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Clinicopathological Study of Coronary Artery Lesions Resected by
Directional Coronary Atherectomy:
With Special Reference to Histopathological and
Immunohistochemical Examinations

Keiichi KEBUKAWA
Department of Cardiology, The Heart Institute of Japan
Tokyo Women’s Medical College

Seventeen patients who had 17 coronary artery lesions, of which 11 were primary and 6
restenotic, underwent directional coronary atherectomy (DCA).

Resected intimal tissues stained with Masson’s trichrome were classified into four groups
according to the characteristic fibrous tissue and the amount of proliferative cells: Type I=old dense
fibrous tissue, Type II=relatively old fibrous tissue containing many proliferative cells, type IlI=new
loose fibrous tissue containing many proliferative cells, and Type IV=atheromatous plaques. Type III
tissues were observed exclusively in the primary lesions from patients with an anginal history of six
months or less and in the restenotic lesions. The proliferating cells of the Type II and III tissues
stained positive with HHF35. Macrophages were observed in the Type II tissues with proliferating
smooth muscle cells. The proliferating cells of the Type III tissues stained positive with anti-SMemb
and anti-PDGF monoclonal antibody, and some of these cells stained positive with anti-PCNA
antibody, especially those in the restenotic lesions. The proliferating cells of the Type Il tissues stained
negative with anti-SMemb antibody, while some cells stained positive with anti-PDGF antibody.

This clinicopathological study of primary and restenotic lesions resected by DCA, with special
reference to histopathological and immunohistochemical examinations, shed some light on the natural
course of coronary artery lesions.
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EDRRADHBTHD, chETe t 0FEHIRE
EDOBRANICIE, TENREH LILE GRG0 PR IELE
RigEBBWHLRTE290, DCA L b A%
HICESE L WV B O EEIREDBE,NTTRI
Y, WEESEY, S TEYFHNEIOS TR
EFHFRTE - LEE Sh T\ 5,

AT DCA I X » FIBR I i T T DR
RN, REEBSFRCER L, £4X 0B
b - BRI A ORI R SEM
DR & Bt Ui,

MR L UHFE

f &L DCA 21T L7-B #1541, k2o
HEF17HIT, FIHERSIISTE 6 5%, ROAE114,
DIEE 6 lT, PTCABOBREL6HITH -
72(FE 1), BRIME R TR1260, HEEK 4
RABLOAL RR7 T 7+ (KERESR) 16T
B -7z, DCA IfT#, BRI hicOIBRERY AR
BCBE L, FEBELT > %, BEbIc10%+
A=) VRTERELAT 7 4 VA, 4um OB
YR % 8 L, Masson’s trichrome %f5, H.

15

E. §vf8, Victoria blue %5 L XBH T
TOMBEEE L.

YBREZRONE, PES I OAEILTOX S
R L7, RIS, Masson’s trichrome %t
BTHE L RO I 2BEEHE, THAULES 2R
THAEMBR IO VAT Y VSR, IkkEs
ESLWEC X b RE L. PEERE, Masson’s
trichrome Je Tk IR e S h 5 A EHERIC X
DIE L E I WREBCREBINDEET 5 FE
M X D RE L, ERERE BB LA
MRV Victoria blue i X W #EE L 72, 4
R, PEEABERCE I IHESBER
Mok X OV BoRMF MR, RcEiilat et
ZERXVEAZEL.

S HIYBEBOMAR D I X O DIRRED ##
Moo, HHERT 7 5 vk (HHF35)
(Enzo Biochem, Inc.), $1 PDGF (platelet-
derived growth factor) ¥H1{& (Collaborative
Research, Inc.), #t SM1 (adult type of myosin
heavy chain isoform; 204kDa) $#i{Eis L O

