Behavior of Leukocyte Elastase in Leukemia and
its Role in Degradation of Fibrinogen and/or
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BEE:jpn

HhRE
~EH:2017-10-04
F—7— K (Ja):
*—7— K (En):
YER

A—=ILT7 KL R:
FilE:

http://hdl.handle.net/2297/8129




716 SRKEFSEELMTE £I8% $£35 716-730 (1989)
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HIMFEC B2 EMKI S A —¥OBBELIRAY—¥ + 70T T7T—¥A Y EEY—HE
% (elastase- a proteinase inhibitor complex, E-« \PI) 2B fEF L, HMRZ IR I —-¥DT7 47
VY, 74 T YRRCBXIZTHREC DT LRI L. BAOHIUREIRICE » Tl o
EaPlZHELLEZ?, 2MEHEEANR (acute myelocytic leukemia, AML), BEATE RIS
4% (acute promyelocytic leukemia, APL), AMBEHERMEHME, BEEHEANRE TEH 2R
L, AMEREEME (acute monocytic leukemia, AMoL), &MY > A MKE CREEREAT
Holz. MAMKRLS AF —¥E/ 7 o—FAiiEe:AoTHLBEOERBRE 2 fEREL L3,
E-a Pl %5y R L7 AML fli3Bickfmshn, E-o Pl XEEEERL AMoL #lidkE % 7
L, [MFTH E-« Pl DRES & UVEHMEKLS A ¥ —C{ENFRELREOIIENIRRHROBEIC R 2 &
ELICHIBEORESMECER L E 2 ohiz. AMRZKEED E-« Pl % Z QRO R E BRSNS ¢
BHICHBEL{EIZ APL TEHMLTEBY, $LANANFCNT 2 EREARERD E o Pl OXE
%45 & APL A0 AM AR CRAMKRD L FITL TET 2R D728, APL TlZEMmMIREP R
BOTHNFF 6T E-a Pl DEENFEOB TV, BRI IAS—C 2 Lb74 7V /5>, 74
7Y > DAEEEY) (fibrinogen and/or fibrin degradation products, FDP) 7 4« 7'V / ¥ Hilk%®
w7tk o FDP AIEECRRIEERL, €/ 70—+ Ak zREw 2BEOREL7 « 7Y v 5
#EEEY) (crosslinked fibrin degradation products, XDP) € Tl —F R RIGHE TR L, A RES
MERE Ao, IOIERE/ 70— FLTEOBBOEIC L L EL 6N, APL fleBWnT
BInEk= 5 2 ¥ —¥ & FDP, XDP BROBEFRER Lz 22 E-« Pl {EL FDP B OMICREERE
REOHMBEENED S, £7APL OHTFIRAIY « a7 ¥ F 75 R VESEVSEEZE, T
BHhETIAIyOEERYEWEEZ SNBEHITIE E-a Pl BEWEIZB T FDP, XDP BEEK
ERLTwE. DEOERLVATBEHRIREOAMKZSI A Y —E¥E2FATEBY, £/ APL TO
FDP, XDP EEICAMIKT S Ay —EREE L T3 HEENRB .

Key words leukocyte elastase, elastase- «, proteinase inhibitor complex,
acute promyelocytic leukemia, fibrinogen and/or fibrin
degradation products, immunocytochemical staining

