B RESERRE AR B O /MR RE 1< B ¥ B %2
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B BEIEREAE SR B O I/ MRERSEREICBE 3 B BTSE

RAFEFERE 2 RFFEHE (X - KNEBERES)

g & £ *
(FEf524E 3 A31A%M)
g % FE38 HimesR e 283
FAM EHBICL 3B M/ MEEREEICEE T AERE
BIE #& 1 FAE KBIRWUCRER
FB2HE EBNRRUKBRTE EBE5E & E
B EBEHR -
' -
BoW KMBE mim & E
$1|\ £ M HE {EH-EBEEEAMFR (Chronic myelocytic leukemia

S|2IH /REEEEE

%8 318 Platelet factor-3 availability test

el Hm R

B3FE ETHEE
FBI1H  f/REEEEICEET 2 53

F1H ADP EfEic k AR
1) 5% Pattern iCHL T
II) BREEERICEHLT

% 21H 1-Epinephrine B£iz X 3834
1) E£E Pattern iU T
II) BABEERIELT

35 Collagen BHfEIC L AHEt
1) &£ Pattern iZBL T
II) BARERICEALT
) Lag phase iZBAL T

41 Bovine fibrinogen &8£Izt 23t
1) B#E Pattern iCBEL T
1) BAREEEIBELT

S50 Zymosan BEEI X B3
1) 8£E Pattern iCBAL T
1) BARERICEALT
M) Lag phase iZBAL T

S 28 Platelet factor- 3 availability test
1eBa¥ A BEt

1187

LT CML & B89 ), AR ME(Polycythemia vera
UTPVERET) 23U L T2 BHEMEERE
(Myeloproliferative disorders £{F MPD ¢ #9)
W TRL AR & 5 Vi i RER 2R 358
Flic LIELIGIE T 3. 7 ORBIMA % Mgk S ER
BROERICFEREZRD A0 H 55" HL 42
/P IRREE ICEE AT 2 LAE S h TR0 nem
wmmmLhL, BRREERIEZHSICEBIshz e
SV, 22 TES I, MPD O i @ & kil
BERORE2FHAT 2 AN CRiICIVIMGRICE B
L, CML 26f, PV 5@ljic>\\ T i/MREE£EEE % h
{HiC, Platelet factor- 3 availability test (LIF
Pf-3a ¢ HAY) ROHMEFR2RE L, < h b fvh
BORAE &R I/ IMRERAE ot i R REIR & DB iz
R 2MA. T CML 261icBi3 2 R3HIE
EITRBEINTN S LOORTRESEFIC
LB THE. NIMRBREERZRL BB D
RiCEEL 22" 0¥/ MERESENELLT
RERINOTHE. EXKOBRETIE, ADP,
Epinephrine, Collagen 36N T X 1243, EE
B EoBEBRZYEILmA, 2hitgdTh3EW
EFEpE 2N LTIV 2RESHZ L EL N
T\ 3% Bovine fibrinogen™ & & & iz, 1974fE iz
Pfueller 5" K OF Zuker 5™ itk h 4L & h,
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#{ER O Alternate pathway & O Fibrinogen %4}
UTIVIMR R E #BETAEEZA LN TV S Zym-
osan #HA T, UESBEHORESEHEIco&
M/ MREESRAE 2 B L 1.

F2E XBUBRRUIRAE

BIH EBNZR

N5, BASIE3 A oBME2SETol
FRMICERIZABRT 30, s LRARZZLI
CML 2651, PV 5§, 313150 MPD T& 5. 3l
IXBI17HI, Z14BITH B, ERIZI5ERD 5 T26%iICK

AT BERICIT 2RISR O 1k i SH DBE
HRFLRRTTLELTHE. RELTCORET
PV T /M 018 6 T /MU REREE & il
ErsEE s hTw 3" £ TEHiR CML 21U
BEOZEILL b 35D Group T3 THRETL 1.
BI 5 Group 1 ixM/NMEIH3 130053 ) X h45HK
i O ER /PRI Group & U, Group 1113457510
100054 75 © A B0 Group, Group 113100
BULEOEE I Group & L12& T %, Group I
i3 7 %1, Group 1113118, Group iz 8% & 2 - 1=,
HIES X EFRBEA206 % & b, ZDEHIIR

Tab. 1 Clinical data.
Case Number age sex Bleeding history xpllg‘t;ﬁ’ XIORBS\m’ XIXY/B'Sm,
CML

Group 1 1 15 M nasal 33 362 6.3
” 2 36 M — 30 450 1.9

4 3 1M — 34 426 1.8

” 4 18 F — 38 448 0.8

” 5 30 M — 33 417 2.1

” 6 42 F subcutaneous 25 405 2.1

” 7 53 M — 38 452 12.7
Group II 8 40 M gastrointestinal 75 389 0.6
” 9 24 M — 46 451 12,7

” 10 43F nasal 66 440 0.7

” 11 50 M — 49 507 1.0

” 12 28 M — 48 483 1.1

” 13 54 F — 62 249 2.6

” 14 B8 F — 82 308 0.3

” 15 72 M — 84 414 2.8

” 16 59 F gingival 53 452 1.3

” 17 2T M nasal 60 436 9.0

” 18 45 M — 56 450 6.6
Group il 19 60 F — 198 418 3.0
v 20 42 F — 131 364 1.8

" 21 64 F — 141 263 0.8

” 22 55 F — 200 480 2.0

” 23 60 F — 239 345 2.7

” 24 17 M gastrointestinal 300 407 6.8

” 25 26 F — 120 334 29.6

” 26 55 M — 146 424 3.7

Polycythemia vera

1 53 M thrombosis 62 751 0.7

2 60 F thrombosis 72 693 1.6

3 30M wound 31 615 2.3

4 40 M nasal 60 694 L1

5 62 F wound 63 636 0.8
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P OBETH - 12, WARFIR CERS L ICHRERE
T2 EMAT L b Aspirin Foifu/MEBEER IS 3
LEZEA LN TVAERIOES IS TV, X
#EF CML it TEEM 7, 9, 26 LISV IX, Myleran,
Dibromomannitol X &, Carboquone iZCiafEH37s
ST PVIER 5 DA Phlebotomy 12 TS
WATH-1. (Tab. 1.)