®R1 BEOEEIRT 7 = — A TBRAETE QTED

T % W | & M| PTCA |DM|HT|HL|sM| fay |TEE REE %ﬁ)\ | s | B8 IRV e
1. 41y M{ SAP OMI 2 mo 0 - | —|—-| + |LAD| 3.4 |70~ 0| 6 |FIfE| 69| 26| 3| 2 | +
2. 53y M| UAP 2 mo 0 -1 = |+ ]|+ |LAD| 3.2 |87—>—7| 13 {®fE| 39} 49| 11| 1 | +
3. 57y M| SAP AMI 2 mo 0 —4{+| -1 —1|LAD| 3.5 |87~ 0| 8 || 47l 43] 10| 0 | +
4, 52y F| SAP OMI 3 mo 0 +|+|+|+|/RCA} 3.1 |73~ 11| 3{AAEE| — | — | — | — 1| —
5. 60y M| SAP 3 mo 0 + ]+ |+ |+ |RCA| 4.6 |99~ 0] 13 |=f&| 31| 43| 26| 0 | —
6. 56y M| SAP 3 mo 0 ~ 1+ | -1+ {LAD}| 3.1 |72—> 0| & |shi&| 30| 27{43]| 0 | —
7. 58y M| UAP 5 mo 0 - i — |-+ |LAD| 3.0 |78~ 0| 5 |FHE| 48 | 29| 23| 0 | —
8, 55y M| SAP 8 mo 0 — i+ |+ +|LAD}| 2.9 |83—> 18| 8 |MHE| 80 | 20| 0| 0 | —
9, 55y M| SAP 1.2 yr 0 -l —| =1+ {LAD!| 4.0 [69— 13 5 || 27 | 73| 0| 0 | —
10, 63y M| UAP 2 yr 0 —f{+ |+ | +|{RCA| 51 |8—> 15 8 [s&| 34 |66]| 0| 0 | +
11. 56y M| SAP 17 yr 0 + i+ |+ 1|+ |RCA| 3.8 |75—> 18 6 |AE 84| 9| 0| 7 | +
12. 58y M| SAP OMI 6 mo 1 -l = | =1 - ]LAD| 4.5 |75—> 0| 16 (M| 69| 8| 14| 9 | +
13, 49y M| SAP OMI 11 mo 1 + |+ |+ +{LAD| 3.0 |76~ 0| 5 A 65| 16| 19| 0 | —
14, 67y M| UAP 1yr 2 -t — |+ ]|+ |LAD| 3.6 |81~ o] 25 || 71| 12| 17| 0 | +
15, 67y M| SAP 1.3 yr 2 -t + | —| +]LAD| 3.7 |78—> 20| 8 |sME| 34| 18| 48| 0 | —
16. 56y M| SAP OMI 2 yr 1 + | - + |LAD| 2.6 |81—> 9| 5 |#pE| 68 |21 | 11| 0 | —
17. 64y F | SAP 25 yr 1 + | =] —-|+]|svG|35|91>—|—-|—|—|—|~—|—|—
R (%) %, DCAHI () X UO'DCAEHR (B OREEYRT.

SAP: stable angina pectoris, UAP : unstable angina pectoris, OMI: old myocardial infarction, AMI: acute myocardial

infarction, mo : months, yr : year (s), PTCA : percutaneous transluminal coronary angioplasty, DM : diabetes mellitus, HT :
hypertension, HL : hyperlipidemia, SM : smoking, LAD : left anterior descending artery, RCA : right coronary artery, SVG:

saphenous vein graft.
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SMemb (embryonic vascular smooth muscle
myosin heavy chain isoform ; 196kDa) #itk (3
HRAKFFE=ZARKFRZEMES), 5 PCNA
(proliferating cell nuclear antigen) #i{& (On-
cogene Science, Inc.) KX UHL~27 v 7 7 —J4L
f& (HAM56) (Enzo Biochem, Inc.) @ 6 f&$& o
%/ 7 v —F A HiRE AR LR R
L7, '

REABFEREEILTIREL .,

@ EHRBEYT R OB T 7 4 v(Fv v AR
BIOT7 Lz — A48,

@ YFEARE~ LA F > & —€hE (2%
7 —n150ml+30%:& 8 b K 1. 5ml w105 &
L7) £, 0.01M v v BE&HE /K (PBS) ©
W~150HEE L., ZOMPBS  3EIZHL 2,