Abbreviations: ALL, acute lymphocytic leukemia; AMoL, acute monocytic leukemia;
AML, acute myelocytic leukemia ; AMMoL, acute myelomonocytic leukemia ; APL, acute
promyelocytic leukemia; APPAP, alkaline phosphatase monoclonal anti-alkaline
phosphatase ; «.Pl, aproteinase inhibitor ; ATII, antithrombin IIl ; BSA, bovine serum
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BmERT s A5 —YRMFEREEh D L EKa, 7
w577 —+¥4 ¥ttt — (aproteinase inhibitor,
aPD 2EoTHfMaEn, 1. 10EVETHESL,
15A9—+¥ » a Pl &1 (elastase- a ,PI compl-
ex, B-a Pl) 2T 270, PO E-a Pl ZHIE
cENIFHAMKRII A Y —COREOEEL 2 VES
rEZLNE™, HMBRTS A Y —¥iIZEICENIKE
KOBETDH 5, Hx OMLERRE TS EME 2R
TEEBAMKR TCOMBEN LS Ay —EDORERDHT
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MEROBBERERLL TR TSR I VB EOER
¥RLTWBILRUAIL DV EbR T2, MED
M EMRMREE 2N TS 2 &, MEEET
ABEMKED 2525 —EBBHEENE I,
FRTTAI—ERNEREELTT7A TV /T, T4
TVUEAETHIEV R LY, EETRICHMER
LIRS —EHEMT AHEECHOMREREL L TE
ML RS —EBNEBTHEAREENEZ S5,
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aPl 2ERHELZOBEEMAL, 7 —HOPH
THAMK: S X ¥ —LHAkE Hy TR IIRBREAO
IFAY-ERRERABL, TOREEANLEREY
Lz, &7, B S2A9 —PICTRBENT7 1
TV Sy, 747V vERBELL, 74TV T,
747V v EY (fibrinogen and/ or fibrin
degradation products, FDP) # B & ® £ % D
FDP fllE#Ei & I BT BIE M EIEEC &2 o L B EL
747V v EREEY) (crosslinked fibrin degradation
products, XDP) HIEEW c 6 HMEKTL 5 A Y — ¥
KEDARERNED L S CHET I 0ERETLL.
BSRAMKEO 2T HEERBRELBRCEHT

ZAMA B R S 0K (acute promyelocytic
leukemia, APL)®® ¢ FDP ERICEHME = 5 A
S—EHRBPELTVENEI DD THTFIAI Y
AR B I Rz L DRERIIA.

NRE L UHE

.3 =R

MR AMBSSH, EMLSME (polycythemia
vera, PV) 1059 THIME QAT ALEEREE
B % (acute myelocytic leukemia, AML) 114,
APL 144, AMEHERMEMA (acute myelomo-
nocytic leukemia, AMMoL) 3#, S8R ESMm
% (acute monocytic leukemia, AMoL) 3 #l, #RH M
% (erythroleukemia, EL) 18I, &Y v @M
#% (acute lymphocytic leukemia, ALL) 7 #l, 185
BEM A 1M (chronic myelocytic leukemia, CML) 19
BlThsd. HIMBOLZHIIEROFEFEIC L 5 FHE,
MR bR E 2 FIA L R E, 7a—Y 4 F X
bY— i kB EERERREOBEN L LIk o RS
MR B8V TR BEERE & CMUERERITRERIC
BIML , SMERFEAIRE (nadir) 2 TRBEHEL .
WEE L TREEALBIEA L. 285, MEIXME
OFIZHL 1 ED3.8% 2 = fF b ) v A THID
L7z b 0% 3000EEE10 AR O, LEE2SBEL R
v, FDP HIEROMERX bo> Y 5 B L7
A 3 vEEEACERROE I CHRME, 3000E#10
SREE LG, EEESEELLCLORRAVL.

II. EBENFICHT5HAMNBRT I RAEZ—EDORE

BEMPAQBHMERLT S Ay —¥ORHOEEREE L
THMRISIAS —¥ «a, 7077 —¥Af L
y—#HA% (E-aP) xmEEAHTAEL. #IE
ix MERCK #ft (Darmstadt, Germany) O % v + %
WEBEEAER EiE (enzymelinked immunosorbent
assay, ELISA)® iz TiTo72. AIEHOBBSIE LT O
BOTH2. BHEBES L USHBCHERLBREEH
BT SRS —LHEEI—F 4 7 LIR) AF
VY Fa— T MAG0SA vk an— MERBEEL, B
FEHB L e Pl CHT2BEREMLS. [~
Far— MEEREL, BEEMAELLA v F 2 —
Mg, RISEELESE 2. BEERH (UV-120-02, &
B, 1) CTREERHEL, RERLoRESD

