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2D B\ radioimmunoassay %SNS EHMEERE? 5 Calmodulin MARETES
r 5o TkER, LMLIVME Calmodulin 123 3 B&E 3DV, FEND2ZADMIKES
wEF, T2 b B23 A0 B EAEik i NMER D SEEERE (TP, SLE), 8 Ao MDS, 7 An&
HELRE (REEEED), 5 A\0FERBEAM, 4 A0mBE, 3 A0BRBEIEE, 12A
DIMARR X T von Willebrand Wi LSRRI BT RIA Kit & AW THvME
Calmodulin E# BE L7z, Calmodulin EiX ITP, SLE, BAFREMAMm, MEE, SR
M, FEBETEREIC RSV TEWELZ R L, #ic ITP TRIAERISHIPIZEARIERD L
IIREER B R TEVWES R Lz, fUMREESEREL Calmodulin BiZiAEEN A BN
ebroiz, L2 L Calmodulin & & f/MRATE L ORICRZIEQCHEBEMER b, /MRFEMD

fi/REEES & Calmodulin & & 0 213 ADHEEM

(Myosin light chain, MLC) DY ‘/@ﬂzz)&\gw G,

EVEFITH Calmodulin EIZE <,
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MEECEERREEZRZL TN, EHIRAINVYT L
A F VR BREIERICEICRENEREEDE L LT
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(4 S M M/ R B M 45 3E9% « idiopathic thrombocyto-
penic purpura (ITP) 1541, £FMH=Y F< h—FT 2 :
systemic lupus erythematosus (SLE) 8 #), ‘B HE:E5E
MEJE B - myeloproliferative disorder (MPD) 8 4,
&MEEIYE - acute leukemia (AL) 74, HERRME
£ : aplastic anemia (AA) 54, M&E (RERERAR
MARJE : deep vein thrombosis(DVT) - B ME A
FEEEEEE ;- disseminated intra-vascular coagulation
(DIC)) 447, MGE¥AREITHESE 34, MAUR - von Wi-
llebrand %5 (vWD) - & HEBRIEL2F], FHe26I2X&H L
Ui, MRS RICEREE RO WEF AL
ayirr—nklic,

2. /i CaM HIRE :

Chaforleas® HDFEICHELHELZ, T72HH3.156
%7 = EF MY T ALE, 29I AOESTEML,
600~1000rpm 1043fE D=L CH Hivie Platelet Rich
Plasma (PRP) % E1z3000rpm 1070 & LARALER=S
HoMBAR S BBALRWEED PRP #EH L7,
%@ PRP iz 77mM EDTA (ethylene diamine
tetra acetic acid) #H1x3000rpm 104y G3&E.0» LML/
pellet Z{ERk, % @ pellet #15v/v% ACD(Acid ci-
trate dextrose) - ABl Tris+ EDTA buffer (10mM
Tris* HCI, ImM EDTA - 2Na, 0.15M NaCl, pH
7.3) T2[EIYES L2, 10mM Imidazol (eFH{bEIE
), 1mM EGTA (ethylene-bis(oxyethylenenitrile)
tetra acetic acid) (Faye#tiZ), 11mM MgCl: (FnYtHl
¥), 0.15M NaCl GFoit#iZE), 1mM 2-Mercapto-
etanol (Sigma, USA) #&¥r buffer (pH 7.55) T,
M/NRERE (1 X107~ 1 X10%/ml) %{EpEL, 4°C
T tapered tissue grinder (WHEATON, USA) it
T homogenize L7-%%, 100°C 105 THi#AL, 4°C
10,000rpm 3053 LCHE L EEE —20°C TRIF
LEEh e L7z, Bt CaM BIERX CaM (I'%] RIA
Kit (New England Nuclear, Boston, Catalog No.
NEK-018) #Fv, BohcRERE Y f/MRI0ME Y
v (fg/10° plt) @ CaM EEHHE L (K1),

3. M/MRERERE :

Born OFEMCHEVS, Collagen (ZHAA AV A =
v Z, collagen reagent horm, No. 10500), Epinephri-
ne (I-7 Fv 7V v d-EEAR, H—L¥), ADP (Si-
gma No. A 0127) *EEEEREYE L LARKIREZO0.1,
0.5, 1.0, 2.0, 3.0, 5.0, 10.0xg(zM)/ml IZFEEEL
NKK Hema tracer (T34 4% A4 T X, Model
PAT-2A) & BVI105HICB T 2 HKEEHEE (maximal
aggregation rate: MAR) ¥#8£&£ 1L/,