@ £FE-HBE Y EECHFTET L.
FRRE—HARLUTOL >0 1 %4717 3 v
& PBS &R L7, #1 PDGF $iid25fE,
HHF35, HAM56% X 01 PCNA k35065, i
SM1#ifk s X 051 SMemb Hifki31,000%%,

@ FEFMPICERTE ~10RHEHE L,

® BELHIEO L 51 PBS THEL, v A+
774 SAB-PO* v +® (=50v 1) ZHW<
=a 7B UETIUEE L OBRAELRN,
ez, Zo®BRMEIC PBS THEL k.

® 10%DAB (3,3-07 3 7 _v ooy -uiER
#) n0.05M + Y R EBRRE B W 50m! 130%:B
AR LWL L {BRLLEE - BREEK
CBL, BEETRELANLRELL LK
TRIGEEIE L,

@ ~=rF IV O LR, K
L, BEXKBEALRE,

H R

1. BRERFRR

RBA A AT, T, QBFEEREOFES
PHExXRD T, FARAREEINSOURTETH 5
b D% DCA BT & % L7z, DCA HeT174i+16
BT L, BRIEIZIA% TH -7z, DCA NI
DIBNEAAL ARZ S 7 M T AERLTT, &
BORBIZMARETLIERL Tl dic
device 5% D nose cone BEET M2 5 = &

NTERP->T2SDTHY, MEFNL PTCA K X

D IRER I TY L 7c. DCA B2 1661 0 Bk &8k
O, DCA BI79+ 8 %45 DCA #6+9%
CETHER (p<0.0D A L, BEREIIEE
CEBETH -T2,

DCA B IZh16B D BOE % 7o 3O S BRES
DODRBEE2 A ANLBIIETH 12, T,
PTCA#OERZE 6 flo PTCA %55 DCA i
FTECOHML2 2102 ATH T,

2. HEFMRR

DCA fafTic X b 3 ~25[@/% (FH 9 of
RKOYBREht, RIAGESS X h kI his
<7 riEKTH 5, DCA RIIHI166IF, WED %
PrEhicoix 84, FEECHRINILDILE
Flc, NEE TURIACDOR2IHTH -7 E
1), M1BIEMIOL h TS hi-fl&ThH b,
NMEFTERINTLDOTHS, Masson’s tri-
chrome $ef % fa U 7c MBS RMEH IR E 0 4
Wi X OHIFARL T D EH I T D 4 B

SEL ("2).

I8 FEFRINBEREY F ook s
DY INTRE,

A  FLBEIIBERMEC SO MR
GBRETHRE.

A L GE I h5BEEKCESE O MR
SEET HRE.

IVEL | B MR A,

PBEZONEMBES THEOEBENE L AD
DRIGEFTR I BoOBEZIELL, SHbrInA
BHABIEER OB R CTRI D S DON
%<, PEI ) OMERERBICS B bR,
L LREOCRWEFCIREICYIBRIR T 3
LD bbbz,

I TR I R T, RRCAHEL
HMEAERIBEOR VA DTIRIBEALNIED
HEHEKRTH Y, BEOHLVWSDOTRIEDORA
BN S ok, TREOE M2, 538
I U'PTCA #H OB A DREMIITILA MR O
WIZYSR X b A & WIS BT T 5 SEIE IR &
Fb i,

device % #H = delivery T 8IRE X HIHIL 72
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1 AIEGIS X vEBREhic~7 v ZA, B IEAIL »AMEE THIER X hic i (Masson’s
trichrome %)
Int : intima, IEL : internal elastic lamina, Med : media, Ad : adventitia.