albumin ; CML, chronic myelocytic leukemia; E-a«.Pl, elastase-a,proteinase inhibitor

complex ; EL, erythroleukemia; ELISA,

enzymelinked immunosorbent assay; FDP,

fibrinogen and/or fibrin degradation products; FgDP, fibrinogen degradation products;
PCIA, particle counting immunoassay ; Pm-a,AP, plasmin-a.antiplasmin complex ;
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M. RERE

B Ig% O —E8 O EEFNZ ST L T AmFEMEN T 5 X
F—YOREEXMHEAMKTI A —EE/ 7 0—F 1
#i4& (Dako #:, Glostrup, Denmark) % F> 7o il
B TITo7. ERLEEREOFFL0.03% 40
#7 L7 % > (bovine serum albumin, BSA) il b U A
HERREEYE (tris buffered saline, TBS, pH7.4) 12T
o, RISREE, BEENTE®REBLL TT-
fo. A5 4 NERREEER, =5/ - KLy
Wiz 60 EIEZE L TBS 2 TH¥EHE 3 % BSA-
TBS icC7uy > 72 {F>%. FIAMKT > A
¥ — Pk L 04ERGE ¥, TBS w CHIHkE
%, Jiew AfEs o7 ) itk (Dako ) & 3043
Ris&#7. TBS K TRERCERR, 74V 7+
A7y —EHTAHDY 7 xR 7 79 —EEEE
(aikaline phosphatase monoclonal anti-alkaline
phosphatase complex, APPAP Complex, Dako )
LIOAEIR s ®iz. Wiz TBS i THEHE, 7od
V7 AT 7 ¥ —EEBECTISAMRIGS®, g
Bk, AT vIFATEFYY CERARICTRRES
To7 (E1).

IV. APL TORERB/ T X —F—DHE

BEENENEEEREESHL 2 APL 2MRIC
mig> ¢ 7Y 2% v{E, ¥ FDP {&, 1Mk XDP {E
BLUMBHROTFSIAIY @, 7¥F7ITRIVE
&1 (plasmin- « ;antiplasmin complex, Pm-«.AP)
EEHEL:. 74 7Y /% g Clauss & 2 Hw
TEHAEEE (Auto-Fi, Dade #, Miami, USA) iZ
THIE, FDP 37+ 7V 2 ¥ ik B{EL 5
Fw 7 AEREEICT, XDP 3K FE AR RIE &
(particle counting immunoassay, PCIA)™®Z THIE
Lt. Pma AP @79 A3 27 ey 35iE%2HE
FLIE—R EBERER L ta. Ty FTFTALY
T aE/ sa—FUREERWLET VAT v T
v R4 vF ELISA ™ i TRIEL .

V. 247U/ 58 BEU7 47 H{EEER

1. 747V 25 v BEURELT 1 7D v ORE

Bal7 4 7Y /5 Y (R RUFFE, KR) 20.05M b
) 23R 0.15MNaCl &k (TBS) wifEL 1lmg/
m D747V VEHEELE. BELT7 4 7Y >

13 lmg/ml @7 4 7V /7 LR 1086/ml 0%
XIIEF (3 F Y+, KR 10k, 508/ ml 0 ko
v B ($EH, HE) 20x], IMCaCl, 1041 %2z
1 BRI A >~ F 2~~— F UTPERR L, 3000[E3E1053M%
D%, 7oy b 2RO EL TBS CHEREES ¢ THL
7.