R T

citrated PRP
washed with Tris-EDTA buffer +15v/v% ACD

platelet suspension
plt 107 ~ 108

homogenized 4°c
Buffer /
10mM Imidazol, TmM EGTA, 11mM MgCl2
0.15M NaCl, 1mM 2-Mercaptoethanol ; pH7.55

heated at 100°C, 10min

centrifuged at 10000rpm 30min, 4c

|

supernatant .
stored at —20 €
for calmodulin RIA assay
( New England Nuclear )

B 1. If/R3#R calmodulin 2RBHE S

4. M/MRFHEE

Stuart 519 OM/MEROEOEBRLIEEELREEL TR
L7z malondialdehyde (MDA) ElE¥EZ AW, T/
HHEMM/MEYSY 0 MDA OEAERM->THE,
7Z2EY > (ASA) 500mg % 1EEO#HRE LA,
EEEICRIML, fNMRD MDA EAEM ASA #
SRIOEERI E CEET 5 ICEL MM E b o Tivh
WFEa L Lic,

5. M/MREEAFRBE

HE)MEkEt &2 (COULTER S-Puls, USA) ik
Y I/REYSRFE (Mean Platelet Volume, MPV)
ZEE LT,

wm R

1. REBIM/ MR @YY oMMk CaM & :

ITP 16.72+12.4(*: p<0.005), SLE 13.08+6.5
(**: p<0.01), MPD 12.58+5.87(*), AL 14.75%
5.3(*), AA 13.3+2.64(*), DVT - DIC 20.6+12.4
(*), Hypersplenism 19.14+5.5(*) LIEEA (6.23%
3.13fg/10® plt) WILLAFRBICEHEZ /R L, MAR
B X O von Willebland J&72 & N ML EFLARE TIXIER
ANLRHTHEEZRRBORro (KB2),

2. ITP EFORBELICBIT B /MR CaM D%
B
ITP fEfl% SEimssRTAEE (*DX/non) LigERIE
gt (** . Responder) oW IM/MiEEY D CaM &
B HEt+ 5 L, DX/non E T1324.95+14.22{g/108 plt
ThBDITRL, Responder E139.518+2.8161g/10°
plt(p<0.01) Td D HERICHEICFI/ MR CaM 13
BERICETLE (B3),
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55.4 , ml OEREEERYEIEE T MAR »50% 2B bhiaro
X o
T= jgg..z 7= Hypoaggregability & (n=17, %) TOIM/MK CaM
. T BBy 5 L, Hyperaggregability 7 9.634+7.185
25 * X £g/10° plt 23 L Hypoaggregability B£i18.23444.265
. . fg/10% plt TH Y, WHICHEELEERR N2 o7
= : NI (K4),
@ 207 o |xx T 1
< X
2 . .
: ° *x ® : N's
2 . 1] i) r |
o 15 oe ° L® o | L (?3
:g 1 . . % 15_
e T =
] . e
= sie)) : g
§ 10 . . 1 °l L s @ 101 T
E -.. . L3 E
® 1.4 M =
. H : b J
54 e | b ._E. S
. : g n=39 n=11
n=18 |[n=15| n=8] n=8 | n=7 | n=5| n=4 [ n=3 | n=13 *Platelets with *xPlatelets with
phill Hyperaggregability Hypoaggregability
Normal |1 7 | SLE | MPD s, | D € [0l #02
cctasis 4. Mm/NREZRE L calmodulin OF{E (*Hyp-
eraggregability : KB E 0 EEEYWE
2. EHERIZB Y B MK 10% EY D o fi/MME (collagen=0.5¢g/ml, epinephrine<0.5xg/
calmodulin (*p <0.005, ** . 5 <0.01, ml, ADPéO.S,uM/m]) T MAR 2350%LA
NS : Not Significant) T o o, *Hypoaggregability : HIBE®
BEEREYE (collagen=3.0pg/ml, epine-
p<0.01 phrine=3.0/ug, ADP=3.04M/ml) © MAR
30 |——-——1 B50% L ED b @)
T MAR : Maximal Aggregation Rate (104
. M 381 5 BREER)
= N. S : Not significant
>
— 25
3 -4-
E *39
r 307 =
3
c 4 - #3341
3 3
(=2
‘_é 107 } Eﬂ 207
3 3 =
7 3
n= n=8
* ok —:E' 1 n=49
Dx/non‘ Responder 3 [ r=047 ]
. % p <0.005
3. ITP om#HcH 3 /MR calmodulin °
nIEAL (;kDf:énon : BEREREL L RHE 5 10 15 {um3) 20
mﬁﬁ‘g#, ) RESD\')Y\deY T RENIEE) Mean Platelet Volume
3. M/MRERSERE L /MR CaM & & ORHR - B 5. fUMRES % (Mean Platelet Volume) &
calmodulin @
Collagen=<0.5pg/ml, Epinephrin=<0.5¢g/ml, ADP .
<0.5xM/ml OEEET 105MORAEEER (MAR) #* 4. MUNMREHZEE (MPV) LivhMR CaM E:
50%LL_k o> Hyperaggregability # (n=39, x) & colla- Coulter counter THIE LB MPV LR CaM

