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LEEn, AT -1s BRI (U
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—HBRErET L EZNERIIANMBAFTE »
ELHEEETH, BUBERICL YT Z L3
EAETTREE AN, FH2~3 »An ) biC
FENEIFE EDBDHETH-7247 CML I8
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HHMFCHLERNES2EZEL (BESRT
ELECENKEIIr L LAZNDRETHEZ LI
SHLBRBNAUVEIALE 5> TR,
L724°> T CML g+ 4 > F i3, @A
CBWTIIRER HIE £ 2137 RAGICEIEL S
/AL ILFEERETIE, FLTLLA
EXBITELVETE, ZETTRETAR
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PICH OB ZETL THUBMEICBALRG
LRHNERFEREF RHUT I N8I EY
aEnas,

BB DV TUHESEHEL DT 7o —F 5%
TWIcRiT NNy 22 b o §, B
HEI® % B TSR IHEE L RV ETF o nz &
[QAYRY | IR

EZATEELTPEIRCBYTUT- 2R
Hizs1r 5 CML RAEFRINFEENER, =
NODEFICBTFTRLS 2 NERIC
IV BEDEBEMHRILL T2 Z EhHBEL
2. FZTCRBEENONDERS 1T 72
EZh, BRERE L TREEMHICHwLnE
BIBREATOA Fbhie 6-MPAaHE 1
7255, FOENFEIZ DOVTi34 %7 prospec-
tive study 1217 &3 8B4\,

—HBENESBLVO, hETErlL
THEBIZOWIT 70 —F T3 MEANRE
BB ELREL, JcETEBHGE
BT 2L ICE N BEENDEFHMOERHE
LNAZE2RELTELY, 2ORBRLT
LLBRTRELDTIIAd 1z,

L3I0 EERENRIEIL E bH T ERIEI
A, RTRTCEHMELEZ N TV FEK
DERIZDWT L Y > -F BT (lymphoid cri-
sis) WERICEIND Z EHBHEEH & I 1) 20-2)
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EDBIEIZ DN T ERN—F % BB R
B (AML) ICH3 2480 58 L ViR
RDHLND &I » THRA, 2 THE
TLHEBFIS0EE L ) CML &R 0BE %
DToze<&KL2, ¥4+ CML 08
RO RIASM R I L 2 EF 7 b NS
BHBE 7% Hiatus Leukemicus O FERIC £ - TE&
BE WS N ERIC L, $T—R2 Vin-
cristine (V), Prednisolone (P), 6-MP (M)
ZERHCZEME) g lE (ALL) o #
5 mild ZEFEIC LD EREALBLT S
ZERFEANE L. Z0HERFDOBOEREE
ICISEEBES LD LN LI - TES,
Z ZTEHIL, €k AMLIC#ET 3 % Hif#
REERIC L) BREA%T- 125EH % histori-
cal control & LT, iBFNFKEIC BT 5 CML
REFDEHFEKES retrospective | ket
THIERARRINBBELI,

MEMR LS UICHEFE

B LR35 2 MR E I ABEm#aE L 72 CML
BENI L, BEF45FE 1A L DEEFISEE3 A
Fic aigimfl & 2R E N 72530 2 AFFER R & L
7z (£1), 2 B2906), L24HBIT, F4i215

AT

~7TF (hR{EIF) TH-72, FI536% %
2 )= ¢ & Hiatus Leukemicus NEFEN I &

# 92 Criteria for Hiatus Leukemicus

1) Mybl in P.B and/or BM = 20%
(Leukemic Blasts)

or 2) Promy in P.B = 30%

Promy in BM = 40%

or 3) Mybl + Promy in P.B = 40%

Mybl + Promy in BM = 50%

Mybl: Myloblast, Promy: Promyelocyte
BM: Bone Marrow, P.B: Peripheral Blood

WENAEBTIEICLI N BEREBHENLE
1 #2161 &, Hiatus [3RZHAL Ty,
RKICRT L ERARMERY CEDWTE
BB E N BIERFICFIT2. R TH]
HizDoWTid, B4I—ELEEEDH B N-
CD, DMP, NCDP 7% ¥ AML ic#7 % &6
AL N EREARE YRGB - ABESH)
(B3 :%&2, 22~384, HRfE28d) &, VP
$7213 VMP %4 ¥ ALL i #3423 mild 7 i&%&
L) EREAZEAL - BELI6S (B10: &