F2f EBRGE

FB1E RMGE

M IZZERERFIC, Plastic syringe 2L v ) 2
U216 BHE TNERIRE DT -7 BOBESL
i3.8% Sodium citrate 2 1 tro v 2 L A
FABECEOnKZ 9B AN, BfiL1z. Ta400
121,000 #2103 fiE 7L U, D Platelet rich
plasma (LUF PRP L B&Y) %23Blo ) 2 LU,
BEice b, By, 0000lEE 5 SREEL, PRP A
~ORMER K& F A MIRDOBA %7, PRP 2%
Bk, 313, 500153 fE Tk LT, 20 LN &
Platelet poor plasma (LI PPP & B89 ) %151,
PRP Ao /ML Brecher-Cronkite ™ iz &
- THRE U, IWREEEREERNERFIC i M/ MR 2
HPPPIRTIMNAT YUY HIOGITERLI.
B2 fUMREESERE

M/ REESERE IR Born 5™ D& EIC K b, Pla-
telet aggregation meter model 169 (Evans $%Y)
PHEBALUBIE L. 3051CEBL20.9m © PRP
PREANBO* 2 Xy MiZAQ, 3TCIRT2HHE
R0, 1ml OFEREBEWE 2HRML, MEL
tr. BREFOMEEZ XL, 000rpm & L, EEED
HE1E 2 ecm/min & U712, Zymosan 8ERIERD A
0.4cm/min & U7,

BESEYE IITIROM AR L. Adenosine
5’-diphosphate sodium (ADP) (Sigma #$) i
HEIZ T M 2 L—20C IKERESIRIF LIS D 2{E
A RIZT2 X10-* M iz&R L 12, 1-Epinephrine

(R sy) 1ERITIOM ICRBL, BN
B+ e EFER LT, Collagen(Bovine te-
ndon collagen) (Sigma #HH) DO FHEIZ100mg %
SmlAERIEBE ¥, KKRTSIRT-EYF4
¥ — I THEE U, 1,500rpm 20530, &k, Z0
FEOBEE %2 B 12, Bovine fibrinogen type II

(B—rFRFM) 1320mg 2ER 1 ml ILBBELT
#FE LTz, Zymosan (Sigma #8) i210mg 2B
M 3¢ 1 BRERO®, 3AERICTHRE
#®, HR2ml iBEI L DRERALL.

0.D

& 31§ Platelet factor-3 availability test
Hardisty and l'lutton’” ® Kaolin-Ca &% B E
PRIET A HE2AV, ZORBEIIUWBNMN TEDL
1.
F41H ARG
Ivy B K BEL, Sk M (7 2 ¥ —HH)
2 LAE L.

B3I EBRAM

B MMREEEREICEET 2HEt

#|11H ADP EfEick 33

1) ¥4 Pattern B U T . ADP ic & 3 [/ MRER
££ Pattern 3RO 2 2t K& h 5. HI 5 1 REEE
D&A%R$ Pattern I & 2 (REEESFES Pattern II
Td 5. Pattern 1 131 O gk %7~9 Pattern
la tiFEE% DL\ Pattern I b i3 ahiz.

Pattern

Ia Ib JIf
time-
Fig. 1 Patterns of ADP-induced aggre-
gation

(final conc. 2X10-M)

(Fig. 1.)CML Group 1 i2&4 T3, Pattern
Taid2f, Pattern Ibix 4 |, PatternIl i3 1
flTdHA. CML Group Il ©i, Pattern I a i 4
#l, Pattern I b X3 i, Pattern Il {34 HI T 5.
CML Group Il Cid, Pattern I a | 1#1, Pattern
1b 314, Pattern Il i3 651 TH 5. M/IMEHD
%1 Group 12 &, Pattern II Bl LB EREDTTAE Pat-
tern 2N YIES| DHFE AE . CML 2{6 Tl Pat-
tern 1a {37 {5, Pattern I1b i 8§, PatternII
RI1GITH 1. PV iid Hl£pF) Pattern 1 a TH
-7, IFREMME i3, Pattern I a 12 9%, Pattern
Ibix 66, PatternIl X5 HIT¢#HbH, CML IZIE
B E b Pattern 11 BJ 88704 Pattern %71
THESE (, Xl MREEINES ic 2 O/
BOEWSERLEI. (Fig. 2.)

) BAGEHEE LT RAEER IR, PPP &
PRP @ Optical Density % %100% & L1z ¢ X,
BRABEICZELBADO.D. L PRPDO.D. ®
ZEEFETROLIILOTH W RATHRD IO 5.
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121
CML
104
v s-
o
]
S r
6 CML II
Normal
4- CML I
2+
CML I
0 , PV
Ia Ib I
Pattern

Fig. 2 Analysis by patterns of ADP-
induced aggregation.
(final conc.

2 x10-*M)

Maximum aggregation =
0.D. (max. agg. ) — 0.D. (PRP) %100
0.D. (PPP) — 0. D(PRP)

CML Group I iZ#4Ti,37.9122. 1% THh b,
CML Group Il 28B4 Ti3,46.0£25. 7% CHh b,
CML Group II Ti360.1+£26.1% & /2 b, f/MREX
D%\ Group 13 EBASRERIIFE 2R L1-. CML
2k TI348.2125.5% TH -1z, PV i310.8411.3
% Th-1z. ERNHIZ6.0116.4% ThH -1z,
CML £tk & LTRIERN M L OfjicEROZ 3R
»izds, CML Group Il i2FE (p<0.01) ¢
#H%, XPViREE (p<0.02) DIETFT 2RI EL
SR2B1. LBRAORBAIEMRE OBED
»AERTHA. (Fig. 3.)
215 1-Epinephrine B iZ X 33

1) Et£E Pattern iZB§L T : |-Epinephrine €& %
M/MTEESE Pattern i& 1 REER D A %7/R T Pattern
1 L2REBERMS Pattern I LiTKBI 3N 3.
(Fig. 4.)CML Group I {234 Tid Pattern |
14 ), Pattern 11 i23§ITH%. CML Group II

' %
1004
° °
90+
o °
0 o
801 8 8
® ] ° °
-
ES ®
g 60 o —
& ° e e
¢ 50- g 8 8
a J—
£ g 8
E 40 . S
B o | .
30" § ° 8 P
8 ° )
204 % 8 g
B ) )
101 . ) [""
.