gen=3.0pg/ml, Epinephrin=3.0pg/ml, ADP23.0xM/ £ 0% 1=0.47 (p<0.05) TEDNEE® B L.
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v, MPV o3#jnk iz iR CaM Eb ML 72 (M
5)o

5. IRy (platelet life-span) & /MR CaM
=2
M/ NRFGBIEZIC W TH/ME CaM & & EES
B3k, /MR E%D 0 CaM ETRI/MREMR
EfREmEEBWERZRL, y=—2.6x+30.7 FE{RE
r=—0.78DADEMRVEF LN, [/HikFEME CaM &
DI RERERADHEBESED b (F6),

6. ITP JEFOMBEERBIZIIT S M/NME CaM D%
i :

301

: L ]

3 25 n=13
B Y =—2.6X+30.7
3 .. r =—0.788
s 2 p<0.005
E .

2 151

£

5

B 101

E

8 5

2 3 4 5 6 1 8 9 10
platelet life-span(day)
B 6. /iRy & fn/hiR 10 fES Y o fi/h R

calmodulin &

B AT

RER 5 545%, &M, HMEE, BMmZEFICAR, 912
R ifn/MR$ 12 23,000/mm® T3 - 7z, Prednisolone (Pr-
ednine) 50mg/H TIHRBALAT & b Kb/ < HiMLBED 8
ERRLNB720, r=globulin KXEBREHETER, HE
Wk M7 LTc. WEATO M/MRFEMIE 3.8 B, /MR
CaM 122.73fg/10%lt Th-olc, I/ NMROEM
IZ—BMETH o772 Vinca-alkaloid [(Vincristine,
Vinblastine) : V-a) OBEEFHEHE 5 2B LE, V-
a5 6 WA I M/ MREIE 10X 104/ mm® 2 iz Hifi st
LIERLTc, RBHoM/MEFEMI7 B, MMk CaM
1%13.7612/10° plt © Predonine LI~/ MR
Mo, f/MR CaM DD b, F0
# V-2 0REMBIECIVMEEOBIIIR bR
72% Predonine ZBEH T iz, M/MREIZ Pre-
donine HUIE#% 10X 104mm?® Pl ERHEEh 3 X 51
7Y V-afhbiz4~5EMic1EE 2>, £LTM
MREMTII R LEREML, fwhMg CaM 16.386fg/
10%plt L EFEBOMEICR -7 (K7), LAEX D f/MMR
oo M/ MRSy & RIS MR CaM i3 BRRFER D FEHE
L7295 BT LATRRE NI,

Z &
EFERE T BRERERD b EA I h i M/MRIZH

' 1.5
Predonine 50m 20 10 @
‘ . vinca alkaloid slow infusion a
7-globulin o ”
splenectomy
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2 7. ITP EMOEKRE (MMEE (@), KHES (0), Mm/IK calmodulin (B) »ZEiL)

Vinca-alkaloid ##&#% & # 5 : vincristin (VCR) 0.02mg/kg % L £ 1% vinblastine (VLB)
0.1mg/kg % 500ml DERFICHEBLEXL AL 6BEI I TI~2BBERLTEKK