#1 Patients characteristics and its classification

1) 21 cases with

hiatus leukemicus

53 Patients with CML

in Blastic Crisis

Male 29
Sex<

Female 24
Age; 15-77y

(med. 41y)

1) 32 cases without

hiatus leukemicus

First Induction Therapy

A) NCD, DMP, NCDP «-ccrevveennenee 5 cases
< B) VP, VMP «cerrermeimininaniaannn, 16 cases

A) NCMP, DCMP, NDMP,
DMP, NCDP, NCDVP

N: Neocarzinostatin, C: Cytosine arabinoside, D: Daunorubicin,

M: 6-Mercaptopurine, P: Prednisolone, V: Vincristine
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723 Criteria for Early Diagnosis of Blast
Crisis in CML

a CML o3& EHBID 72 HNEHE

1. major parameters
1) BEERICIERL, SAMERE KD,
FRRBICEEART 2 ME

2. R F -3 EHIcHT 2 Mybl=5%

3) KM 722 ERICEHT S Promy.=220%

4) AmeyRahk R

5) FHZ ) L oo@ER, £ OB

2 . minor parameters

1) RETHEORE#H (38TLLE)

2) MRk oA

3) HmEm R

4) RETHHAEM (KRuzk#EH3005LLIT)

5) M/ MREFER (10FLT) F2i3%E%
(3005 LL L)

6) BUAAEICIEINT 2 g MEE HREM
(5LLE)

7) KiluF 723 FHT o basophils &R
(20% LA E)

8) HHizE# “dry tap”

9) CRP ik

10) NAP fE &5 (score=100)

b CML fatt&ftor REAz2Hk i

1) major p. A 3IEBELLE
2 ) major p. 2IHE LA E+minor p. 1IHELIE
3) major p. 1B L. F+minor p. 3B I
4) minor p. A 5EBL E
Ut budFhsricEisl 2354845818
ELEH LT 5,

6, 26~714, HhRAES0E) icald, #BEER
{2 » NCMP, DCMP, NDMP, DMP, NCDP,
NCDVP 7 & AML (C #7 2 s& /17 LR
Eio LD ERBEALRAT AN (B4 1 &
7, 26~624, HR{E37A+) & VP, MP, VMP
o2& ALL ic#3 3 mild 2 B A% A
ZZBEE21F (B12: &9, 15~77F, T RIE3S
T) AT T EBFEMREBRETL 2,
BEDEBENRNOHEEEIZELIEICOWT
i3 Canellos?® (C# L TLTH I & EH.
DL E#(CR) | BIENEL, RiFL TIZFEK
BLUBIESERE.L, Hb12g/dl Ll E, WBC
12,000L4F, P115X10* LA E, —FERMETIZHF
5 %LLT & e DITITIEFICEVERIE, &

#% 4 Chemotherapeutic Regimens utilized in
the Treatment of 53 Patients with CML
in Blastic Crisis

Drugs Standard Dose and

Regimens Schedules per course

VP Vincristine 20mg/body dayl (iv)

Prednisolone 12-20mg/kg day1-7(po)
MP  6-Mercaptopurine 2.0-2.5mg/kg day1-7(po)
Prednisolone 1.2-20mg/kg day1-7{po)
VMP  Vincristine 20mg/body dayl (iv)
6-Mercaptopurine 2.0-2.5mg/kg dayl-7(po)
Prednisolone 12-20kg day1-7(po)
DMP  Daunorubicin 08-1.0mg/kg dayl-4(v)
6-Mercaptopurine 20-25mg/kg dayl-7(po)
Prednisolone 12-20mg/kg day1-7{po)

NCDP  Neocarzinostatin 400u/kg day1-4(iv)
Cytosine arabinoside 1.2-1.6mg/kg dayl-4(iv)
Daunorubicin 08-1.0mg/kg day1-4(iv)
Prednisolone 1.2-1.5mg/kg dayl-4(po)

NCMP  Neocarzinostatin 400u/kg dayl-4(iv)
Cytosine arabinoside 1.2-1.6mg/kg dayl-4(iv)
6-Mercaptopurine ~ 2.0-25mg/kg day1-4(po)

Prednisolone 1.2-15mg/kg day1-4(po)
NDMP  Neocarzinostatin 400u/kg day1-4(iv)
Daunorubicin 08-1.0mg/kg dayl-4(iv)
6-Mercaptopurine  2.0-2.5mg/kg ddy1-4(po)
Prednisolone 12-15mg/kg day1-4(po)

