)
TRV BERIUREEINSNT 7 4 B B o
O— Vg, WRESVEF T 5 —E¥ 2k, E%
IMi& 2 £ %5 Back-ground staining % B3 L 72. 600
57— K PUR % 4°C overnight P CTRUS X &
Blocking KIT (Biotin i) #% &1K® 30% O EH 4T
WA 7-. Blotin £ #k = X HUIK 2 W E i CEIil, 40
g3 [ JOIS %,  Abidin Biotin Complex (Vector Labo-
ratories fH ) % il 40 7 [H SUE £ &, DAB i
THfh, BYgefs (Hematoxylin) % ffT L7-.

i ¥IEEE

200 EOERASE T ISR 2 ATV, bt s h/zi
T =B 0, Jett S N-EEMRIcT 3 2 5%
Y b Lz, =8B osEEM i3 5
RO, B d 25% Ll Eo b o % VEGF
B (Fig. 1 (a)), 25% Ao b D% VEGF
BB Fig.2 (b)) & L7

2) PyNPase #3{

i PyNPase %f5

VEGF #efts & [k, R~y YEEST T4~
WA D 4 um O M) R % v T Strepoavidin
Biotin (SAB) 2 TAT- 7. —XbufkiE, die b
TdR Pase €/ 7 0 —J W ¥tk (HAT Y 24t) %
500 FHIZAVBR L CTREA L 72,

i HEEAE

WA SR E S 0wh, bEicgsE 5 25F
WO EEMB LV EE S0, UL S50
ForboxkM (Fig.2 (a), M Rl X YR
g M 2 Bt (Fig.2 (b)) & L7
. #EEHeE

WIS BT L 2 Mg, Fisher OB JH 7.
BT, 473X, kaplan-meier JEICTHEB L,
—f&AL Wilcoxon #iE & IV CHEZE 2 M) L7-.

DI EDOBEIZB W THBEKEE 5% Kili e B ELED
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(b) Negative immunohistochemical reaction for VEGF

Fig. 1 Immunohistochemical staining of VEGF in breast cancer (X 200)

(3)
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(a) Positive immunohistochemical reaction for PyNPase

(b) Negative immunohistochemical reaction for PyNPase

Fig. 2 Immunohistochemical staining of PyNPase in breast cancer (X 200)
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I. BREDH

4= n0 FLHE 472610 5 HEFERIL 208 (4.2%),
FEBIE8BITH - 7. FOFHMHEIZ, &K T
52.7 + 11.3 /%, FEFEBES2.7 £ 9.77%, FEEZREE52.9
+115%TH Y, FEHMIIEEEZIRD L o7,
MR X4 HH 5 70 » A, 3 32.2+20.7
HT®Ho7-.

WFEREERALIE, B 9B (45%), Hi2Hl (10%),
F2 Bl (10%), RATEFRE46 (20%), V) ¥ /3HiE
g2l (10%), #EBHAE 1B (5%) Tho7e.

0. BRECFFRBFOLER

M RFEZBELzE ZAMBEER (T), Mk
ZWEEE (O, HEE (dw), MHERFERB LR,
MR EEEICB VT 2SR AN R EE
A7 (%% p<0.05,p<0.05p<0.05 p<0.05p
<0.01) (Table1).

. MZEEE EEFNEER, HHEECRET
& DESE

1. MZIEER, EMFHNEERE, HEiECERK
REFEF

ARBEDORONINT O LB, WMk
BINEIE AR, WEREAEZ oW T R B K - &
DO % #Et L7z (Table 2).

filliz B L MR FIEREEZ 20cm LT & 21
cm PLE, HEREfEZE 20cm2 LT & 2.1 em? PL B2 4
HL, #RTEOMERZ KDL, T Ty, v M
MANCAHEELZRD (£4 p<0.01,p<0.05p<
0.05). FEREH LMOMMAL T, T, T2LD

MIcHEZ (p<0.05) 272, TbbRER
IR T O LR AN eSS AR AR & W EIT)

ZH o7,

tBLINdw TR Iy, vICOAEEEZRO T
(%4 p<0.01,p<0.01).