&

2 DCA & X 2UBAEKEOHMSE (Masson’s trichrome )
I8 HFLEREIWLBREEHEL T CHBRS BD I RE. TH  FLBEIhBEREHCS
K oMaRs NEET HRE. M ERE I h5BEEHICEROMBER S DEET HRE.
IVE [ SREMRA.
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vz 1® EE IR R R NN vy

3 FEFORE L NEROEBA & OB

M : months, Y : years, R: restenosis.

SEFITE, MEONEERBREYED delivery 1T &
DELNTRD, MEFEAREAL YBRIhCD
DTH T,

AR EE -~ EREO VBRI ED b
REFICRIVE O ARSI FET B o L2348
7z,

Fre, HFHEBELEOIHKERCHEL, —UD
S5um DIEFHE —H & LCTRME L2 ERD, Lo
FrtwAEASomEYRIZ L, SFEomEL
LEERGB R LG L), LaL, Ef4 Tk
PIBRME DT R T AR L VR LB eh oo
fedb, ERLEI6FHISHI OV TR L (R
3). NESRZEO TR, 15fl2dks LT I
49.7%, I1#35.0%, MI#14.1%, IVE1.2%TH -
7. :

3. REHEBILFMRR

IR, MAORNECEE L -SR0S #Ey i
ThHicdi, 6BEDE 7 v —FAHMKIID
R LEREYRT LG 2), IR, I
D BRRL 53 D B A 53 B 7o Y AR T s T
faniEtchy, Z ORETMREEERRE
#etti & b HHF35B M o M © 5 - e,
HB oW BEEZEO T HAMSGER D < 27 »
7y —CHREDLRAEBE S o, F, E
DARBEEZLEA T HAMBHED =727 v —2
D B ek - T, HLSMIFUE I X % rEE %
gt o, IE, IR OABEER O MRS
HETH - 72, L SMemb PRI o N REH

®2 NE, MEOREREO REABILERE

o m #
HHF35 + -
HAM56 +,/ = -
SM1 + +
SMemb — +
PCNA - +/ -
PDGF +,/— +

+ I REEBLFERABHE — AEESRLLERAE
B+~ REEBERAEBSE S I CEEOEBRY S
iy, HHF35 . HifGMER 7 7 5 v ¥itk, HAMS6 i~ 7 =
7 7 —oHik, SM1: H SM1 ORABSER < 4> v EHEE
7A Y7 x—4; 204kDa) Hifk, SMemb : i SMemb (B4
REUSEHER s A~ VESET 1V 7 2 — 4 ; 196kDa) FLE,
PCNA : 31 PCNA (proliferating cell nuclear antigen)
Hifk, PDGF : #i PDGF (platelet-derived growth factor)
Pk,

OMETESETH -, NHEOMIEET
» -7z, PCNA BIIE o WEHR, o BRER
FOo—HOFLRBBMBO 2B ETH -7,
PDGF o G fEiE ik, ME ok cidmBHE
B o te NI OB TR ~BEETH - .
4, NEOEBIS : BERGOER

M 4 R EF O ZWNEEBO LR LR, BWE
276 » AU 6 41 (K 4A) Tk, %< DMK
FretlIE, MBEOEB PZFD LI, REH
7 AU LED 46 (K 4B) c I o g
LRIFABERER IR, IROABRITZARTH -
7z, PTCA #oFEHAED 5 4] (K 4C) T, &
BENRER 0 B o MR 7 % & TR BB B U
TRIMBE OB E L Rd b,  bhicmEs

BREOH BRSNS A I OB e 15 %

7o 3B OB B2 d PTCAIC X h BRESE
XD L S5 HIBIC 2BREREDLREZ &
NEBRTH -, NVEORBIFEERBERALR
L OSRBEDR\WEFICERD b 2 HEH D - 1z,
FEHABLF LB X ) PCNAVBETH -
7Aoo HIEABE T CHERERE L b Kk S
hichoTho-7, ¥, PTCABOERED 5
#ip, PCNA BBtE o AR 8Bk S e @/bi 2
B FEBI12, 14) THH, ZhbiXPTCAKTH
Fh6nABL02» A% DCA R T hic
ERTH »Te. —H, o 3L PTCA# 8 » A,
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100 2
22
50
56 61
44
0 / : 4%2
A B C

72 1R IR I N VR
X4 FFEEAEOMBI & oBIR

A TREED 6 2 ALNA O 6 FEFL. TR, E o Mk 5
EHLEUHBNECED BN, BIRENTH A
ko 4 5EH, N OMBIZRS b FHRER T T
B, NE,PFEETHSD, C: PTCABDOERED 5
MEESZeEtHBE TR ORBELLRD BN
5.