RE LT
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7~9 AOFEATHBES NS, T LTEKERD b EHE
M/NEPEA S NWERECOREA LRI TOREENEA
T v 2R Rich ®EMLF o fMikix EEELY R
T, ITP 3k ITP #4595 SLE 7 & D if/MRI%
DE, MigfE (DVT - DIC) Zn¥EE Tk lvMrFFm
FEHICERL, EEE» 083/ MREEARERRT
f/MREER IR TES 519, T2bb Ihb0RETIR
0 MR ERERH 7O LA BIC BT 5 /MR
FEADSBEN (/MREIRDTIE) LT3 MBS
EEEl>TWS & ¥ ic fIVNMREMIZEREL, RBMLT
D IVNMREIEFR T 5 . BERETTERE b f/MRF RO E
#E & M/ NMREEROFTTER L, RN ~ /MR 7 —v
WCER U TlMREBD & et 235, 1R T om/MRIEE
ZELMb Y, MEE LR CIvMEEEE ¥ 53R 3. ¥
ITP 72 ¥ ClIfvMREL & f/MRF 6 & ORICIED B
RS LEOFEREMRW W bhd L EhTRY,
Braneh6g!® & i3 RHE ML/ MREAHN50,0008 7 & /MR
FERER R TH 228, M/MREHI40,000~50, 0002
TThhTm/MREERIITE T3 L mELTWS, —F
T/NRFZRBIZ D W T, Murphy!® & 23480 M1/ MRIR
DEOHM/MEEZEHEIL, ITP TRABTHS Lk,
Garg!? & b 156f10> ML/NRIAE D 5 vid FERL/MRIK
DEEDHFE T ITP, drug induced thrombocytopenia,
DIC, SLE TRAZEULTH B LB/BHTWS, %/ Bra-
nehdg!® 13 ITP 23 ANiz>WTIivMRESR L R M/
ROBEEE RN, fMEFEA L IMROKE SIZRAD
MR DD LHELTWS,

MR D CaM ZHERY bz X > TH—HiLE
NTWBER, MMEEMBLIUVRE S LoBEEKRS>WT
OFEHEITEN TV, 19824F Monzon!® & 3FRMER
CaM FEXHIEL, RARMIROKIZHFIL, Fvik
I3k CaM 2L BFATWBLHELTWS, X
FiZM/MRIZBWT CaM #J|EL, ITP, SLE, fMi#
£ (DVT, DIC) 7% EfvMEEGVEREL, XBTH
BIVNMERZE RN B EBTERICM/ME CaM &
PEREEZRTILERD, SLREBELOEEEZRS
L, WBEATD LARBBRILRIE LR WERO ITP Tk
BRI RS LIVMEE A ERE{L L2255 ITP itk
f/hR CaM EBX VEVWMEERR L, 1EFlIc>EM
MRS, fUMRSES, fMR CaM (7)) DRRFFRIZE
bz BELL 5, BERCRISL IR D EHER
Rbh MNEHES S EXE{LLo>25 5 <X /MR
CaM IIGEERRFICEETLTR Y, /MR,
M/NMREMPIERRIC H 5B i/ Mg CaM IEXE
ANLFMEZ R L, EiVMRESER (MPV) kil

MR CaM Bl onWTHER RS L, WEOHEICIED
HEERBOREDO WD 5HE (W) IMRizX Y%
{D CaM BEENBLWIRRE 2, ZOT LR
Monzon HHRE LRI EWEIZ X Y £ D CaM
BEENDLVWIZ L LFELARY, BERRERRD
M/MRFMITER CTI/MREERRBED LTnWE 8, ER
AN LI/ME CaM BESEX TWA Z 21X, Wih
DEFS T 5D DOIEEE R, % FEEE O I/ INMREEAERE
BEEL, MMREESTTEERICS o) L Bbh
%, AEAIE LRI X » TI/MREERESR - T L
%5, D% ) AEHORHIAEE L TV 3REITm
/NREEA B < 72 ) IV/MRERRITE L T L B0 A0
FOBE LB AR CREBEMORHMRBEREL N
R#of/ME CaM BEFBALFE LV H D, &
HEEHIC D 2RHCRVWTRLAERICEELZ R L,
PAIEX Y /R CaM 13% DFEADOREIIC K E  BhER
bBLELLN, BICEHMTOMMREARECEASH
BT LBRFRENE,