2. MPZESRE, EBENESRE, MEEEC A
i

TtBIWdwicE L, ZhENMAME T LI
YofiE % K leigkkat L7z (Table3). TICBIL Ti,
Y fEIx 2 AL ENE 2.7 cm, FTEBRENE
3.1cm, fHE 3.3cm, ZDOMWIFHE 49cm TH o7z,
t CIEFEHMHEIEZENZ N 24cm, 3.0cm, 2.3cm, 3.8
cm, dw TIEFEBHHEIZFNRFN 11.4cm?, 7.8 cm?, 4.0

MY osEERRYE (n0) FLAE ORI BT % MR E A A9

(5)
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Table 1 Correlation between recurrence of node-negative
breast cancer and clinicopathologic factors

recurrence recurrence-free
group (n = 20) group (n = 218)
Age
=49 9 96
50~59 6 63
=60 5 59
Menopausal status
pre- 10 106
post- 10 112
Childbirth
yes 15 146
no 5 72
Palpable tumor size
T1=2.0cm 4 98 j N
T2=21cm 16 120
Histological tumor size
t1=2.0cm 7 133 j .
t2=2.1cm 13 85
Depth-width value
dwl = 2.0 cm? 2 94 :] .
dw2 = 2.1 cm? 18 124
Tumor location
upper-inner 7 66
lower-inner 2 7
upper-outer 9 121
lower-outer 2 15
central 0 9
Histological extension
g 2 12
f 14 198 ] *
s+p 4 8
Histological grade
Grade I 3 98
Grade I 3 78 :| ok
Grade III 14 42
ER status
(+) 8 132
=) 12 86
PgR status
(+) 8 137
) 12 81
Lymphatic invasion
(+) 13 129
=) 7 89
Vascular invasion
(+) 8 66
=) 12 152
Histological type
papillotubular 6 90
solid-tubular 5 82
scirrhous 5 25
others 4 21
(*:p<0.05)
(**:p < 0.01)



— 216 — oA

I

EH6% F25

Table 2 Correlation between clinicopathologic factors and palpable tumor size, hostological tumor size and

depth + width value

T t dw

size ~2.0 2.1~ ~2.0 2.1~ ~2.0 2.1==
Age

=49 50 57 63 44 31 76

50~59 24 44 42 26 17 51

=60 24 39 42 21 23 40
Menopausal status

pre- 54 62 71 45 37 79

post- 44 78 76 46 34 88
Childbirth

yes 61 100 97 64 49 112

no 37 40 50 27 22 55
Tumor location

upper-inner 33 40 48 25 24 49

lower-inner 2 7 7 2 1 8

upper-outer 52 78 76 o4 38 92

lower-outer 8 9 10 7 4 13

central 3 6 6 3 4 5
Histological extension

g 7 7 6 8 5 9

f 87 125 134 78 61 151

s+p 4 8 7 5 5 7
Histological grade

Grade I 41 60 55 46 32 69

Grade I 33 48 46 35 28 53

Grade III 24 32 46 10 11 45
ER status

(+) 60 80 94 46 43 97

(-) 38 60 53 45 28 70
PgR status

(+) 63 82 98 47 47 98

(-) 35 58 49 44 24 69
Lymphatic invasion

) 44 98—, 75 67, % 17—,

=) 54 42 72 24 46 50
Vascular invasion

(+) 23 51 35 39, 12 62

=) 75 89 112 52 59 105
Histological type

papillotubular 49 47 j * 99 37 32 64

solid-tubular 23 64 54 33 18 69

scirrhous 15 5 19 11 12 18

others 11 14 15 10 9 16

(*:p<0.05)
(% p < 0.01)
cm? 13.8cm? TH - 72, Tt TIELEMFEIHE THOH#E  aneuploid DRI E WEHINIZH - 7228, FabE#m

B30 o 720, dw TIEAERE 23B o FH AL 1 H
REEDINE 2o 7z,
V. EEHEBOD Flow-cytometry (X 315t

1. ploidy pattern

P56 8 T ld diploid 5 %1, aneuploid 5 %1, JEF %
B Tl diploid 30 #, aneuploid 10 ] T, FHREHT

(6)

HREAZTBO LD 572 (Tabled).