DCMP  Daunorubicin 08-1.0mg/kg dayl-4(iv)
Cytosine arabinoside 1.2-1.6mg/kg dayl-4(iv)
6-Mercaptopurine 2.0-25mg/kg day1-4(po)
Prednisolone 1.2-1.6mg/kg day1-4(po)

NCDVP Neocarzinostatin 400u/kg day 3-6{iv)
Cytosine arabinoside 1.2-16mg/kg dayl-6(iv)

Daunorubicin 0.8-1.0mg/kg day3-6(iv)
Vincristine 20mg/body day2 (iv)
Prednisolone 12-20mg/kg day1-6(po)

5\ (3 hiatus %k L& %H CML o) & #&ic
HiEL 1254, OTELEM(PR) | MiEIx %
BRETHLEALHELSL, RKELFNFRSE
& R EREER D A3 B A TEIRAT D50 % LT 12 i
LY B9, BHBDOFERD WEHIEERATN25%
PTicimd L 72354,

—FHFENBIIOWTIEIHETED - BERY
B 1 HDFRENT XTI R L 72354 % CR,
major parameters %*1 ¥ H % 72{Z minor pa-
ramaters 7° 2IJHEREL T\ 5546 % PR, #1
Ptz (F) x L7z,

1B BT 3 [ERO B ILFFRNERKIC
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DV, BEREA LD AL - XL iREL L
ULt %0 7 — i & 3 IR B,
Eo¥y }, RERE 70 7Y >, BEamoH)
YoSBRME L LIk 2 RAERENFE2) HYP
H Nl EEIC & 5 Terminal-nucleotidyl trans-
ferase (TdT) FEHEOBE, KMt (18
BN X 24 (G) £42ikx+72) > (Q)
FREEIC & B RERFITVL L 2T, 207
NEBHR LM% K7z,

W X B &

1. BABX% Hiatus Fakikic St {Lr g
FBRRE L 2EBIC 31T 2 AR
A) AML - #75 2 £HIGFRAMBEIC L ) EigE
ARBRELERRE (1 - AR) nBs
1) MREH : 5 FOES, %A, BEREHL
ICEREE L USRI IR L 7 4035 & s 4R B
DEZGE, EREACH LN BRE, G
R, BENZHL LOEFHML & s —FEX
TYTRERSNDTELTHS,. Tibb5HH

AT

BiE& T 728, Zo#FER CRICELBUEYS
B EALBLDREMLOATH), o4
FlizvThdy CRE2Z PROEELHLFT,
EREAFEIEDLHEE N, THLLE
SEMEE|T1/5(20%) TH-7z,
3) REEOEFHM s 56lhrRkEL2
Wr X T SR T 5% TORMIL, RF18 4 H, &
FB4S54 ATHY, Z0OHIYEIZ3.6 r ATH -7z,
B) VP £7213 VMP #a7%c &» ALL ic#$ 53
BRI L) EREALRSL ZEFR-B
) 0%e
1) SREF 16BN ES, KR, BEEH
CEHIZHBRL cHFaLFRROBSE, &
RREEA LOMEFIRMEL YHMSIh sl
¥ KEABEOREZENILE- vty FBLUE
ERE 7 7)) ok, i NALL-ImE & K
B¥ A Mlan e, Feko TdT Gl B
ERMIC BT 2 REaHRENE—F i & —EL
TRRTBHLERE6NTETHD, LBIEF2,
3, 5, 147 4 Bli3 BEBIE LD BE TR

%5 Chemotherapy for CML in the Blastic Phase with Hiatus Leukemicus

I-A Group treated with NCD(P) or DMP

Peripheral
Bonemarrow blood for

Blasts Promy Blasts Promy first
(%) (%) (%) (%)

No. Name Age Sex

induction

Regimens

1 HK,. 28 m 10.0 41.6 3 37 NCO
2 YF. 38 m - - 20 1 DMP
3 T.M. 32 f 13.8 29.0 29 17 NCDP
4 MA. 25 f 50.6 10.8 42 4 NCDP
5 HS. 22 f 8.0 47.2 5 38 NCDP

IZHER 5 2T R T
»HY, fEH 4 IIHLH
S LREr2MENE
tewponse [0 Aess.
crisis(M) BEREFICHERAL
CR 3.6 j 72 ZhE Mg R D