Normal CML — Group — PV

I i o

Fig. 3 Maximum aggregation of ADP-
induced aggregation

(final conc. 2 X10-M)

Pattern 1 I

e

0.D.

time
Fig.4 Patterns of Epinephrine-induced
aggregation
(final conc. 10-M)
Tid Pattern 1 1364, Pattern Il i35 TdHh 5.
CML Group Il Gid Pattern I (& 3 &, Pattern II
12581 Tdh-1z. CML Group Il iZ#3\3Tid Group
I, II $H#L T Pattern Il 23@HIChH-1-. CML
2 Cid Pattern 1 213, Pattern I {213F ¢
-1z, PV i35 @2p Pattern I %R L1, EREX
T3, Pattern [ kb¥bic1flchh, &b19
1 43 Pattern I1 128 U1z, IEREEE Pattern it Pa-
ttern II, ED5 2 JBHERITH 3. CML IZBLT50
% iz, PV iZ2f Pattern I, B0 b 2 REE/RE
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I?t l Normal
131 jr CML
a 1F
@
(8]
6}
5 « ~CML I
- CML I
4
3 CML 1
2 -
1 -
PV
0 [l
I Pattern I

Fig. 5 Analysis by patterns of Epine-
phrine-induced aggregation
(final conc. 10-M)

Pattern # & -7z, (Fig. 5.)

M) BXEERICBL T JRABEEEKIZ CML Gr-
oup I ¥4 Ti342.4+27.1% Th bH,CML Group
II ¢i345.5+36.1% ¢& b, CML Grouplll Tik
54.01£40.4% & 72 b, MU/MRBOZ VBRI ERAR
H£RIERIGLVESZR L. CML £4Ti347.3
+34.3% Ch-1:. PVi12.2212.2% CH -1:.
IEHfE1373.8110.4% Th 1. CML £fke L
TREENRE DRIBE (p<0.002) DETHR
poniz PVIRIEER L HEL TERDTHE (p<
0.001) DET %@, (Fig. 6.)

#3IH Collagen Bz X 215

1) E£E Pattern iZE§ L T © Collagen i X 3 I/
RELE Pattern iX, CML, PV, [ERWRIticEA—
Td b, Collagen Fintk, FEEELRMA 5 Lag ph-
ase 2@, zOWHREELRLI. (Fig. 7)
1) BAREERICEAL T | BARSERIX CML Gr-
oup I iZ#&WTi77.0110.0% THbH,CML Group
II i3 Ti380.1£6.0% T h, CML Grouplll
Ti181.0£6.9% £ 72 b, & Group IKRIERIZ

100+
] [}
of oo g
80 4 g
.
Q
e 101 °
EE [o] [e)
- 8 ° ®
£+ 601
o o A
)
&
g5 |,
) —
g —
£ o [o
% °
E 30 ° °
el 1°] o
204 [o] [} °
o) [+]
10+
| [E f3) 2]
0

Normal CML — Group— PV

I I m

Fig. 6 Maximum aggregation of Epine-
phrine-induced aggregation
(final conc. 10-M)

oz o1-. CML 2K Ti379.7£7.6% T
o1, PV I377.019.1% ToH - 1. IERFTERI284.3
16.8% ThH -1z, CML £k, i PV g T
REENBEORIKARZERBY hadh 1.
(Fig. 8.)
) Lag phase i¢BL T : Lag phase ix CML Gr-
oup I IZ&W Ti21.1940.3853 CH h,CML Group
II ¢i20.97+0.253 & b, CML Grouplll Git
0.99+0.1753 o > 1z. CML Group I i T
Lag phase 3P PHER T 2EMAICH >1:. CML £
#FT121.0310. 2853 Cd -7z, PV il 1240, 444
Th-1z. ERMNEIZEBVTIZO.8310. U3 TH-
fz. CML £f%, i vric PV @ Lag phase iXIE# Y
RELBL THE (p<0.01) DERE 2 ZD 1-. (Fig.
9.)
#8418 Bovine fibrinogen 81z & 283t
1) ¥%E pattern 2B L T : Bovine fibrinogen iz
& B /MR EEEE pattern 13, CML, PV, ERE
#icA—Ta b, Bovine fibrinogen FMEE L iT
BERRGL, Homd, [FELBELTT. (Fig.
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/\Lag phase
a
(@
t-ime
Fig. 7 Patterns of Collagen-induced
aggregation.
100+ o
90+ E 8 ° 2 .
8
T ¢ % i
R 80 E" _81 !
R
~ 104 ‘8 ° °
.S ° : .
s 601
e
0
& 50
£
=
£ 401
%
@
g
30+
20+
10+
Normal CML r— Group — PV

I I

Fig. 8 Maximum aggregation of Collagen-
induced aggregation.

10.)

1) BREHERIZBEILT | RASEXIL, CML Gr-
oup I IZ¥IVTIL88.1+6.1% TH b, CML Group
11 1385.4+7.6%TdhH,CML Group Il Ti389.5
+3.8% &7 b, & Group IIKILERIBD SN
7 -1z, CML 246 Ci387.526.2% Th - 1. PV
12BN TD A LI L TR H395% & 93
%Chot. ERFNBICINTIZS.316.2% T
—1z. CML 2f&, X PV iRBWTIRIEE N E
tolicEEERBY a1z, (Fig. 11.)