2. S-phase %

FFERE Tl low S—phase % 3 %1, high S—phase %
781, “¥F1513.3%, IEFFEHRE T low S—phase % 17
B, high S—phase % 23 %1, *¥¥8.0% TH V,
FEHELC high S—phase % 3% WMEINICH - 7205 &
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Table 3 Mean palpable tumor size, histological tumor size and length + width value

papillotubular  solid-tubular scirrhous th
carcinoma carcinoma carcinoma others
T (cm) 2.7 3.1 3.3 4.9
t (cm) 24 3.0 2.3 3.8
dw (cm?) 114 7.8 4.0 13.8

Table 4 Correlation between recurrence of node-negative breast cancer and ploidy pattern,

S-phase %
recurrence  recurrence-free
Total
group group
diploid 35(70.0%) 5(50.0%) 30(75.0%)
ploidy _
0 =50 ] p=N.S.
aneuploid 15(30.0%) 5(50.0%) 10(25.0%)
low 20(40.0%) 3(30.0%) 14(42.5%)
S-phase _
n=50 ] p=N.S.
high 30(60.0%) 7(70.0%) 23(40.0%)

RO o7z (Tabled).

3. FACS fth EERRRIEEZ IR F

ploidy pattern ¥ X UF S—phase % O\ 3 b [ifiIR
FRHEER IR T & OB B AL RO Lo 72
V. VEGF %

1. VEGF ¥R EBHERX

FRBECIX, VEGF Btk 1181 (84.6%), VEGF
etk 26l (15.4%), FEFRFEMRETIE VEGF ik 21 61
(53.8%), VEGF k181 (46.2%) T, WifEHIZ
HEZA (p<0.05) %7z (Tableb).

BRERICB VT, VEGF ZBM Tl bz
BoBl (69.2%), RiTEsE 1B (7.7%), V) > 73EHi
W 1B (7.7%) TdHo7z012x L, VEGF 5H
B cixamEg 16 (7.7%), VU 223 TR
18 (7.7%) THYH, BIrHERERO N R o
7z. VEGF S35 Cldm @in s 252 Wi iz &
SI2H, AREAETRD LN o7,

2. VEGF #3#& D.F.L

D.LE 2% 2 FRuOIEH TIE VEGF Futhshs
100%, 2 4EPLE 4 4F KTl 80%, 4 4ELLETIE
75% TV, D.FEL 7EWEE, VEGF BlksrmE

(7)

W2 - 72 (Table 6).

3. VEGF 3 L ERRRIEZHEF

14 T2 MET L7z e A REREIC O & 2 BRI
HEAE (p<0.05) ZaEdH7: (Table7).

4. VEGF RH L RREHFER, RBEHRFE

VEGF [t & VEGF BBt o<, BRI
AREAE (p<0.05 ZBDD, BREAFRICETH
BEITRD N0 -7 (Fig.3).
VI. PyNPase %38

1. PyNPase OFIHEHHE

HEMEEIFHEMOBICABEEIRED ON o
7z (Table5). FIEERITB\WTIX, PyNPase 33
btk Cld @i 4 B (30.8%), RT3 1 61
(1.7%), V) ¥ 3§k 16 (7.7%) THol=0l2
%} L, PyNPase 568 Tl @is 6 4 (46.1%),
) TR 1B (7.7%) TH Y, R
RO, MHEMIITAEZEZ Loz (Table 5).