1.8

Median Wik, FTEREIC

F

F 1.8 3.6M

. 18 BWTERI2, 14, 15,
o 16T TG IR

BICHRLT 5 A

CR: Complete Remission F: Failure —: dry tap

FEH| 1 & FEH 5 (ZFICKE M B L BRI BV
TRk ENT 28, EH3 LIk
BRTHN, ZhbiznTInivHhY s mye-
loid crisis ic B ¥ A FEFTH -7, ZHcHFL
HEFI 2 EEEBI4 I BT BFERND A £ - X LW
EEEER iz BT 5 3ERNMEMKIZ, retrospective
IZAB L) RFRBETHY), A XL -
+RiE L BEYET, Wb 5 lymphoid crisis i
LT3 EBbNEEFTH- T,

2) ERE . b 5FICHL VTR Y Dau-
norubicin # &€ ZRIGFRABEIC L 2 EREA

RyFRE ) EAEA
EoXINRY Y- N: =g 2
BOBETH-72. ZDAL « XAFERIZE
ZARIIMZ, NN FxL F—ERENDRERY
e THEFHICEMFRETH S LHEESN
DIXEFII~16D6BITH D, FEH1 ~10%
TOWBTNTNL Y >R L HEI NI,
KIZINEFHROREHEIc D>\ T E-uvy
b, RERE 707 > (Sg), H) >kl
# (Anti-NALL-) o4 3 Ris%k &2 REL
BLESNBITH 7225, Z05H2, 3,
4, 5, 8BLUD6 BT TNE Null cell
B o3RI s HIE 3 Nz,
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%6 Chemotherapy for CML in the Blastic Phase with Hiatus Leukemicus
I-B: Group initially treated with VP or VMP

Case Age _%$EE%TIE'§EJIE_ Morpho- __§yzfgsg_ﬂg:%%%??____ (67{08 zgggiosome zgssgn:$ z:;;igél
o e T T o e i D R BT T
1 E.N. 30/F 50.0 8.0 Ly 1.1 15.0 4.0 10.5 - CR 8.7
2% S.K. S57/F 88.4 2.6 Ly 0.7 88.0 43.3 43, 45 CR 17.0
I+ YU, 26/M 64.6 4.8 Ly 53 11.5 78.4 10.9 46 CR 12.0
4x** T.T, 45/M 88.2 2.2 Ly 1.1 92.2 8.5 46 CR* 24,2
5** E.F. 62/F 92.0 0 Ly 0 87.9 - - CR 10.0
6 M.M.  69/F 62.0 2,0 Ly - - - 46 CR* 5.5
7 H.S. 56/M 68.8 8.8 Ly 8.0 14.0 64.2 45 CR* 8.0
8 T.T. S1/M 74.4 4.4 Ly 1.0 17.0 45,0 - 45 CR* 16.0
S.A. 44/M 51.0 6.0 Ly 1.6 11.0 2.1 46 PR* 2.0
10 I.Y. 48/M 85.2 0.4 Ly 1.0 89.0 14.9 45 F 5.0
n K.H. 71/M 52.4 1.6 My - - - - PR 1.0
12 Y.Y. B58/F 19.4 39.6 My - 1.7 46 F 3.5
13 M.N.  40/M 28.6 19.0 My - - 46 F 1.0
14**  M.K. 41/F 2.4 §3.2 My 1.2 0.8 46 CR 5.0
15 M.T. 32/M 7.6 43.0 My 0.8 0.9 - 47 F 2.5
16 S.N. 71/M 1.2 35.8 My - - - - PR 20.5

Ly: Lymphoid My: Myeloid CR: Complete Remission
CR*or PR*: CR or PR comfirmed with chromosome analysis
—: not done BC: Blast Crisis

KicglumMiae TdT BRI ELZD
216BIF 9B TH - 2h%, Fn) bEFIL, 2,
3, 4, 7, W0o6BlizwThyEEEN LS
#38s TdT BEzHIES 1, EHFI, 12, 14
O 3FUIEHE L HES Nz,

—FINs AMRFROGEBEARTTZ2 X LE
1o 16FHP 2B TH - 22, FDNIHE-F
CHL T2 Bk AEER6ICTLL, K2
f&tk (hypodiploid) # R L 7z DI EFI2, 7,
8, 10;m4BITHY, IE2EEK (diploidF7zi3
pseudodiploid) (313, 4, 6, 9, 12, 13,
UNTHTHN, &21E4 (hyperdiploid) i3
BN 1 FlDATH -7z,