94 A% L0104 B DCA M3ifT & - fEH]
TH -7, PDGF O RREEML, R-—EHo IR
ODHEMRBZE TS ~G < TH -, R

19

FE D \NEGI D J7 05 PDGF O 52 1E M 35 4
HELLZWEHRAYH D, BRERAL L VELRE
N oABEESTIXIT E A ED PDGF %5
EREHTH - T,

MEE166IF 7 iR bite, TOREREDL
BRFZE 3, RNEEROAE 36, ZEROE 161
Thote, Fio, LI 6 FlF 3 6k L ORL
TERLLAE 4 Bl 3 Fliciiie 358D b vk,

5. ®AIZER

D BE#3 2 Ao OER (K5, 6)

5 FERI 5 D DCA IR L U6 » O
BREZTHD., ERARROMEERETH > H
fE & iz 0 % THRAIABRELRD LR
Drote, M6 EFEEGIOMBETH S, HHF35
P o S A A oD B8 AE 2325 B 7o B o MR 03 5D
bh, T bl PDGFBHTH -1z, T2, £H
TEB MDD D ABEADOBITER L RS
b,

2) FEIEH 2 FEORLES (K 7)

MR O WEAZIZED T, NERE MR

X5 60gkHM, FAEH 3 » A ORLIES
A BEPEEIRT 7 R — 2 UM (DCA) KfTHI. AEEIR segment 20099% D
iR OMRELRD S, B R (window) b -7 AF v L A8DE (housing)
HRETINLE S8, BROMUICHET DAL —vEiiR L B2 RETF LD
T, BAOY Y vE—Hoh .y 5 —%blE #7732 CREXDET S, DRGSR
SenEt (nose cone) WENR E 5, C:DCA MEfTH. A2 0% E THRAIANES
FETHH, D 62 AEOLEEEIRER,. DCA MITEMICHEREIRD LI,
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E6 FOIEFRE® 3 » AD60EHM GEFIS) X b Ik S i MIEMR L
A ME o AEER (Masson’s trichrome 35), B [ SRS PR (IEL)
DA B THE (Med) 225RE (Int) ~BfT+5% (1 1) BIOWETD
E IR O A 2 780 b s (Masson’s trichrome ¥ef8), C @ IIH o AfE
Rk HHF35IC X 2 R h#aE, D IR oAEEMO i1 PDGF fiifkic X
bR LG, A LS HHES5, PDGF & b Bt td - 1.

B x el WEHEMEIEE A EGETH o7, TH
D P A AR vk HHEF358% 4 o S ¥ f5 # &
HHF35# 0 a2 52 5 i, HHF35& % 0
Fix HAMbGEREED =2 v 7 7 =2 ThH o712, F
7o, REEFIO 1T o WEM I PDGF &t o
B MRED b,

3) PTCA #ommzEd (K 8)

7R A O 118 o P R o 57 7 4 B v
PDGF D & D 23% 73 7z, TIHE oo PY R T
L SM1#Fitk 3 L OHL SMemb HiiEBHTH v, %
W ZEFI o IE o A IR #& i 12 PCNA B0
SR ED b,

* =
DCA 1= X b ¥Jf& S hi- TEIRIR 2 % 05 B 10

LB E I HRAE S h 50979, ZEFA DR
HHABFHIT R BER G 5 X O F# & SR bl
Bt LS A4 iy, F 413 DCA %l
T LICLIGERI o\ T X DERRE & RSN
By RN, RN OT L Rt
Lide:

DCA MfTic X b RAEE I FHT9%H b FH
6 %L hFEF TCOREMTHANHEELLD
DTHAB, ETBIEPRENIET DI L b,
COTRTOYBEBEHAT A LIk h iz
BRI T DEEIRFEDRBEOIEIE S WD &% 2
bha,

ChETOREWITDE, SRR TR
14~67%, 26~35%DEGITYHER S h, TEIRE
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7 PROIERIER 2 FONLERLES GEFIL0) X b 8k S - WA
A NTE o PAEHR (Masson’s trichrome 3xf5), B: HHF351Z & 52X A O i s
{begetai®, T5 1 HHF3LBB M o g Ffila % ~d 23, EJoMiad HHF35EM T
»%, C kA Mok (Masson's trichrome ¥:£), D: HAMS6IC £ 5%
CHEfE A EHE) otz as, X B © HHF35EEO Mg HAMS68
D=rsr77—oCTH5 ENBONEES: (Masson’s trichreme )., F: #i
PDGF #ifkic X % ## E 0 RBFEEBRIFLEE REORVESO IO HM T

PDGF [tk o R HifiI A Rd bh b,

H20.8BICED LN T B, BT H 1661+ 6
BlTcHEE T, 261ICHEE CHRI e,

DCA B# O EEIREY CEBREALAD Hh
e Dikieh -7,

Dartsch 9% X O Bauriedel 5k DCA i@
X AU A BRI ED b ie s T &
WELTWDHA, Fr OBT S N EMLRD
bhieds i,

WA AL ER 12 D\ TR ARMEMEBETE D IR &
BESOENS AT SEL, ThZhomEEY

R, ZOEBE & ERE Y LB L &AEERSD
RN EREP B L1,

1. I B o pBsHa R

I B oo BB RR (2 2 A0 I R X D o B BE
BRI VTHREINTLBLD04% o100, RE
DEVEAITREEICEBRINTL 25D LD
bh, ChbIABEBERMETH L LE 2 DR,
[ B4 DS ELNERSD > b TR ES
B EhiEE 2 DR BDREOR SRR <
ZREANChIE X b o ABICED b ivie, RBFZRIC
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8 PTCA #oFERzEf GEFI12) X v YKk S hic NEER
A MIE o ABEEB (Masson's trichrome #f8), B II# (E7FH), 18 (FH) o
AR A AR I 2 B )k X T v 5 (Masson’s trichrome #:68), C @ 1 PDGF

FokIZ & 2% B o e AR L R ER,

112 o ko FE Mg PDGE BT

H5. D HSMIFEIC L 58 A OfREEBILFEESR, E L SMemb LA X
bR A ORBERB e s, T oMo FiEmia SM1, SMemb BHETH
%. F . #1 PCNA #U{RIC X 2 88 A O RERALFREE, FHZERZEO IR O#

12tk PCNA B0 R Gl rZo b s,

BT IH, NEOHEBOERTKREINIESIC
HEBINLLDTHBH, RESEVEMCS I
HoOMBIELEL, TEIRKE DTN THFLIE
DRBEOREDHRE—FT Db DO TEIh T,
2. 11 BYop NSRS