2. PyNPase #H & D.F.L

D. F. L %% 2 4E K O FEF) T 1B R 100%, 2 4F
PLFASERITIZ 60%, 4D ETIE25% TH Y,
D.E L 2% 4 4K & 4 4EDL LD T, PyNPase 563



(8)

(%)

100

50

(%)
100

50

Disease—free survival

- .
s T L lmn uwl VEGF negative
B '"1............“...._‘_
» Tl ) LI 1 VEGF positive
- p<0.05
i 1 1 1 1 1 1 e 1 1

1 2 3 4 5 6 7 8 9

Years
Crude survival
l ki Ses 1 I TTTRTTTIT] 111 J V-EGF negaﬁve

~ DAL e JRIAL ... d VEGF positive

B p=N.S.

Years

(%)
100

50

(%)
100

50

Disease—free survival

‘ ITRIT 11| T 1PyNPase negative
i bl LML LLLLJLLY  PyNPase positive
B p=NS.
i 1 1 1 1 1 1 1 L 1
1 2 3 4 5 6 T 8 9
Years
Crude survival
L‘-J—ll"‘—"ﬁumm_n_u_su_l o
B PyNPase positive
B p=N.S.

Years

Fig. 3 Crude survival rate and disease-free survival rate by immunohistochemical staining of VEGF and of PyNPase in breast cancer
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Table 5 Correlation between VEGF and recurrence, PyNPase and recurrence

recurrence form
long-distance local lymphatic
VEGF
0, 0, 0,
posilive 9(69.2%) 1(7.7%) 1(7.7%)
VEGF
0, 0, 0,
—— 1(7.7%) 0(0.0%) 1(7.7%)
recurrence form
long-distance local lymphatic
PyNPase o 5 v
positive 4(30.8%) 1(7.7%) 1(7.7%)
PyNPase v o o
negafive 6(46.1%) 0(0.0%) 1(7.7%)

Table 6 Correlation between expression of VEGEF and PyNPase in recurrence group

and disease-free interval

D.EL (yesars) VEGF positive rate (%) PyNPase positive rate (%)
<2 100 100
2= <4 80 60
4= 75 25
D.EI (months)
VE
GF 66.3 +31.0 —
positive NS
VEGF B
" 725+ 158 —
negative
NP,
Liviag 31.8+ 204 —
positive p=NS
NP - o
PyNPase 57.7+10.8 —
negative

RICER RO, T4 bH VEGF L AR,
D.EL A8\ 139 A%, PyNPase Fnikaid &2 - 72
(Table 6) .

3. PyNPase #IR & ERRREZHEAF

iR ORFIZBWTD, HEOAMICEL TIEA
BT h o7z (Table 7).

4. PyNPase I & RiEREEE, BELERFFE

PR, BRRAAREDITAEETROLN
o7z (Fig.3).

Vi. VEGF & PyNPase & DOE%

VEGF & PyNPasen %8 & Hg M as L 72458,
VEGF, PyNPase & & 2Bk 20 61, VEGF B 1% 2
“SPyNPase &V 12 6, VEGF [&1E:72> PyNPase [
P 84, VEGF, PyNPase & b IZ&M: 1261 TH -
7. VEGF, PyNPase & b IZ%B 35501k, Wi
Npr—HoAREHRITLHDLD% L, VEGF &
PyNPase (& FEH O ME A A O 7z, HEAIX
/72 (Table 8).