2.0+
° .

1.8 °

164 I
—~ 141 o ¢ oo meant S.D.
£ ® o o
Z 1.2 o0 — «0 .
© o o & ]
b4 —_
@ 104 qpe0) [} [
= g8l [ P g;l o
% 0.8 [ [}
— [} ]

0.6 .

04 1 [] °

0.24

0
Normal CML  r—Group—™ PV
I Jif m

Fig. 9 Lag phase in Collagen-induced
aggregation.

E5H Zymosan BHEEIL X 285

1) B£E Pattern iZB LU T © Zymosan 2 & 5 ffii/]>
IREEEE Pattern 3RD 3 Dz KPlantz. Bibiz e
AXBRERZD /L Pattern 1 &, 89D Lag
phase DHICFFEEE #R ¥ pattern 11 &, AR
+553D Lag phase D# iz B E %79 Pattern
Mo3BizkBldntz. (Fig. 12. ) CML Group I
IZBTIL Pattern 1 13 24, Pattern 1T (328%9°,
Pattern Il i24 I TdH->72. CML Group Il Cix
Pattern I 3216, Pattern II iX 3%, Pattern Il i
4§ CdH-1:. CML Group Il Cid Pattern I %3
B, Pattern Il 13 14, Pattern lll i34 B TH - 1-.
Pattern iz B8 ¢ 213 Ti3% Group R Ic £l 22
RiEH L high -1z, CML £{(&Tid Pattern 1
12641, Pattern Il i 4§, Pattern Ill 31280
-1z, PV & Pattern I X 3§, Pattern II i38®»
9, Pattern lll i3 1 FIThH 1. ERNRB T Pat-
tern I {3 3%, Pattern II i3 251, PatternIll i 5
#lTdH b, CML i35 pattern IKIEFE N & i2iIRE
UEBIZDf LU TV 545, PV id Pattern 1 HS@FAL
Thh, ILBREETERER L. (Fig. 13.)
II) |MARERICEAL T | RARERIZ CML Gr-
oup I ICHBTi351.7138.0% TdH b,CML Group
Il Ti352.3+33.7% T b, CML Group Il Tid
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124 CML
a
o
10+
1]
']
2
O 81
6-
Hime Normal
Fig.10 Pat-terns of B.F.-induced aggre- cML T
gation. 4- ML 1
(final conc. 2mg/ml) CML I
100+ .
8 o 0 ]
ol 8 g s 8 s 2
,.% 8 @ .
B F| = |8 P
. 801 g °
R o ° ° 0 . !
~ b L] 1 I Il Pattern
.g 0 Fig.13 Analysis by patterns of Zymosan-
a induced aggregation.
& 601 (final conc. 0.5mg/ml)
80
w -
o 50_ 100 ° °
:
5 40+ 90+ ﬁ" o 8 .
= ° '
0+ 80
: 1 8 S ]
® [ °
4 ~ [
20 e 704 ° o o .
101 % 604 °
3
=
0 0 I
Normal CML  [—Grow—™ PV < 501 ° o
I o0 o E —
Fig.11 Maximum aggregation of B.F.- E 40- ——
induced aggregation. g .
(final conc. 2mg/ml) o [ .
304
°
I 1 il
5 - 201
P g g A !
\.. 8 [
10 . o
8 § . . .
o o ° ] ]
Normal CML — Group~— PV
time 1 I o
Fig.12 Patterns of Zymosan-induced Fig.14 Maximum aggregation of Zymosan-
aggregation. induced aggregation.

(final conc. 0.5 mg/ml) (final conc. 0.5mg/ml)
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22+

Lag phase (min)
> 5 % T =7
-] ® ws o *m @0 [}
0

3}
49

[;Group—| PV
1 I m

Normal CML

Fig.15 Lag phase of Zymosan-induced
aggregation.
(final conc. 0.5mg/ml)

80
-] o
704 o °
Y [ ]
’:3\ 60 g o o °
[ [ ]
7] o
~ 8
o 50- o M .
£ gl (8] =1 |,
% 40 ,-? g °l |8 °
s e
5 304
204
18-
Normal CML E—Gfﬁ"“’—m\ PV

Fig.16 Pf-3 availability test.

o o meantS.D.

® & E %

40.91+39.2% & 75bh, % Group D TR ALK
RiEo2&Mbh, FEZERBDLhih 1.
CML £k Ci348.0+35.6% Cd - 1. PV i319.0+
30.0% Th -1z, EFNIFRI45. 71 36. 1% CThH - It
CML 24k, 6 Fic PV RBWTIRIER N R & O
REBZRBD ohizd -1z, (Fig. 14.)
1) Lag phase iZBALT : Pattern II & Pattern IIl
ICE) 3 Lag phase 283 U7z. CML Group I
LB TIZ10.6+1.53TH h, CML Group Il ©
1312.8+2.043 ¢H b, CML Group Ill 7i15.1+
2.9 Th- 1. M/ DL Group iZ Lag ph-
ase DIERHM HED Shtz. CML £ Ti313.0
2. 73 Ch-1. PVIRIFIIZTORE TH 35,
B.53Th-1. ERNRIZ6.112.89Thb,
CML £46® Lag phase IX1E% & i L CHEOE
@ADLt (Fig. 15.)
B2f Platelet factor- 3 availability test iZE8
kX3 )

Pf- 3 a iX Hardisty-Hutton B iZ# T, Kao-
lin-Ca SEERSR] 2RIE L, Z DERGIIBBEN CRT
Ut IEEX IR 540,21 2. 6 2R LIzDIRKL,
CML £k Ti351. 01 10. 2%, PV 1365.0+ 11, 80 %
AUT.. CML, PVILIZIERXMEE KL CES

(p<0.002) DIERZFsHiz. ¥ CML O/
& Pf-3 a B8R Tix, CML Group I LWL Ti

161
[} . :[
14
mean 1 8.D.
& 12
E
nE>10-
) [ ] .
8.
[ ]
6.
& °
4
.| |F '
2 o g) 8
0 ]
Normal CML  [—Grow— pVy