A oo A BEAEAS b SIERNICER® b hvic, HHF35
SR Y REPcE, THEOANREMERICTR
B 5B R5EETY MR 1 HHF358 M o SEE 55/ K
ThH o7,

JRIE D\ EF I X OFFRZESClENREER O

BRZAER & b R S BB 1T T % SFE HiM ke 2
Db, IHKERHKEEIIRCT v + DA
EENRIC I\ T, FRE L cABIC 1) 5 B4 g
RN % IEFEER TH > 29 E DE b
By, hEFEGABONE~DEE, HNETO
AT ) BREEALS T RIE O FER IV T
HhHEELLND,
BREALICBE ST 591 + 21 v B X ORER
FUIEHRE IR TWE), BEEFLDDH DD
o, PDGF (34 i IR FHARRE 0 RIE~ O #EE
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BIXOAETOBECES T IRERT L LCE
HTH B, AP kT 5 Hi PDGF fifkic X
5 EEABFREOKE, TEONBEHBETX
PDGF O @RfEHIIE E S TH - o, BRER
e b OWRREDHT L\ TR o P IR O 8 55
A2 TiX PDGF 0 ®REEHEBETH 7o 2 &
XY, ThHOREBRKRAEE LT "EBE0DHS
HEWRH LWFE” Ths LEL2LhL, —7,
PDGF @ SRt A3k th oo [T o B R,
PDGF 5t o I A o P AR R EL < BRAE M B 5
L DEHEDS LD REEEHRRSAEA
W& - WEL, EbicMlaNERREYARK - o
WMLTHBBTHDH EE 2 Hh, PDGF 0% E
B ORBCERTI hHEVEBKRTHS LF
zbhbhte, Z0Xs5i, NEONBERBI R
Mg PDGF REEHOFRICL D IHIC2HE
B ERETH - 7.

3. T B oo NREHE

ZhEToDCADYBREBCBE T HRET
%, Garratt 591X de novo JKZ (%l DCA HifT
) Tk “dense intimal fibrosis” PVEEHITH
n, FRZERZE ¢t “loose fibroproliferative tis-
sue”" DEEMPEEETH B & BT B, FHAN
V5 “dense intimal fibrosis” XZFk 4« DD 1
FcH b, “loose fibroproliferative tissue” 111
MNehBLEEZOND, H4xOEFACHRIIFOE
BIBEREFRBCEREDO LD TR HREDH L
WHEBIORZEC & FARIC 2 5 R B BER el A7
TELTCWEE 2 b,

19864, Rovner H9ik 3 4 v vE#HP - AD
Ay P& L ThHE (SM1: 204kDa, SM2 : 200
kDa) L, EWBH s 4> vEBICESEEN DB Z &
R L7, %7 Kuro-o®® 50, SMULBIESS
BREHRC W25 EFT—B L THRAT 5, SM2i
GIRIc iz & A ERIE TR R
TERETAHZLERLIL, SHEELI Y FE
IBKEIR X » SM1, SM2L X875 4> vE
7 AV 72— 20D cDNA (SMemb: 196kDa)
HEBEL, SMemb (1584 REIICH R H
BLUBERT 5 < &, BRE(CB T 5HEN
BoMEFRGARCERET 3 o L 2ERC

23

AR L7, PCNA (cyclin) iZ DNA R Y 2 5 -+
SHEAEHR T, L PCNA JLikic & 2 s
L X ) G ~SEHoMat BE L,
DNA &5 (M0 BEFED) 258 & T\ 5 I E ey
TE D,

AR VT, TR oWERZ O FEHHE
23 SMemb BHETH - 7o = &, IE oA EHS
DA R ghE ©, THEoRIETER
BAMBE L LTRILSF LWBETHH I &%
RLTWA, &bl o A EE & o e ik
Ti8\ PDGF 0o EB 5 0, £ o—iic PCNA
BEOFEGHREsFES bR L X D, EBRE
IZY o SR % < B M ia 2 DNA &5 L 14
BLTCVAZ EPERINE, BRCROEY
FESBRRZER3 H AEML 6 7 ALAKHE TS
TENZ 2 BUBRERTH B LHEDOX
NTBH, ZhBIEEN6 » AUAROIEF
L UERERE IO ZMB O NERE RO b
fezlXbhipfsTcE B,

Bauriedel 503 DCA = X A2 ¥k o %
X b SRR MRS O A Y de novo WAL
LERERETHAECS VWS LEHEL, T
Griinwald %2, Dartsch 529204 B ERE CTiT
de novo RA I, PR BHMEOEEE, G <,
BEBLIOHEELL VBECRDOAI EHEL
Tuw%, —%, Leclerc 5%t in situ hybridiza-
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