2) EEEE . 16HILlicd L VP Bk ld—
8 VMP ki L D M EREARE LT 72
¥R, fiozMERcE O CRICEZEL:
FEFNZ 9B TH N, SELEREIT/16(56.2%)
L4, CRElD S LER4L, 6, 7, 835
U PROEFI9 I BV TZV FH L BHEANIC
2O LN ERAEKOKIEYE Phl+ o M ERE
i3 PRl da %), whW3 cytogenetical
remission % /RL 7> (F& 7). PR #lzERF9,
11, 160 3HTH N, EHELHESINIZNIE
#10, 12, 13, 1504 BlDATH -7z,

PR: Partial Remission
**: early splenectomised
sIg: surface Immunoglobulin

F: Failure
**%: presented as blast crisis

TdT: Terminal Transferase E: E-rosetts

3) RE#OEFHM | BISTE 3 AXRBREIC
B3 b eEFNBENZES L NEFH
Rz, HEL.0+ A» 6%E24.2, AICRU, P
BE26.74 BTH -7, % CREIDAIZ DN
TREBICRETT 2 &, BED LOEFLHHIES.S
~24.25 ATHRIE.OF AL, 88
#1 £ LN EIETHH16H]% 5 $1(31.3%)
L7,

% b A-B WiEic BT 2 23EL 5D EFHM
FRRTHERINTELTHD, BEICBY
THL P RIERLEH L2,

1. BfZkiEdic L) atEhe 2HL, B

HIERE AT » 72 EBNC 31T B IGHRE
A) AML ¥ 2 $HIFEBREIC L ) ERE

A*BBL 2ERE (II-AK) DBe
1) NREF  L1FlnES, Wi, 2ERN2
BROIRBL & 7% » 2 BEEREEK F 72 3B (R
ERHZMEEZLONR) 2—RBERRT L&
KN THD, TabbIERHiRHN
B E L -T2 —F— L LTI, BEHE
WICIEH Y 5 MBEH K, k77 Hiatus (3R
LT WwhiikigmE 22 B8 BT 2FKkZ
ZIRETBHERAOEMER 2 R T LN Er 72,
2) ER®E . Znizxtl NDMP, NCDP, DCMP,
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£7 EROIC BT D VP BREREOREBERIT NCMP, NCDVP 7 &
Case Name Karyotype Karyotype @}ﬁ]{#)ﬁﬁ?ﬁﬁ"%‘ﬂ&
No. before treatment with VP after treatment with VP
LNTWBH, TN
a.  T.T. 47, xv, Phl, +pp! 46, XY, Ph’ R CRIZEALBLD
6. MM. 46, XX, Ph! (3EEFI5, 9, 11N 3
46, XX, Phl, -4, +£(1;4)(q22:031) del (7)(q)1) 46, xx, pn' oA TH-7, PR
7. WS, 45, Xy, Ph:, -7 : 2EFI4, 7, 10003
46, XY, Ph 46, XY, Ph _
8. T.T. 4, xv, pn! BT, Y 5HIIT
a5, XY, Ph', 20, -21, i(9q), t dic (20:21)(q)3;922) 46, XY, Ph’ nbEREHEZI N,
9.  S.A. 46, XY, Ph: 3) REXNOEFTHM:
46, XY, Ph', -6, +t(1;6)(q25;925) =5
46, XY, Ph', -15, +t (1315)(q12;p11) 46, xv, ph’ BENLU L DIET
TOHABIZ 2.6 A~
100%TTT-""1 22.84 A{HR1E6.04

// Group I-B: initially treated with VP or VMP (overali)
l“
i

e Group 1-B: initially treated with VP or VMP {(Responders only)

===

o Group 1-A: initially treated with multicombination therapy
>
2 1
5 504 |
w .
-
g (I S
8 H
—
5 !
i I
! | 1
0 1

3 6 9 12 18 24 30
Months from Blastic Crisis

1 Survival Curve in CML in the Blastic Phase with Hiatus Leukemicus

# 8 Chemotherapy for CML in the Blastic Phase early diagnosed without Hiatus Leukemicus
Group II-A, initially treated with Multicombination Regimens