2. HILEER

T4 TN FBEUVRELLT 4 TV rEERER
FS5RLvsCICEMRT T X F — 21 THEL
fz. 747V 4 W 1ml & Scu/ml DFF A
Y (ERYHE)S0ul B, BELRT7 47TV LT
12100l IIAT37TCTA »Fa—+L, RIGHER
#%, 154, 304>, 454%, 1WFR, 6 BFRE, 18EFR, 30
BSR4 02 10000842 /ml O 7 7 v F = (Bayel #,
Leverkusen, Germany) 10021 20z TRIE 2 &1L &
®, ThEIhT7 47V ) 5 v 3EEY (fibrinogen
degradation products, FgDP), &ZELT7 4 7V v %
fREY (XDP) & L. BRI Iml D7 4 7V /5y
BB L URELT 4 7V v 2 Bi/ml OHIMK
5 A ¥ —+ (Protogen #t, Laufelfingen, Switzerla-
nd) 100u1 £MMZT37°CTA v ¥ 2_— b L, RIGH
Tath 1 BSRI, 6 R, 18RERD, 30BEREIEIC 1 %KE b
)y v 4 ey — (Sigma #, St. Louis, USA)
100l WTRIGRELLEEE, TAZNEAKLT R

Preparation of c2ll smears

!
Fix in methanol: 40 %formalin for 60sec
| * TBS wash
3%BSA—TBS for 15min
l *
Monocional antibody to leukocyte elastase for 30 min
l *
Anti—mouse |mmunoglobulin for 30 min
l *
APAAP complex (mouse) for 30 min
l *
Alkaline phosphatase substrate for 15min
l *

Counterstain with haematoxylin for 20min

Fig.1. Immunocytochemical stainig procedure
with monoclonal anti-leukocyte elastase
antibody.

PAGE, polyacrylamide gel electrophoresis; PV, polycythemia vera; SDS, sodium dodecyl
sulphate ; t-PA, tissue-type plasminogen activator ; TBS, tris buffered saline ; WBC, white
blood cell ; XDP, crosslinked fibrin degradation products
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7523 vBEUEMKTI XAy —¥ 2L 2HEI
;of%6nkI@DRXDP%ﬁEﬂmgnfuég
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GEBIET 7 v 7 AEERE BE i E (COBAS-
FARA, Roche #, Basel, Switzerland) = TE&E T
% FDP HlE®:, 2) HiDFA4~v—F/ 7 u—F Vil
KBET T v 7 ABERERVT 7 D EETRE & WG
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LATEX, Mabco #, Springwood, Australia)®,
3) JiDDEE ./ 7 u—F VAR BEWEI T I A
BEFEEET VY S —CCERT 2 XDP {IE
# (PCIA, B—L¥ER, BN TH5.

4. BV 72US< AR ALERKE (SDS,
sodium dodecyle sulphate-polyacrylamide gel
electrophoresis, SDS-PAGE)

SDS-PAGE i MY R « U Y VBEW®R T AV,
Laemmli DFEMCRE > TT-72. 4%—-20%D27 5
FLLY MM TIRAEYBLUOAMKT T RS —
Vi TH{E L T8 o hi- SREY % SDS {LREEML
60mA, OATIESREIL 2. ko= -7V Y
7y B THY, FFEY—A—R, TLENDOE
oY 72=v b 2&E A *y b+ (Pharmacia #f,
Uppsala, Sweden) % i\, ZOAFIZ I A ¥ ¥
(212,000), ar=2z a2z w7 ¥ (170,000), B-# 7 7

by —¥ (116,000), tF > A7 =V ¥ (76,000), 7

Ly IvETE ROy —¥ (53,0000 THD.
5.46727mvT7 47
BBk A 5 — LW THLELTHSNLT7 4 7Y

> S@aew o FDP-D SECHT % Fukicis 2 It
MERFNLLDIZA L TOv T4 72T
747V yOEMBETZ XY —-¥IEEYE SDS
PAGE #=t ot ro—ABIZEELY, E%0.05%
Tween il TBS (T-TBS) ic T#E, 7oy s x—
A (KAASE, KR) 2~vv>~bL, 37°C 1 EFfd 4 &~
*ar—pLTTuwF I H2iTotz. T-TBS 2T
Wk, A Fy S —EEBRD S ERE (Stago
%, Asnieres-sur-seine, France) # 100 #FR L T~V
YL, 37PCLESRA v Far—pLJz. T-TBS &
THHE, ~VAF vy —YRRAERCEELES
MxEse, AV EREDoNDB T-TBS T
URIGREIE &g,