I I m

Fig.17 Bleeding time.
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Tab. 2 Platelet functions in CML group I

1195

ADP Epi. Collagen B.F. Zymosan  Pi-3a  Diceding
Case 1 10 66 84 85 54.3* 5*
2 43 14* 86 88 74 4.5 5¢
3 31 40* 80 91 86 45.8* 5.5*
4 14 8* 62* 90 2 54, 8* 5*
5 75 76 85 89 74 67.6* 2
® 47 37* 64* 97 4 56.5* 9.5*
7 45 66 79 77 70 40.0 2.5
% % % % % second min.
*=< mean— 2 S.D. (normal) in maximum aggregation
*=> mean+ 2 S.D. (normal) in Pf-3a and Bleeding time
Tab. 3 Platelet functions in CML group II
ADP Epi. Collagen B.F. Zymosan Pf-3a Bleeding
Case 8 74 79 81 90 52.9* 2
9 41 79 91 90 30 38.7 2.5
® 18 8* 74 73* 14 41.9 15*
11 25 24* 77 79 8 37.3 3.5
12 28 12* 78 92 59.0* 3.5
13 70 81 84 86
14 20 7* 69* 87
15 28 32* 78 80 36 52.6* 2
16 38 6* 80 84 73 3.5
17 83 82 82 84 3
18 81 90 87 95 40.5 2
% % % % % second min.
*=< mean— 2 S.D. (normal) in maximum aggregation
*=> mean+ 2 S.D. (normal) in Pf-3a and Bleeding time
Tab. 4 Platelet functions in CML group Ill
ADP Epi. Collagen B. F. Zymosan Pf-3 a Blteit:::ng
Case 19 24 5* 82 85 1 54.5* 2
20 50 83 83 85 9 54.0* 2.5
21 87 80 83 92 68 41.4 5*
22 55 84 &9 100 69. 4* 2
23 96 89 68* 52
24 34 4* 84 94 3 63.8*
25 84 80 87 92 81 38.2 2.5
26 51 7* 74 89 13 63.5* 3
% % % % % second min.
*=< mean— 2 S.D. (normal) in maximum aggregation
*=> mean+ 2 S.D. (normal) in Pf-3a and Bleeding time
51.9+9. 3% H,CML Group Il Ti346.1£8.5 EIE HMmeFRE BT 2 BRE
¥THbH, CML Group lll Ci355.0+1L8MTH- EEERRIZ2.8£0.63Th 1. CML 2fkics

1o /R B S I INBE A3t D 2 Group ITHL
TREEIBETH 1. (Fig. 16.)

WTi34.013. 13 Ch b, PV Tidd. 212. 03¢
-7 CML, PV IIEENMREHBL THELE
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Tab. 5 Platelet functions in Polycythemia vera

ADP Epi. Collagen B.F. Zymosan Pf-3 a Bltei::l:ng
Case 1 3* 5* 77 3 PTWT
2 10 ol 80 6 63.1% 3
3 7* 88
@® 3* 13* 63* 95 3 3
® 27 33* 79 03 A 76 o5+
% * % % % second min.

*=< mean— 2 S.D. (normal) in maximum aggregation
*=> mean+ 2 S.D. (normal) in Pf-3a and Bleeding time

BED Lhigh -1z, CML o/ & Bk
DRRICOWTHE T 5 ¢, CML Group I iZHW
T, 4.912.453Td bH, CML Group Il iZBWNT
134.1+4.153CdH bH, CML Group Il Tid2.81+1.1
3 CH-12. CML Group 1 ZEEBMMSED b1
1od3% Group lIRIZBEEZE R ED sz o1t
(Fig. 17.)

B4 EFIFNC & A B M/IMEEEE ICBE T A RE

{8 # OIEH D ADP, Epinephrine, Collagen,
Bovine fibrinogen & 7f Zymosan X 2 (/)M
REEE L Pi- 3 a RUHMEFMA%ZRR L. (Tab.
2, 3, 4, 5, ) RAAO*EIIBAEERICAAL
Tk, ERHEYES— 2 ERREEL EESZRLE
EFTCHbH, Pi-3a, HmEEICEAL T3, EEN
BYEY+ 2 ERRE L ) REHSPELIEM %R,
Zh 5 i3 M/MRBREDIE T 2R 7.

ADP B it B8\ TRAESRELEM 2R UIEE
Flix CML 26t 1 Bl & 72 &, PV iZ4 Bl 2HIi
KT A3 &6 hiz. Epinephrine £ i3, CML
26@1 AP 13BN IIE T A 5, PV T2 5 Bl 2£HIKE
FTasasbhtz, Collagen BETIZ, CML26IA4
Pl ETBA N, PVIS AR 1GHZETHAS
iz, Bovine fibrinogen 85 ¢id CML 21§lf 1
Pliz{E T oA 6 h, PVO2BIIEREETH - 12
Zymosan BE TR EFEWNRICBLNT LS5
Ax{, FENEE CMLY ke PV L OHBIX T
il

Pf- 3 a Ci2 CML 215 R 13FLIZIE T A 51,
PV i3 Bl 2BicET A LN, HimbFEDIER
i CML 225fh 7 fllicA b, PV Tz 38R 14
icabhte.

£l k£ MPD o i/MRERED KT DIFRE i, Pf- 3 a,
Epinephrine 858, HM#5M, Collagen §t5E, ADP
$&£, Bovine fibrinogen BHEDIFICEE TH - 1.