Case \one Age/Sex Parameters used for Early Diagnosis of Blast Crisis ’Ifﬂlnt':agzl Induction ilvl-;:\w“
No. Regimen, Response BC(M)
1 \ 48/M SP(#+), P3-B1 6.0%, PB-Ba 25.0%, EM-dry, PBC 227)(104, P1t 5.9)(104 NOMP F 2.6
2 JM a7/M SP{#), BM-dry, CRP(+), Neuralgia NCDP F 3.2
3 MK 21/M SP{++), PB-B1 6.0%, PB-Pro 24.0% NCOP F 1.5
4 MF 48/M PB-BY 12.0%, PB-Pro 23.0%, P1t 8.7)(104 DMP PR 3.9
5 KI 37/F SP(#+), BM-B1 11.2%, BM-Pro 23.2%, Neuralgia NCD CR 5.5
6 T 60/F BM-B1 9.6%, BM-Pro 26.6%, CRP(+), NAP 156 NCDP F 6.0
7 M7 34/F PB-B1 16.0%, BM-dry, CRP({+}, NAP 152 NCDP PR 7.1
8 KY 34/F PB-B1 6.0%, BM-Pro 30.4%, Neuralgia, Bleeding DCMP F 7.1
9 SY 26/F SP(++), PB-Pro 23.0%, BM-B1 5.2% NCMP CR 8.7
10 NT 36/F SP(++), PB-B1 9.0%, BM-dry, Ph'+&% NCDVP PR 1.1
11 EK 62/F 8M-B1 6.8%, BM-Ba 27.2%, RBC 293)(104, P1t 303x]04, B8M-dry NCOP CR 22.8

SP(##+): Chemo-refractory huge splenomegaly, PB: Peripheral Blood, BM: Bone Marrow, BM-dry: BM-dry tap

B1: Leukemic Blasts, Pro.: Leukemic Promyelocytes, Ba: Basophils
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R) Th-7z, “B8CREINENIT 5.5~22.8
A (hE8.7,- A%, RE#R1IELUL

OEPEFFIFHF1H (9.1%)TH- 7=,
B) VP, MP, VMP 7 & ALL ic %7 % i&#5:
It D EREALRMEL - EFRE (I1-BE)
2825

1) sHREF : 2B DT ABERBEIC T L

—RBRRTDLEERINDELTHD. Tibb

919

BENBYLM OB E L - 1o KT A —F —
COWTRBABENRICE(ICERLERIIR
Db hh ot RIZERS, 11, 1790 3 Fli
WTRLMBRHICRREEKHENERTHY,
FEM) 113 Banti KwE BN T, F/-EHI18IL

SEERILH B TENEFNTER L ST 2ER
ThHa.

2) B . MP, VP, VMP )\ Fhdic & 1

%9 Chemotherapy for CML in the early diagnosed Blastic Phase without Hiatus Leukemicus
Group II-B, initially treated with VP, MP or VMP-Regimens