VI. #Eatinze

BROAEHELTH L EREETRRL. B
OEHEDEDORERERAMT 2 HEEHIED 2w
tRERFY, FREAHLZLHSEME0RV /¥
285 4 MY w7 Wilcoxon BE %Y, MEMETE
MRS BLUTEEEL L.
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Fig.2. Levels of elastase- & proteinase inhibitor

complex (E-a,PI) in patients with various
types of leukemia at diagnosis. Marked
elevation of E-a ,PI levels was observed in
patients with AML, APL, AMMoL or CML.
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Fig.3. Ratio of E-a.,Pl levels to leukocyte

counts in patients with various types of

leukemia at diagnosis.

Marked elevated

values were observed in patients with APL.
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AML T491+322u g/l (n=11), APL T792+273
# g/l n=14), AMMoL T564+222u g/l (n=3),
CML T716+473u g/l m=19) L zh ZFNEEH I
WLCEELRLEESRED s ®2). —FH,
AMoL 3141+924 g/1 (n=3), ALL (3844554 g/1
m=7) tHEHOFAHCIBEZ L EELEIR DL
Mmoot

BUTEFD E- o Pl % % OO R E MERS
BEHCHE T 5 L, APL T477+£499x10 % g/l
n=13) EEEECMOHMBEEL LB L TEHLT
Wiz, CML Tl E-a Pl 3EEERLI-LDORE
AR T2 hcBET 2 £11.1+9.5x10°°
pg/l (n=19) LEEE L IFZFABRENES L (F
3).

2. {bL¥EEEKBEO E-o Pl HOEEH

AR M35 % APL 1141, APL Ao Atam

2193

E-a1 Pl (ug/l)

0 v

At nadir

Fig.4. Change of E-«,PI levels in 23 patients
with acute leukemia who received remission
induction therapy. Results were given at
diagnosis and at the nadir of leukocyte
counts. O, APL; @, AML, AMMoL and EL.

v
At disgnesis
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L1200 4303 ¥ B E AR E ABRERT 2 & B BRI BE
%L 72 (nadir) £ T® E-a PI EOEB T
TR T . BATRT 2 < APL BIA O A% AR
TIXRERICEE 2R L Tz E-@ Pl 3 nadir Bz
HIEEAEDBITEEL 2, ARTHEYT APL ¢
F11FIE 5 Bl U » ERLIZEED , 6 Bl TidmfEs
FEL Tz, 2025 1FITH L 2 BENC Ay
2B LEET 2 b OXNTH NI,

Wz E-a Pl @ nadir & TOXEE & SMBkE Ol
BREFAN . S5IRT T ELSENTRLE APL I
S OBMER IR TR BMERB OB ORE WL 20
E-o Pl Ep8EMERTONBEEENSH (r=0.54,
p<0.01, n=39), M TRL 7z APL Tl [ ks
BAYLTH E-a PLESEEERTHNSS BESH
7z (r=0.20, ns, n=58).

II. HENKRT T XL —EHREIC L 2 RE060

BEZH BT ARBOB & CBBEEER TIRETEHR
B UL T 2EBNRE & CIFRERDB M R
sh, RFEHRR, Vo %M, BEME, S8,
BRI, ERiadz o LB cas
e (M6). HIEREFC B 2R Tk, E-a,Pl
NEEER L AML FloEEMEEBEcREas
., E-a PIWIE¥E%RL . AMoL il EEMHR
etETho72 (H7).