RIC &MV MR BREEE T 2R TEF OB E OBER %

BRHLI.. ADPERODET2RLIZ2H0D5 51
#ix Epinephrine EEDIET & Pf-3a DIET 238
», fttd 141ix Epinephrine $#££ & Collagen B¢ £
DET2Z» 1. ADP BEDIET 2R TES XMt
DI/ MRESEERE 20 > TU 72, Epinephrine £
OIET %1z CML R ot PV 12318614 b, Epi-
nephrine BEDAET 2R TESIZ4 B L2 L,
B b OUBNIIS A & H DD f/MRBSRERE 21 -
Ttz Collagen BEDET 2B D I-5H0D5 5
4Pt D 2 A & DO MVNMTHEEESRER 2 85F LTV
tz. Bovine fibrinogen EEDET 2D - 1 Hli
Epinephrine EEOET 246t L T\ /. Pf-3a
DET2BDH1-16HR, PI-3a ODAET 2R LI
SEMIZSHITH b, B H1FHIM/MREEREDET
BABL TV

H MR 25k o ot MREREOE T 2 2 HALU L
bl >THUIEER i, CML Ti22661F105ic
2o, PVTRSFIFAFICRAL. RERH
MER DI 45 (RPOEMEF) dIFhi bk
Llflodicg T h, U & 28 Epinephrine BE
DET2TR L, HMER L m/MIEREE T O iKE
EEESFEETAENHLO» L -1, ListHM
RFRY 03 EHR/SIEE %27 L 1o CML £EBY 6 i3, Epine-
phrine S DIETF, Collagen BEDIETF, Pf-3a
DIET %, CML fEfI10i3, Epinephrine £ DK
T, Bovine fibrinogen EDET24BfL, XC
N5 2 PLIIREMEITRIHMEER 6 H L T,

Pl /MR ssEEDIE T i3, FREEEEL, Hm
R, HMmESHDIER ¢ $ FESBEESFTICE
YEERINI.

FIE BEYUCEE

e EEtE AR (CML), B#ESMmE (PV),
ERREM/MUEBIE (ET) S0 b9 5 BEEMGEAE
8 (MPD) k& h3KB T}, BREHIIEY
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bV, MVMUBS IS 526 bbb 5 THRER
i, #&FERHMEOHMEN2ED 2 Lit
?j( 7b>6ﬁ€% X ﬂ’C;ET.ﬂ”’ 31415161 7)8)9) 10) 11)12) 13) Hj
Me*FEFET 2HFEILH0T, ZORF2RERFiC
K3 b OTIE, 1 -Prothrombin &' I -Fibr-
inogen 2L, ZNZFNDERTFD Turn over %l
EUT& T %, Hypercatabolism B7EET AT ¢ %
iz D Martinetz 5 DL b3dh 5. —F Klein
BURAN=ZXLRTRHTHS ELIEHS & /R
BOHEEBHin vitro The X752 F U ERIC
BALTHEHIEMIVER L, XM 2 ERL ~v g
THERTEE b XI5 27 L HBEES CaBN
BERMLERILTICL2BHTEH, KKEBOD
Hifiexd U TR @ Anticoagulant VER 5K &
HRESUTWREHRLTVAS, LDk 5 icEE
RICOWT AR ZRESA Sh TV, /MR
BEEIC SV T b EROBESSERLALNTV S,

Spaet 5% {3 ET 3 §icf84 24#3$ T, Collagen &
L P-3aRIERTHAH ADPEERHEIL,

Epinephrine B8 RINL T3 C & 2HF&E L TW
%. Tangiin 5" D19HDOCML X6 HlD PV 25
{r33p > MPD B9 58& Tid, ADP ¥R, Ep-
inephrine &%, Collagen BER X Pf-3 a DET
2ZEDTVA. Zuker 5 i3 MPD i2#3{7 5 HMEE
R & MUMRBEEEIC > W TRET L, HIOBEED S 3
Btz ADP §8 %, Epinephrine 88K FPf-3a D
[ET %23, Collagen B#EIXIER Th- 1o LB
LT 5. Cardamone 5% iz 5 CML 9 #l, PV
8fl%& te MPD 216 O %5 Cid, CML 98I 4
Pl OBEE 2388, fuvMREEERER 7@“6@7“
%2, Pi-3a i34 P RE 2, XHmMFERIIZ 18l
EE2EY 1. PV i 8 FI£Flic HDOBEE %2,
/)RR THICET 2, PI-3a i34 BlicR
He, MM 2 IRER2BH TS, X
Berger 5" 347D PV iz-oW\ T, ADP §HED(E
Ti347 % iz, Epinephrine B8 D{E T 1X52% i,

Collagen BBEED{E T 1337% ic B, ADP &£ &
Collagen FEDIETHI~AZF2 ) » FOFEVEE
KEEBICHET 5 L BEL TV A, Adams 50
CML 84, PV 78], ET 6§lo MPD 2141icB8d
sk 3 &, CML TRIVMEEOSE & f/)h
HHEE & O ICBEEIZ Y S s, PV Tkl
/MERE5075 LA E DB i /MR BREDIE T I3 HIEE T
HBEBELTVWAS, UEoWdHTLE MPDO
IMEBEEE F it >WT—EDFRRBB LI T, K

PIREFDSIT,

% ¢ TE# 3 MPD 0L MEH OFR % M/ MR
ek, CML 2661, PV 5(izou\T, /MRS
HE2GI, Pi-3 2 RUHMASB2REL, 2hb
M/ RBSAE & EEERIE IR & DBEE LD SRE L1z,
CML268icBE ¥ 2R IZIRET CORED TR
BEFIRTH 5. EROPE & EH OB 2 HLEHR
T akic, 7 EFBNIL B MIMREEE 5
B FIREBR 217735,

EEZORMICL i, ADP §Eid CML 265K
THizED T, X PV TGP 2HIET 289
72. MPD £{& & L TI12308IA 2 FIRN 56.7% iz ADP
BEDET2EDI.. T OMMIZ Zuker 5 DL
IO IO ERECHA. ThiZBEEICHAVAS
ADP DBE MR E[MTR LB ERL, —
BEICAS 3R L ¥ 22088, CML MR Iz AR
ADP iix, 2D BE » 2 X10-°M LI ELOR+43K
HeRT LEEIN:.

