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Ph! 2@ {k[B14, terminal deoxynucleotidyl transferase (TdT) EFMESEOAMKH
MADBEKRBERL-2 EFIERBLADT, TORELIRTLIBHEREML TH
&E¥35.

2/EGIE bFMM - FHICERMOHIFHI RSO, SMHANKLLTZEONE
mFEREAWTAESELD, BRICESEho7. RBEAHICT Ph! L&EHNIEH
&h, TAT HE% FLACE &V, @EBHMEANDK (CML) O 2k &b £1,
vincristine - prednisolone (VP) % diiTLIchRISLEL, €4 14hH, 8HhAD
BBTERLECLA. C026iE, Ph' ek, TAT FUSECNAT, SEERESE
FIVREZR G EDEERZRED, BICHE2HCHEVTIESSICKREM - BHEPICH
REROERBEEOMIEE RS MIRBELN BETHDI LMD, CML O aMiEkh
Bhbhd. H1HICOVTHE, PhBEREALKOTTENNEBRENDH, EREE Pht 3
BHEIEETSILEND Ph BHAMANROBENFARNEOMTREZHICES ah
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Two cases of acute leukemia, positive Ph! chromosome and increased terminal
deoxynucleotidyl transferase (TdT) activity are described. Both cases were initially
diagnosed as acute leukemia with undifferentiated pathological cells in the peripheral
blood and bone marrow. These patients failed to respond to several trials of
chemotherapy. Then,based on findings of positive Philadelphia chromosome and
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increased TdT activities, these cases were treated with vincristine and prednisol-

one (VP) under a tentative diagnosis of the blastic transformation of chronic

myelogenous leukemia (CML). The therapy, however, had no effect in these

patients, who expired 14 months and 8 months after chemotherapy. Neither

patient had splenomegaly or basophilia. In the second patient, however, various

mature cells and minimal thrombocytopenia were observed in the peripheral blood,

which suggest lymphoblastic transformation of CML. In contrast, in the first

case, Ph! positive acute leukemia was suggested. However, the disappearance of

the Ph! chromosome after complete remission, which is characteristic in typical

cases of Ph! positive acute leukemia, was not observed, because the first patient

failed to respond to chemotherapy and did not attain complete remission. Thus,

the proposed diagnosis of Ph! positive acute leukemia was not established in the

first case.
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Table 1 Laboratory data on admission

(Case 1)
Peripheral Blood ESR 75/1h
WBC  3.9%10%/ul
Blast 209 | CRP 1.0mg/dl
N. Band 1% Blood Chemistry
N. Segment 8% Bil 0.6 mg/dl
Lympho 1% GPT  181U/L
RBC  228x10/ul GOT  24IU/L
Hb 7.4/ ;“ LDH 279 TU/L
Ht 20.4% Alk-P 64 TU/L
Ret 0.6% TP 5.7 g/dl
Plat  0.5x104/ul AG 13

Cho 157 mg/dl
ChE 233 IU/dlL
Crn 0.8 mg/dl
BUN 17 mg/dl

Bone Marrow
N.C.C. dry tap
MGK absent

Myelogram
Blast 96.09% UrA 3.5 me/dl
Lympho  4.0% Serum Fe ug/dl
TIBC 324 pg/dl

TdT 48.41nmoles/1x 1C®
cells Na 137 mEq/L

PPT 12.4(10.8+0.6) # K 3.9mEq/L

Cl 103 mEq/L
PTT 24.3(26.3+2.5) %

Fib 370mgy/dl
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ABEREE : MF 128/88mmHg, {415 36. 8°C,
OFHEYL/ & B, B 25 o SR Mt %
b, FUHEBCRAEED INTK ) v ik
BEfRAL 7o, RBRRSEL RS EA MR, IRIRE
e RA DI Tz, LT - B2 LR
Wit <, DHERET Levine 3/6 D INMEIAMES %
CBEEL 7. FRREHE PR BT 4 Bk, BE
EREx @i, s,

ABeRr s siiE (Table 1): RM M ©H MER
3900/mm?, =05 b iFhEkiE 9%, FEmE
e ARBOREHT 5 REFRY20%BD. F
Bk peroxidase Yufty 35 & O PAS JufafattT

Hoto. IR FEERHEL X RBDbhT
M otc. WIZHEE, NAP score [ZHIEI T

Isuhy, 1 4E 0 NAP score 11 270 (control
263) T H o 7o, UM ER 228 10t/mm?, Hb
7.4g/dl, /M 5, 000/mm?® TH 7z, BAHEEE
Bk dry tap Thorehd, BHEHC B L
FEE A RIS & RROHF RS 96 ZiR D7
(Fig. ). A£Ric X5 BHB<x, BEKT

Fig. 1. Bone marrow findings (Case 1)
Wright-Giemsa stain x 400

A A B0 BEERGEMAAD HMIH L ARFER
&, EBRROEFRLY RDl. L offt, LDH
279TU/L L BFE L5 2 o e LIV A5 2 B T
IR il

HRRREE (Fig. 2): BREFRO FEL R
THoteds, FEMBLIOBEHTRL Y &4
BIM%R & 2 W L, daunorubicin - cyclopho-
sphamide - vincristine - prednisolone » %%l

PEREE S 3 7 — VT L 7223, SELiEMIE

Fig. 3. Chromosomal study (Case 1)

Table 2 Laboratory data on admission

(Case 2)