(9)
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Table 7 Correlation between VEGF, PyNPase and clinicopathologic factors
VEGF VEGF PyNPase PyNPase
positive negative positive negative
(n=32) (n = 20) (n =28) (n=24)
Age
=49 15 5 7 13
50~59 7 9 9 7
=60 10 6 12 4
Menopausal status
pre- 16 5 5 16
post- 16 15 23 8
Childbirth
yes 26 15 22 19
no 6 5 6 5
Palpable tumor size
Tl=20cm 4 8 8 4
T2=21cm 28 12 20 20
Histological tumor size
t1=2.0cm 17 15 12 18
t2=2.1cm 15 5 16 4
Depth-width value
dwl = 2.0 cm? 5 9 ] N 4 10
dw2 = 2.1 cm? 27 11 24 14
Tumor location
upper-inner 8 9 11 6
lower-inner 3 0 2 1
upper-outer 18 7 12 13
lower-outer 2 1 1 2
central 1 3 2 2
Histological extension
g 0 0 0 0
f 29 19 25 23
s+p 3 1 3 1
Histological grade
Grade I 13 9 10 12
Grade II 11 7 11 7
Grade III 8 4 7 5
ER status
(+) 17 11 17 11
(=) 15 9 11 13
PgR status
(+) 22 12 20 14
(-) 10 8 8 10
Lymphatic invasion
+) 22 12 21 13
(=) 10 8 7 11
Vascular invasion
(+) 8 4 10 2
(-) 24 16 18 22
Histological type
papillotubular 9 2 6 5
solid-tubular 15 12 13 14
scirrhous 3 2 3 2
others 5 4 6 3
(*:p<0.05)

(10)
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Table 8 Correlation between VEGF and PyNPase

PyNPase+ PyNPase— Total
VEGF+ 20 (38.5%) 12 (23.1%) 32 (61.6%)
VEGF— 8 (15.4%) 12 (23.1%) 20 (28.4%)
Total 28 (53.8%) 24 (46.2%) 52 (100.0%)
p=N.S.
2 2 FLFIRE R OB ED E D o 72D, HEEEORKE N

FURE T3 v NEERAE O DA )T T F R DA K
FTHY, 0 AMMEITHRETTHLEEbDRTW
A0, L L, BIFIZBWTIX 10% Hif2 I 5803
512 LENTWDH, BRIZBIT S HERIT 4.2%
Thh, RN TH 72, FeRIZBWTIZZD
L, 30% LoWEY bdH 5.

AIFNZ BT B ANRIIRIOR &L EATEEZ £ H 2 TAT
LTPHPEL, EWFEHERICENDEH L LV
NTBH, n0FFICBT 5 R EH RO A
1/3DHETH 5. HitoT, KIBICBITAHANOL
W2 PRV AR BE L 72 BORE 70 IR - % AT 4 % D 220
D, 1989 FEDOASEN O ME? T, S
P&, B gL, MERS D L, HERADSZ DN
TTHDHEEINTVDEY, MORTOEINEZ
TAHZNV—=T19 35 ) im-WEMEIHELN TR
W, BB, RETIEEAT R PG E LeBEgEANE
HEN b, KU CRIEE OB - i
ICRELHE LT AIMERAICEH L, MmAEH/E
NF & & Twb VEGF & PyNPase ([22WT,
58, FhEOBEB X OHRRRIANE S & O
DWW THGT L 7=,

ZORER, WERMKT & L COES, HREEE, &
BERAL, HEEREICE L I3 BEAERO b ho
7295, MEERICB W THEENRD 57z (Table
D. AT KRE % 51206 THIEDOH
EREL by 3L MEESRLTEY,
Rosen 51 3 n0 FLIEICB W T H M Lo EE L7
BRNTFTHEHELTWA., AWFETIE, KO T
KT, ¢ 2 fERifE S et H & L7z (Table
2).

FRRAIO R TS B W TIE, IR0 SO & Lk
B EICEEETRD, RE -V oNVERE,
ER, PgRICIFZIIA LN 2o 7z, MR T,

DIFERERERO LD LHFEFEL Lo Tk
(Table 3).