Epinephrine £££i3 CML 261 A1138liz, PV i
5 @ 261 1{ET 2%, MPD 2{&31%1 i3 1851ED
558, 1% IET 2B 1. T ORMIIMbOTEED
e b —F L, MPD @ Epinephrine £ 138
THAHEG L.

ZRIT Collagen EEEE 13 CML 26(idh 4 Flic, PV id
SPIR 1 FIT{ET %38%, MPD 24318 it 5 #
Bi516. 1% i{E F 2R 1. TORE S 13 TboH
TEDRE & —B L, MPD @ Collagen E££i2,
Epinephrine L Y B TH A H, PRI OERT
HAHHEMBHEAL .

L ESBRIES T MPD o fi/MR SRV S h
TEREEEYWEIL 2R TH 54, SEES
i3, Bovine fibrinogen & Zymosan %#)% T MPD
O /MR EESERE O HIE LA LIRET L 7z, Bovine
fibrinogen 513 CML 214/ 1 BliCE T4 50,
PVO2HIIEREBHECH - 12. MPD @ Bovine
fibrinogen BEIZTERM M &L 131FH LT L 434187
U1z, RIT Zymosan BEIXIF R BIzB T T
boENAREL, MPD RBWTEHRNMR L EEE
D& AEEFIIBD iz -1,

Pi- 3 a 1 CML 215/h138ic, PV it 3H£Hlic
ET oS 64, MPD 224 ¢id16 5805 66. 7
% ICRE HZ® 5 h, Epinephrine BEORR L b

VEREETH -1, OB Tangin &K% ¢ Ca-
rdamone 5 D4 & —B L, MPD @ Pf- 3 a iz
BThrBEMHBALL.
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SR OIE £ 13, CML iz T264H 7 Flic,
PV Tk 3G 1 Glic@B & htz. MPD £4k2561 T
12 8FIEN 532. 0% iCIER 2 2B, ERLIERE2RL
12 2flimoBEE &, FHE KR LM/MRISER
eI, Zuker 5 & @ LTV 50 < HMER
& I/ NETBAE OO F B oF H i B b 7% 52 75 B s b
AT EMRBINI.

iz CML it TREIVME DS EIic L b, M
MR DL AER 2B 2 2RET L, X CML
£ER U PV EERNEOR I, HANICEEE
B ahE, L EERF L. /MREEEIEL
Tid, B Pattern, B ABREER, Lag phase €D
WTIRES L, Pf- 3 a R otHMAER]IZBIL Tid, 2D
FRERRJI DV THREI L7, Adams Stk h CML
8HliconT, Z20M/MRBOSE & i MTRERED
BREMSHE s TV 208, EFEORIFLIZ26H2 0
5 FPOEMILE I 20 IR ISV, X CML £
th & IERNEE L Oficis 1 5 VMEBIREDEEE %
BELIcBER V. EEORM R BIEL ritER
TELROML TH5B.

ADP B Ti3, CML ZIEEXN R h BEAE
Pattern #RFEABILED 3 PRABRERCEEE S
Zw s, PV RIEENRBICH U TRERSS pattern
PREKICEY, BARERFRIUET2RT.
CML i TI/IMIE D % VB IZ CREDTLE 2 BY
1z,

Epinephrine 8 £ ¢, CML R ¥ PV $LicEEE
W53 Pattern 2 SAK 1LY, RABREXK L FEIC
{ETF %R U1, CML Group Cid, M/MIEOS
VB CERNRIGT VR RR LT

Collagen §E£E Tid, CML R PV #icIFEX R
& H# U TEE Pattern 12, BRBERICHER
1B bhish - 1203, Lag phase i ZFEEDEE
EH Sz, CML % Group iICERRIZEH LN
iz,

Bovine fibrinogen ¥ £ Ci&, CML R PV it
IERH IR & Ho#t U TEEEE Pattern iC b BAEER
b ERRAD 6Nz {, X CML % Group Hiz,
ER3 e o1,

Zymosan & Tid, CML RIEFNBEEELEL T
B Pattern, BABERICERZIED SNz
1243, Lag phase 3AEOEM2ED .. PV I3
538 Pattern EHEEIRZD o h, BABEEEXD
EEZRUIY, ERNBIIESDENKRELIEE
DERED b 7/sh - 12. CML % Group fizidin

IMRELD ZEEIZ & Lag phase OIE B A B3
bhit:.

Pf- 3a TiX, CML, PV ItiCiEHE B E H#L
THEDEE#3®T:. CML & Group [Tit, H
EFENE BT ZOEERBE TH - LBFHE
Zl3@Epohizh-1:.

HimesR ¢z, CML, PV H#icEREWREE 8L
THELZREDhzh 1.

oS EFBIC L 3 i MEEE (3 Y
THIET 2L ROMLTH 5.

ADP Gtz 51T, CML BRIEENEE OfficE
BBz, PVIRIERE X {ET%27RT. Epi-
nephrine B iL B TiX, CML, PV HIZET#»
oA, Collagen EE B\ T3, CML, PV it
ERAKBERIER 2T DH/2VY, Lag phase DIE
B2R», WAX DEFHTE VT, RERET 2R
TEFHED S 5. Bovine fibrinogen R T Zy-
mosan EEE T, CML, PV LiclEENBizH#L
TERR2AEDIV. Pf-3a Ti3, CML, PV ikic
EENBL VEE %28, HIMEK Tid CML, PV
FCIERNRE ERIZED L0, B X OERIKE
VT, ERZRTEFNGBD 5N 5.

UEOHR2ZOBREMF LS 2HTERTS
LROWML ThH 3.