M. 74 7Y 4y, 747 il

1. {REHERIC L % FgDP, XDP O HIE

1) COBAS-FARA

W7 470 /7 HtkERAWT FDP 2T 5%

oo
o
.

o
.

E-a Pl (parh

P §
[ 1] 1 " 100
WBC (x10%/ 1)

Fig.5. Relationship between the levels of E-
a PI and leukocyte counts measured simulta-
neously during the course of remission induc-
tion therapy. O, APL; @, AML, AMMoL
and EL.
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Fig. 6. Elastase-specific immunostaining of cell smears from a normal subject.
Peripheral blood (A). Bone marrow (B). Neutrophil and promyelocyte stained
positive, but lymphocyte stained negative. Nuclei are stained by Carazi’s
Hematoxylin. (x1000).
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Fig.7. Elastase-specific immunostaining of bone marrows from patients with
leukemia. Leukemic cells stained positive in a patients with AML who had a
elevated level of E-a Pl in plasma (A). Leukemic cells stained negative in a patients
with AMoL who had a normal level of E-a Pl in plasma (B). Nuclei are stained by
Carazi’'s Hematoxylin. (Xx1000).
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HrBLTIRT T A 3 i k% FgDP, XDP i34
B A BAERERE RIGE 2R L 7. Bk
FAY—EIL L 2 FREY)I: FegDP, XDP & b Kt L
FECTHESN S 5 Z EMRENT: (X 8).

2) DIMERTEST-LATEX

FDP @3 BD¥F A v —SHEENT2E/ 70 —7
Mk EEOTEELT 4 7)) Y HEEY (XDP) O
AERETBERETT IRV HEEYDORIGHE:E S
rigd FeDP RFPHEEB Y RIGERE L 27288,
XDP et L TR RO SREY CE Y RIGEEZ R L,
AESEDCONMKIGHEIZET L. 5O T A
y - ¥Rz & 5 FgDP, XDP d@ A & b KISt %R
xirhote (K9).
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Fig.8. Time course of the reactivities of
plasmin or leukocyte elastase-treated degrada-
tion products of fibrinogen (FgDP) and those
of crosslinked fibrin (XDP) which were
measured by COBAS-FARA, FDP assay
procedure using anti-fibrinogen antibody.
©—@, FeDP; O—O, XDP.

Ik ASERHIBEEPIED FgDP KRG %
RE&F, XDP 2w TRAMEIBHETELHEVER
2R U MRS ETT 2 oNEISGHIRET L.
MBS A5 —Yick b 3T FgDP 8 & U
XDP r y KiGL 1 BB TR LBOREEERL 2
(10)

2. SDS-PAGE BXUA A/ Tuw T 4>/
BBk S Ay —¥ 2L BRENT + 7)) VSRR
% SDS-PAGE i TRESHICEE L 2 (H1D). 75
AIVAHMBZEDETEDIAv— BT B L EN
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B PEEYE DA T 2HMETA LT
Uy F 4L TREHEEZERLEIARSFEDL
SESFRICh> TEIE—HRICREBEShINS DS
REEMHSTARIIH L TRIGHEE2E L T 3 2 & AR
ani (K12).
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Fig.9. Time course of the reactivities of
plasmin or leukocyte elastase-treated FgDP
and XDP which were measured by DIMER-
TEST-LATEX, XDP assay procedure using
anti-D dimer monoclonal antibody. @—@,
FgDP; O—O, XDP.
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E-a Pl & Pm-a AP 22HE L D EHEL TWifit
#Hh FDP b B{EEFRELTCWwiz. E-a.Pl, Pm-a,AP
SMEF+ 2L Lbiz FDP bIE#EAL L. EH2u2
WiEs FDP &, E-o Pl BE%2/RL TV 7248, Pm
@ AP BNEETH - ERTHS.