— LT, AW AR X0 Al TR & D A2
&I L, RERERTIEIRELS Lo TH TR
DRWIEBIN D L Z EDMOENT WA,

D7, fEAEON DN NESER T & AR
RT- 2 A, FEINCHGE LR R, g
R T ORHRI & A B E S AT K &
<, F 7R AR OO A O R RS T ARS8 D KRR
RN HARA RIS K, TEAICE U TR 28
BT HIEHPELZ. 72, REBEIIBW
TOMEGERICTHHT 5 AN HFE o7z &
% n0 FLIE OGHE T E P O 72 DI UMY, R
EAREE A N U 22 ER ARSI R K- T d A W HENE
VAN 2 A WA

FLIEZ BT % DNA ploidy pattern O f#HT O 5FAM 1%
ZETHY, —EOFHIiEZ T 5ICE S TV,
IS IIMARIERER B A N 7T A OIFHT O
CEBEEZLNTWAE, —f%IZ, aneuploid JiE
BOFHEPENESDHOILTW LY A, SO
TR SN0 o7 (Table4). S-phase% 1
WIREE RT E SNAHTH 5 LT 5HEDVEL N
A, cut off flE D PLD T5 7 EATHE— 1 LIFED 22 W 72
OIS D E %L\, E51T, LTI ploidy
pattern, S-phase% DWWz ML LKL
HDIWZRARH L EWIERLH DY,

n0 A IS BT 2R, ) Mo b @
FA R, 9 HRI R MATED 5 VIR TH
HL2 . RIFFEIC BT S n0 IR EFEHE 20 1 i
kiR 14 41 (70%), RATHEIER 4 61 (20%),
) VOSHIESE 26 (10%) TH Y, n0 FLIEE D
5 BT MAT IR EE R EHE L Tnwb e
Zz bbb, MEFAIIES OB RICLEAT] KT
BB Ps, MAEF AN X o TS E PO L2

(11)
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FETDHI L, MR ERZ LRI LT T
LEEXODCDHBLTVWS. n0 IO - 5
&, BEEIGOMAET L OEEEZ G52 &
BT EEZ 5 ETHEERTH Y, 0k - F
ROGNHERERTERY S B LEbNh5.

JE 955 0T AR A2 3 AR 4 DR -8 X OV R 73
HGLTwaZePmohs, coffENEzboL L
T VEGF, platelet-derived endotherial cell growth
factor (PD-ECGF), basic fibroblast growing factor
(bFGF) ZEDNHIFLNTWEL. ZD9H L, PD-
ECGF (3B 2 OFER, v MIBW IR
A%, PyNPase & L CTAF1E$ % thymidine phospho-
rylase (dThdPase) L[ —DH DTH D Z &AL
HENTWBHY, S OMHTICE L Tl VEGF B
X U PyNPase & v 722%, VEGF &1 % #i 4 o 4
BEER L, € OW T R P B2 Ml o B gt
ZllhoTWwh Vb TS, VEGF X & 512w
KOPDOHT I A4 THRHBEIRTEBH®, SEid
VEGF, 1233 2 Pith % W 72, ZHUE, VEGE
TIERNE P A A CERRRY, MRS E T 50
Hefol Ltk ifiz L L 72720 TH 5.
—7, PyNPase O Il & A1EH OB W] 5 212
2o TidW s, thymidine 7* 5 PyNPase 12 & -
THEAEE NS 2-deoxyribose DIHEMEDARKTH 5 &
ENTWwWAE. Zd 2-deoxyribose d M Kzl g
chemotaxis 1EH & & L, &M%k o> PN Rz Al o> 3 gl
AT WD 2 EATRIRENT NS,

n0 FLFEFHTE - =8 & VEGF 8B 0#Et (Table 5)
TU&, M2 IFMEFOM T VEGE BHICA &
2D (p<0.05) HiL7=2%, PyNPase DIsHLIC
FAHEEIAON L o7, & 512 VEGF TiZ,
PR AR & L CHEZOR O R lEE L
DRI B W THEE OTHR TRt 1 & B3,
MEREME D 2 & AHBI L 7= (Table 7). Fkili 520 (X E
HIHPETIE % C BEEOHM BT HE b B L
HLTEY, SHOREINKT 2 & i HE)
RLIEEAEL DD, EBEOERMAREICKET L%
AbMNhb. F72, PyNPase ®5EH (Table8) Tl
FREENALNLE o722 L&, VEGF 28
PyNPase |2 L THIEE W BRIZH < 59 5
KT THstIEERLTWE, TOZ EIE, wEE
Bkl L7EROEH G2 L RO 5N, Ly
L, WINDOHEEIZBWTDH n0 FLIEF O
D.FEL & DBRTIL (Table6), D.FL A3\ FE,