Case Initial Induction Survival
No. Name Age/Sex Parameters used for Early Diagnosis of Blast Crisis Therapy from BC
Regimen, Response (M)
1 YK 53/F PB-B1 5.0%, BM-dry, WBC 51,300, Pit 95xi0* Mp CR 37.3
2 ut 24/M BM-Pro 31.2%, PB-Ba 21%, WBC 190,000, Neuralgia MP CR 43.5
3 7 35/M Sp(+#+), BM-Pro. 32.2%, WBC 105,000, CRP(#), double Ph] mp PR 21.6
4 M 26/F Sp(++), BM-BY 8.4%, EM-Pro. 27.2%, double Ph.l MP CR 20.0
5 Y0 25/M Sp(#+), WBC 53,000, CRP(++), Fever)3s°C Mp F 19.3
6 v 60/F BM-B) 6.42, BM-Pro 34.8%, PB-Ba 20% MP CR 19.0
7 MF 38/F Sp(#+), BM-B1 5.4%, BM-Pro 23.0%, WBC 79,000, CRP(+) YMP PR 17.2
8 TO 47/F Sp(#+),Ly-Node(+#+), BM-Pro 30.8% VP CR 15.0
g A 45/M Sp(++), PB-B1 9.0%, BM-dry, CRP(++), Fever) 38°C Mp CR 13
10 KY 15/M Sp(+#+), BM-B1 6.8%, BM-Pro.21.2, RBC 256x104 VMP PR n.z
1% MM 20/F Ly-Node(++), WBC 88,000, PB-B1 6.0% vp CR 13.0
12 RU 56/F Sp(++), PB-B1 13.0%, BM-Pro 22.6%, CRP{++), NAP 185 Mp CR 10,0
13 SS 62/M BM-B1 7.0%, BM-Pro. 25.4%, P1t. 7.1x104, CRP () VP PR 9.0
14 SK 52/M Sp(#+), BM-Pro. 23.2%, WBC 117,000, CRP{+) M-VP CR 8.5
15 Yu 77/M Sp(#+), WBC 78,000, Neuralgia VP PR 8.0
16 EK 21/M Sp(#+), PB-Ba 24.0%, RBC 211)(104, WBC 263,000 MP PR 7.8
17** MK 43/M Sp(#+), PB-Pro. 25.0%, Bleeding(+) vp CR 32.0(+)
18* SF 21/M BM-dry, WBC 102,000, PB-Pro. 29%, Neuralgia VP PR 6.8
19 SS 29/M Sp(#+), BM-Pro 29.4%, Neuralgia, Tumor Formation, VP F 7.8
20 SM 66/F BM-B1 10.8%, BM-dry, Neuralgia, WBC 53,000 VP PR 6.0
21 1Y 21/F Sp(#+), BM-dry, CRP(#+), P1t. 3.5x104, Fever»38°C VP F 4.1
* early splenectomized, **presented as blast crisis, "**Ph](-), BM: Bone Marrow, PB: Peripheral Blood,
Sp(#): chemorefractory splenomegaly, Ly-Node(#+): remarkable Lymphadencpathy, B1: Leukemic Blast,
Pro: Leukemic Promyelocytes, Pit: Platelets, 8M-dry: BM dry tap.,
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STUDIES ON THE LONG-TERM SURVIVORS IN CHRONIC
MYELOGENOUS LEUKFMIA AND THE CHEMOTHERAPY OF ITS
BLASTIC PHASE
Part 2 Studies on the Chemotherapy of Blastic Phase of CML
Nakayuki KITAGAWA
Second Department of Internal Medicine, Okayama University Medical School

(Director: Prof. I. Kimura)

To improve the effect of chemotherapy of chronic myelogenous leukemic(CML) in
blastic phase, the following clinical analysis were conducted.

1) The present study consisted of 53 adult patients with CML, who were registered
to the 2nd Department of Medicine, Okayama University Hospital and diagnosed as
blastic phase between from January 1970 to March 1980. There were 29 males and 24
females, and age ranged from 15 to 77 years (median: 41).

2) These 53 patients were divided into 4 groups. i) Group I—A (5 cases) was
diagnosed as blastic crisis(BC) with hiatus leukemicus(HL) and initially treated with
multicombination chemotherapy such as NCD, DMP or NCDP regimens (N: Neocarzino-
statin, C: Cytosine arabinoside, D: Daunorubicin, M; 6-Mercaptopurine, P: Predniso-
lone). ii) Group I-B (16 cases) was diagnosed as BC with HL and initially treated with
VP or VPM regimens (V: Vincristine, P: Prednisolone, M: 6-Mercaptopurine). iii) Group
II-A (11 cases) was early diagnosed as BC without HL according to our established crite-
ria, and initially treated with multicombination chemotherapy such as NCMP, DCMP,
NDMP, NCDP or NCDVP. and, iv) Group II-B (21 cases) was early diagnosed as BC
without HL and initially treated with VP,MP, or VPM.

3) Complete remission(CR) rate of each group was 20.0% in Group I-A, 56.2% in
Group I-B, 27.3% in Group II-A and 47.6% in Group II-B.

4) Median survival and its surviving ranges after BC of each group were 3.6 months
(1.8-4.5), 6.7 (1.0-24.2), 6.0 (2.6-22.8) and 13.0 (4.1-43.5). Median survival of
CR-responders was 3.6, 10.0, 8.7 and 17.0 months, respectively.

5) The rate of one-year survivors of each group was 0%, 31.3% 9.1% and 52.4%.

6) In conclusion, the most ideal approach to prolongation of the survival period
of CML patients after entering BC is i) to diagnose BC as early and accurate as possible,
and ii) to treat these patients initially with rather mild regimens such as VP or VPM,
instead of aggressive regimens with multicombination drugs.