APL Hliz 8T E-o PI{E & FDP fE & OEE+#
HLeZd, MECRERLEERERRAD AR
(r=0.43, p<0.001, n=89, E14). L»L, E
@ Pl 74 7Y /72 EDRIEEEOYERERR
b Mmot (r=—0.16, ns, n=89). APL o
< Pm-a AP ESEE R LD ZDOF T E-a Pl
AR (5200 g/1) EEWEE (<2004 g/1) D 2 B R
> FDP {i, XDP R B LAt Z2WELD E
a Pl {ENBOETERCAELR L (F15).

% =
HIRL S Ay —CREVCEERRER b OBRT

Fig.10. Time course of the reactivities of
plasmin or leukocyte elastase-treated FgDP
and XDP which were measured by PCIA, XDP
assay procedure using anti-D monoclonal
antibody, @—@, FgDP ; O—O, XDP.

Fig. 11. SDS-PAGE of progressive leukocyte elastase digestion of crosslinked

fibrin. D-dimer (DD), produced by digestion of crosslinked fibrin by plasmin,

was shown for comparison.

hours.

Lane 1, 6 hours; Lane 2, 18 hours; Lane 3, 30
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By, EEMECLELRES, FlIZE AT, 3
5ry, FUTFATV AV, 74 TARTFY, T
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20 ARIC BT A RE LTI SRRSO 0 H
PR B PR YRR & o THARER 2R
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Fig. 12. Immunoblotting of progressive leukocy-
te elastase digestion of crosslinked fibrin.
The membrane was immunostained with
antibody to FDP-D component. Lane 1, 6
hours ; Lane 2, 18 hours; Lane 3, 30 hours.
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Abstract

The present study was performed to examine the behavior of leukocyte elastase in
leukemia and clarify the role of this enzyme in degradation of fibrinogen and fibrin. The
concentrations of elastase- @, proteinase inhibitor complex (E-a,PI) were assayed in 59
patients with various types of leukemia. Marked elevation of E-a ,PI levels was observed
in patients with acute myelocytic leukemia (AML), acute promyelocytic leukemia (APL),
acute myelomonocytic leukemia, chronic myelocytic leukemia at diagnosis. In the case of
AML which had a marked elevated level of E-a,PI, elastase specific immunostaining
demonstrated that leukemic cells stained strongly positive, whereas in the case of acute
monocytic leukemia which had a normal level of E-«a,PI, leukemic cells stained negative.
It is suggested that the detection of E-a PI and specific elastase immunostaining are useful
as specific markers of tumor cells of the neutrophilic myeloid lineage and such markers are
helpful in differential diagnosis of leukemia. The ratio of E-a,PI concentrations to
leukocyte counts markedly elevated in patients with APL. During the course of remission
induction therapy, levels of E- a ,PI decreased in parallel with decline of leukocyte counts
in the patients with acute leukemia other than APL. However, the E-a,PI levels were
persistently elevated regardless of leukopenia in 6 of 1l patients with APL. The
degradation products of leukocyte elastase-treated fibrinogen and fibrin could be measured
by conventional assay method of fibrinogen and/or fibrin degradation products (FDP)
using the anti-fibrinogen antibody. However, when these products were assayed by two
newly developed assay methods of crosslinked fibrin degradation products (XDP) using 2
monoclonal antibody, one reacted and the other did not. It is suggested that these results
were due to the differrence of characteristics of antibodies used in these methods. In this
study, the role of leukocyte elastase in coagulation and fibrinolysis abnormalities in APL
were also examined. In the case of APL, there was a statistically significant correlation
between E-@,PI and FDP levels. The concentrations of FDP and XDP markedly
increased in some cases of APL whose levels of plasmin-a, antiplasmin complex were
within normal limits, though levels of E-a,PI usually increased in these cases. From these
results, it is concluded that promyelocyte contains large amounts of elastase which
participates in the degradation of fibrinogen or fibrin in some cases of APL.