U NREEED L B8R L OBRIZOWT Hirsch®® (3455
FEIZB L T, Karpatkin? & 3kREERRICOWTHREIL,
G ML/IMR & ERAMMED 2 DI BWTERD S 28w
RTWB, F T CRERM/ MRS SEIMEIC -~k
RLEERELETLTVWS LERTVSEY, AFETI
EEERE L M/MR CaM DRIICE B2AERE B 2ah-
Tco BN Bix CaM LEEREEL, TOEYEEE
FH#E4 3 Calmodulin interacting agents?-26) L LT,
W-7(N- (6—aminohexyl-S-chl‘oro-L—napthalensulfona-
mid)J)2? % Hv, f/MMREEER Myosin light chain
(Ca*? FET T4 FE20000dalton, MLC) oh v
SETFEY VBMERIS OB ERE L, WTHREC XD
Epinephrine, Collagen, ADP, Ristocetin 72 ¥ DEEE
BRMEIC X3 IWMRESRIT Fiflsh, &5 MR
MLC onnryy MEEFWEY VBRI W-TRER
FHRICHRE NS Z L 2 RELTWS,, MU/MRIZFEHHE
BIZ S 225 53, actomyosin RIEEREEZEEIC
FENTEY, MLC 0 VBRI M/ NMROKH -
BEREL ORVEDY ERHOLERTHS, TORK
WEELT MLC 2% Emic) VEMLT 5B% D MLCK
(Myosin light chain kinase) X107¢~1075 €/ %
N T ALFAVEETFIZ CaM iz X EHbsh, o
/IR myosin & MLC @Y »EEIZ X D12 C¥H T actin
L ORERNHEEEEE, BN oREFIE~OREL,
% LT open canalicular syatem 2+ 3KHIES,
LizdioT CaM @ MLCK EHALER2EET 3 2

L CHH - BEICETES IVMRIERE IR bhBE D
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LB, BED LI A pg DREDNED CaM T
M/NRIEEERER &N, [ vg DEENED CaM &
EF i/ MRIEHE & 0 T E 5 0 BER R R
BhTwisw, AP To M/ MREERE T LIcE I
SNWT CaM &L OBER Rick 25, M/MREEDTE
Sl CaM EL O3B ELRMBEERD biviehode
T eh b, fMRIEEAIZIZI/MMENO CaM DEEIT
BfR7e <, MU/NMROSERD b ORIEEDO I N Y A F
VOLER, ROV FDINY T AL F UTFETIRBN
T CaM @ MLC VY VBMULIERBREETH D L WH Z
LSRR E Nz, FAVE I MRERES KA U H f iR o
RABIC 3 D /MR DB & 3 L T e i/ MRS A R
1ficnfi/Mg CaM BV EEEZRLE (F—% L1481
DIEHENR) ZLTOLRHESTohDd LBbh3, &
LhiT, WEETSREFRENEL S L TWaWHmE
MBENX Y BWREMREOARDIICRZ LBDbIS,

with hematologic disease, including 23 patients
with autoimmune thrombocytopenic purupura (Id-
iopathic Thrombocytopenic Purupura: ITP, Sy-
stemic Lupus Erytematosus: SLE), eight
with myeloproliferative disorders, seven with acu-
te leukemia in their recovery phases, five with
aplastic anemia, four with thrombosis, three with
hypersplenism and twelve with hemophilia, von
Willebrand disease and teleangiectasis, was mea-
sured by RIA. The platelet calmodulin level
was increased in patients with ITP, SLE, apla-
stic anemia, thrombosis, acute leukemia, hyper-
splenism. The patients with ITP who had re-
sponded to the therapy had decreased platelet
calmodulin level, compared with those at initial
diagnosis or those failed to respond to the-
rapy. It was found that the platelet calmodulin
level was correlate with mean platelet volume,
but there was no relationship between the level
of platelet calmodulin and platelet aggregability.

The level of platelet calmodulin increased with

= £ shortening platelet life-span, indicating that the
1) /MR Calmodulin L, ITP, SLE, & pl.atelet calmodulin level inversely correlated
B, BAREMAN, DRE WARTEEOSE
TEREMBR I, X ik

2) MNREEEREO ITP /Mg o ITP
2T HMR Calmodulin ZEVMEZ R L 72,

3) IwhiRk Calmodulin & & Mi/MREESERE & DRFIC
AR R b o T,

4) /MR Calmodulin & & fi/MREHFE DRI
REQCHEIAD b,

5) M/INMRFAROEREL TWBEFTOM/MR Cal- 3
modulin EZM/MRER & BENDHB L FRI N,
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