ADP SHEOBYFIX, TTRMEI NI ADP ik b
1 REERRL, 05230 TIUVMEA ADP bSi
Mat, ZORH ADP itk b 2IREEEDEE 2 &
S INTHAMPV 2 REESEE S TED,
BHEEE $E X S hizs, CML 3EEOERIOD
R, EREER2BDE» 1. CML T
BRI ULz ADP iz X b, m/pRA ADP #5431
Hah 25548 31z, Epinephrine EEEDHF
t ADPRELFHEFEIELLNTH P Collagen
£ IIIRA—BFES#REShTVWAY MPD 0
JIMBUZIV T, Epinephrine B3 S8 1Z, Collagen
BRI —MOEMIC TEE shTL iz, X Collagen
DKL T i3 Epinephrine S DE T $ 8L T
WItEAEEALSLE, MPDDZD2HDRER
I M/ME D ADP O IHEE 2B b¥ iz, 8
Collagen B i 5V THEBHMICRBOELA L
N2E, FALI Collagen D BEE RT3
DTV EBEFREAL TS,

& Z AT Bovine fibrinogen B ¥ Zymosan %
MPD Om/MMEEEEICFER LD, EELEHT
ThHELBHH, 2ORMYIcL hH, MPD & EHN
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BEDMIIBEAEEZRIBH NI 12, Bov-
ine fibrinogeniX, ZHIKI Fh 2 EVIRT %/
U, M/MRA ADP 2i(H 8 ¥ TR E ST L
SHE™ HdH Y, X Zymosan X, FED C, »iEH:
fLa¥, 20 Cy ¢ Zymosan Ak 2ED, MmiE
Fibrinogen & $ B LTi/MREE2 D X BC L,
Z OB ITI VMR ADP S aha &)
WEOWW 5., XNADP it b EE BRI LN
MU O M/ ix, Bovine fibrinogen IC X
hBRERIRTH, Zymosan TIERELR XL
WHBEMH B, EED Bovine fibrinogen B,
Zymosan BSEDKE TiX, MPD RBWTIERE LE
DN EHHBIL, MPD OIkMmERYE & 3 E #H
HERH 0TS S, WIMROSEMT ORI
B HEELEREETHILELON, SERERSHE
FRESMA LN AEL LB 5.

Pf- 3 a iX1f/M A phospholipid Th s E:E LN
T#HHV Pi-3 2 RZOWHEDRIETHS. MPD
IZBWT PI-3a BIE T 2R UICH, ZOHR,
i MR RE 2R3 3 L Bbh 3.

£t MPD i/ R4k, Pf-3a &, Epine-
phrine EEE I SIEE ICEE s h, ADP £, Col-
lagen B I3 —HOEFIICH D THEE I TED,
ZOREEE LTI, WIMTHRHER TR S fiz,

BEE & £

SFAERELEREE (MPD) iKW T, f/MREU:
ERZWLIZENZZD 3t bbb s T, (EMA
BELIILIIERT S, 2L CLOWF2HBT2
Hy©, m/hREiERs icm/REEEGE, Platelet
factor- 3 availability test (Pf-3a) & HiifnfsRe
DRISE 21T 8V RDER 2B

1) ADP &£ it Tid, Polycythemia vera

(PV) RERMBICHEL CRERDET 2R
#, CML 3ZR%#B» ¥, CML O f/MRERKEM
Group ixtr UATERRT T EAYIAGL I

2) Epinephrine i\ Tid, CML, PV 3%
KEBRNEICHEER L TEEEDET 2ED 12,
CML D/ MEEI D% > Group 13 EIERIGEVEE
2L

3) Collagen EEE£ it &1 Ti, CML, PV 3kic
—IROIEF ICREREEDIE T 2B 12,

4) Bovine fibrinogen, Zymosan iz
T, #DEHEREIZ CML, PV it ERWBEIZE A
FERLAD T,

5) Pf-3a iz Tk, CML, PV HiZiEEY
BicE U THEEDOET2RI AL EL -
1.

6) BRERFHMIEIR 2 15EHI X, Epinephrine
BEDET 203 L U, fhic(d 5 5o i MRBEEE
FTR2ABELT V. TD 5 B50% i E s H i B
DER 2D,

7) MPD Ofi/MRIEERFE 12, EFONERT
i3 Pf- 3 a, Epinephrine £, Him#f, Collagen
8, ADP 84, Bovine fibrinogen BEDE T D
JEIERE 28, ThoDREIBEMTHERYT 248
Bz iz {, CML, PV #izit = 1z X 3 ifi/ MR
BEEESETHEEEALNIL. PVIL—EZOD
HAmbsanC & o HIBRL 1.

HMET 21ILHT: HKREBE s 5 E 58 i BRS
288 b - I BER AR ICE BT, NEBEHK
ReRIIHBFEL{BRHLET

(&3 X OEE 1358180 B A KM RS B S IRT
RELI)
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Studies on platelet functions in myeloproliferative disorders
Part 1. Studies on platelet aggregation in myeloproliferative disorders
Hiroyuki NOZAKI
Second Department of Internal Medicine, Okayama University Medical School

(Director : Prof. Ikuro Kimura)

Mechamisms of hemostatic abnormalities in myeloproliferative disorders are still ques-
tionable. In this study author examined platelet aggregation, platelet factor-3 availability
(pf-3a) and bleeding time. Platelet aggregation was induced by epinephrine, collagen, ADP,
bovine-fibrinogen (bf) and zymosan, respectively. Pf-3a was examined by Kaolin-Ca method
and bleeding time was examined by Ivy method. Materials were 26 cases of chronic myelo-
cytic leukemia and 5 cases of polycythemia vera. As results following were obtained. Namely,
significant decreases of pf-3a and epinephrine-induced platelet aggregation were most fre-
quently seen in these cases. Their incidences were 66.7% and 58.1%, respectively. Particularly
decrease of epinephrine-induced platelet aggregation was recognized in all 4 cases which showed
hemorrhagic tendencies. Prolongation of bleeding time and decrease of collagen-, ADP-, and
bf-induced platelet aggregation were seen in 32.0%, 16.1%, 6.7% and 4.3%, respectively. Fur-
thermore, it was recognized that two or more disturbances of platelet-functions were present
in these myeloproliferative disorders. These results were thought to suggest that hemostatic
abnormalities in myeloproliferative disorders might be mainly due to decreases of pf-3a and
epinephrine-induced platelet aggregation.



