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Sk LRI 1 5 (APL) S 2P BEE LIS (AML) 01T ANTER, FEFABAM L AML-M3 o 42 34 i
(ATRA) JAI7APL, 556 A MR TRICRE AT P BEI (DTC) % 2 %A T B B IR 1 S5 2. ATRAQ 67
RURRY, I LA T 2R SR e (18], EATRAS | S MRS AR Pl o LA . BT 1
9, ARSI T 5] «

1 mPseRl

BER, 264, Kkw. =5, EPEESURN BRBET d 2000410 H4 HANBE, BEA: S A, AFBEdrik: {4
W39°C, FYUHEME, EETMIN; A0 B AL NI 2 ARECE FORER IS, S0 O e, A
RIS R s A N ERSEEA LBl , Wi W BRI, PR A . SEIR =K. WBC 11.3X10% /L, Hb
73.0 g/L, BPC 12X107 /L; ‘% AWK, S8 LR 0. 80, POXYEsmPHYE, FIALH 24
FHPE. 3004 55PCR A BIPML/RARS B Ky FHYE . 2K WANLL-M3a. & A& 46 U/L, WIFRIEEEE903 U/L, FLMMA
fif346 U/L. #iMZPERD ZMK0. 5 mg/LAh, RIFHT . ABLG M&IGYT I FE b i SR 5 WL .

12545 TATRA 30 mg/d, FRATKEATRAVGITIFUAFR AR LR Tl ™ E i, M TREIIFMG S T/ IR AT
% (10 mg/d) . AN REM L . M/MREEIEYT . WBC >15X 109 /LIS BEENR, JWBCIL E#HI7E20 X 109/L
DA o FIE AR, MRS IR o o BB RS I It ifi, - &5 A R 1 S0 A A5 8 ADIC, 4REn T
AN IF 2 RS B L . /DR AR D RS RTT . BRI EHR, 2 NHL. 6 iRk, THuX
Pea R RIER, FERINIEE NV . S5 R MR, 2 Ak S BRD — ARk = oh, HARS AR
W IEH, BERFE. $F19K, AE38.8 C, 3 dja FHEHSFrELE, HESBEREIEE &, SHERT L. #
26 R RIZY, RIUFR, BEERAR . JErtf#tH, RILERE . F29RKINE PR, SR MRRBCIH M
B, T5%Z LAY, 25%3—; BRI R RIS A 306. 70 g/L. 32 RBERI A TE HGRPER
X, RO, MR IOGHAFERTERE X, 28 I o ) A Ik s DX Ry /D e I £ AN B A, I AL 2 SRS A 25
LA AIRSEA L, B Z IR FRI A . S W R ZE . b ERES . BRI 0. 20, T 4Ri0. 43,
ME4lki0. 25, $ERANLL-M3afeili i r2afft. Sbia, DRIM/MRIIE, KRG THEGRTT, JREIEHIER . 36K,
JH BT AU KRF6. 3 cmX 5.6 cm, BN FEHITAUE K12, 0 enX10. 1 cm, [AIBS 2000 i K A, BaK
B 1 HATRA, B R G I, JET 08k, PRI s,

[ H 1986 FF AR FHATRATAITAPL, BT H7 8. MiELur. Bl Ny — B, ATRAZEIRIKR —H) 2
ffif . ATRAVAYT APL AT A g ML AE F R 25 A 1 55 Py Hh A ) f 6 e S, B MR B0 A 4 ZE 22 LRI . Runde s
[1] T 19924F 4R 1 IAPL FE 5 552k 53 R ISHFATRA 45 mg/LJG 8 TR M BAE . XN R E KIS, 55 13 filifesi 3¢,
THFZ20 U/h * kg « b.w. &, RIS, 21 RAPLEE3IRSE 28 Bt K, Runde[1]4ATRAZEVAYT APL LK)
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Tab.l Blood ceil counts, coagulation and fibrinolysis parameters during ATRA freatment

Yem Time (d)

1 3 7 11 14 18 21 32 47
WBC (x10°%L) 11.3 14.5 273 35.7 28.0 15.3 15.3 4.9 14.7
Hb (g/L) 73.0 63.8 65.1 75.0 176 70.4 65.0 81.0 837
BPC (x10°/L) 120 115 19.8 220 43.8 50.7 175 220 317
PT (%) 118.6 1133 142.3 11035 §0.5 119.3 100.0 50.5 63.0
aPTT (3) 315 344 51.9 36.3 38.3 30.3 36.3 35.3 32.3
Fo(g/L) 2.58 1.91 1.42 223 236 2.13 2.58 6.70 3.56
D-dimer (mg/L) 05 0.5 2.0 1.5 1.0 1.0 05 1.0 1.0
3P test e ) ) ® ©) 9] O 0 0

The first day of ATRA treatment was designated as day 1. PT: Prothrombin time; aPTT: Activated
partial thromboplastin time; Fb: Fibrinogen; 3P test: Plasma protamine paracoagulation test
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ik RIS E . HAZ, DombretZ§[6] I, APLIERF(EATHIATRARLIY, ZT4fE R 1 ISty iRtk T o 1 iy = A=
EEEIRAS s ATRAFFREEOG B, AT — L8858 5 T & ke & 2 . Barbui 45 [7] 305 S 45ATRAE FH I R 44
F A A T ARG, A IATRAR] TIRY7 APLIERE 2 - AT AR TE 1, AT REE PR A P (L B RH 70 TRE £ e 4 116
BIANAE ML, AR S TG I 41 B PR RV ZK ST (P ATRA R] B 0 AT (i e 06 P 7 L (1R A 9550 R 4744 B 1 DL

APL [Py E M i CLFR AR AT 4 8 1 JRUALRE . 274 8 (1 50/ SR 4E B (1 0 R = Tt v~ 658 000 D5 ) R 2% o i P[] S
e VAR 43 Bk ALl i BsF i) T K ] A A R S L, ATRAFAE FH A nT e st — 20 It i e 5 (0 &2 2% Pk . TTIAPL )
1k BRI A ST AR ). FTEL, AN FBarbud [7] M AR, LR P O ALt () il P A+ gL, A
R AT &ML IA - /AR 28 ToBESs RPAPLIF) Ik &R R GE AR . AR AR KRR ADIC, A
ATRA 8 dJaffiiZDIC, 11 dJaFdRIAIE, IUAEAENENREZE IR R, H IR S DEE R . HIATRA 19 d)a Bl
DURFB R ZE, 32 AR AEBEGAPLELL > S2MR, 15 FHATRA, (HOMIN CURG, S P45 2 R AR T gk ko il 5
W AET . A HIATRA 15 dIN PIREMIR AR (EH 4 FH 3R, ik 7 AR e . Fogt i b g M B IR R D — 28
(A= Y TR S B2 R (A R s g 1 Ry 3 LTI 311 L 53N T N e 1107 = 1 L3 AN e B S O g SR 7
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