R 5 M G o6 2
PERPE W E VRGO N, 72, ZOME
DN IFEHOME DA Bz, ShidaIES @
Wi 2 EmNT2b0THY, WMHEOLMBEIIL
VERBET 20 5 AT, AR, AHSEM I B 0T
BT SLTwb EEbhb, $5T, n0FLIED
PRSI RTG53 5 & E 2 bh,
n0 FLIEDFEF TREHFEO KR E WL ook LTl
BHAERTZWET S EIEHEOTFMICHLTE
WKodHbHZEEEZ BN
DL, S moksEsy 51 n0 FLIFEOHIEIC
&, MRS b TEIELA, AHEREELRED X
OVHLRE S B9 BB 2 MERfAE (FFl2 2em? DL,
M (FFIC VEGE 5631, MURRZY (Rl ilig)
BRSO TnEZEREZOLNL, TRH 3K
TR EMERTE L TCEORBEEERFTLLE S
%, 3WFE 5572 n0 AHEOFIEHKIL 66.7%, 2K
T O G OFHEFEIL39.1%, 1HTOH4E1X 10.5%
THY, TRTOBBEMZINS SHTFOWT
NHPORF2EE LTBY, HHBIN IR
B E Nz, COEFIE 3 RTAY n0 FLIE O
FIZRS Do T B RS A RIE L, EEEN T
ZRAGDHE D Z LI X PRIEN AR IE R UL E
D ERY ) B LEbNS.

] ]

1. n0 FLHE 2 6 S BRI B MRS 2 479 & &
b IZ VEGF B X OF PyNPase O 9 3% #fik Je o % 47
W, TS - R & ERSIESS O A BT A & OB A B
FL7z.

2. FRIEME 13 B0 1161 (84.6%), FEFEFEHE3IHY
216 (53.8%) 2 VEGF %63l %380, WHIcH
HEERDT:.

3. VEGF OZEBLLMEMfE & B vED D Y, JES
DRE S EMEFAICHEELD L Z EIRB SN
7=.

4, EEZFEO/NENH O TH R CIEHRENS
<, MEREZ MRS 2 &, FEISICd 2 E LT
HRHTHDIEIRINT.

5. fERHIE 2V WA VEGF, PyNPase 3§88
A K, MR 2 AEDLN O RIS X 0 ok < AT
DS LTWDE I EdRE N
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Clinicopathological study on recurrence of node-negative breast cancer

with special reference to expression of VEGF and PyNPase

Katsumasa HOSOKAWA
The Third Department of Surgery, Tokyo Medical University

Node-negative (n0) breast cancer generally has a favorable prognosis, but about 10% of the cases
recur. In this study, we investigated clinicopathological factors including angiogenesis considered to
be involved in tumor growth to assess its relationship with the recurrence of n0 breast cancer by
examining angiogenesis factors, VEGF and PyNPase. In a total of 238 patients with n0 breast cancer,
palpable tumor size, histological tumor size and depth + width value were significantly different between
the recurrence group and the recurrence-free group. When immunohistological staining for VEGF and
PyNPase was performed, VEGF expression rate was high in the recurrence group compared with the
recurrence-free group, and also showed a significant difference in relation to palpable tumor size. These
results suggest that angiogenesis has an important role in the recurrence of n0 breast cancer. It was
also revealed that palpable tumor size, histological tumor size and depth + width value are closely

related to histological type, suggesting that these factors are useful as indicators of cancer recurrence.

(Key words) Node-negative breast cancer, Angiogenesis, VEGF, PyNPase, Clinicohistological tumor size
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