Peripheral Blood
WBC  267.2x103/ul |

Blast 61.0%
Promyelo 2.0%
Myelo 2.5%

Metamyelo 3.0%
N. Band 1.0%
N. Segment 0.5%
Lympho  30.0%

RBC 228 x 10%/ul
Plat 9.0x 104/l

Bone Marrow
N.C.C. 83.4x10%/u1

MGK 14/pl
Myelogram
Blast 64.0%

Myeloblast 2.25%
Promyelo 5.75%
Myelo 1.75%
Metamyelo 0.75%
N. Band 0.75%
N.Segment 0.25%
Baso 0.25%
Proiympho 3.50%
Lympho 19.25%
Proplasm 0.25%
Erythroblast

Baso 0.50%

Poly 0.25%

Ortho 0.50%

M/E ratio 70:9

NAP 192
(Control 164)

TdT 188.3n moles/1x
108cells

®
PPT 9.7 (10.8+0.6)

®
PTT 24.3(26.3+2.5)

Fib 399 mg/dl
FDP 10 pg/ml
ESR 110/1h
CRP 6.3 mg/dl
Blood Chemistry
Bil 0.2 mg/dl
GPT 5IU0/L
GOT 10IU/L

LDH 266 IU/L
Alk-P 76 IU/L

TP 6.6 g/dl
A/G 1.44

Cho 129 mg/dl
ChE 266 1U/dlL
Crn 0.9 mg/dl

BUN 20 mg/dl
Serum Fe 198 ug/dl
TIBC 277 pg/dl
Na 137 mEq/L
K 3.9mEq/L
Cl 99 mEq/L
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BEAERE: MRAI354E, SR THIEIhic. 104/pl THRAGM & FRED RFELFEK 64 % %D

RIGE: BinFmEkL. #- (Fig. 4). NAP score i3 192 & (38 EH

BURIE: FARISSEI0R WA X b &4 BRI, Thote. My 110/hr, CRP 6.3me/dl & k
AERIEAMEL, 11A8H XY 7°CHDM 5, LDH 2661U/1 LNl T\ fed, Zof
BB L e EEARE. AMBkMEEiE  ORERBICIELZZRDRr 1.

HIhYphic ABRL . R R (Fig. 5): KMy X OB B AT
 ARERBLEE: MF120/72mmHg, (kiR 37.2°C,  RX v &MV v AifiE (ALL) & gL,
OIEE88/ B, /IMEIHADERMEY v HiE
B &5 Bt BEEERE PEEAM
B, BEREECERZED ok, B HhE
CIREENE S EERL . OFXET, M-
PR & DT AlEn T E I o 7.

ABeE R (Table 2): RIGMTHMER
P3267.2x10%/mm?® LEBEL, D5 bRER
e B ERR A 61 % Wb fo. HFBRIL peroxidase
Ytapatt, PAS BB CTH - 7o, HFIAEK « #F
YRR ST TR TR o 1o, ARIMER 228 X 10t/

A

mm?, Hb 7.7g/dl, /Mg 9, 000/mm?® &1 Fig. 4. Boﬁé marrow findings (Case 2)
hd WO xED. B HEMREL 83. 4% Wright-Giemsa stain x 400

Clinical Course (Case 2)

mix} L-Asp [
veR b+ dverl ) ver| VR )| VeR] | ,
CPMM M Ms-nvﬂ Ara-C
Pred |:| (][] = o o
WBC 4004 BM4
x10%/pl x 104/ p1
—WBC
3001 ---- Blast
200
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Fig. 5. Clinical course (Case 2)
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Fig. 6. Chromosomal study (Case2)

vincristine, prednisolone, cyclophosphamide,
%\ ~T 6-mercaptopurine % 7- methotrexate
YHAVTHELRY, BRCELR T,
i getathodr (Fig. 6) 2ffTLicL
5, 22FBREMAEDORYN I FCEET AT
fy Ph' etk B b, 7 TAT 188.
3nmoles/1 x 10° cells & F B inm % R f
%, CML 0 ) vkt aMEmitdEx, VP
B2 1T, S X b cytosine arabinoside
NIRRT , M/MRIRAIT X BB
M7=, AL D #8 » AOEBTIT L.

3. % S

Borges 5,% Fortune 5% 7% 196242 CML
DLkERe L Bic % Ph S BHER
ME% MEL T LK, %< o Ph' i aka
RN HEIhT W5, Catovsky B X 5
&, Ph! Retatko HBHE X 2E kSR
(AML) @ 2~3%, ALL ®25% & IhTw
5%, ¥, BEEC Ph! Rafky RHLCY
LW HELH D, SEEIE Ph! ekl S rett
HEmEBMAARORME THEEIND LOTHIE,
AML, ALL X5k BHIIEROER L IR T
WA EREEIC b Pht efaff R S h THRE
IV ERRTVS. D Fe, FHITIAD
DREGID FIRD B & LT, (1) CML 13FfE
DO W X v IEFC VB Pht etk LSt o
Yl KB 2 - T\ B DT, Phl MMl
10° W3 5 LIRS SR\ BEPE D& Fpo & 5 7B
ek LB E, CML OfFBE R T,

AML % %\ Mk ALL 23%5E 3 5. (2) Ph! B
MERERa & EH ML T3 5 bic Phl
MO EETICH 5 IEF MO b Ficis
BENRETS, LORBEBRITHDHH, &
DROZLHCOWCTHETSEAI TS
EIXE 2T\

Peterson 5™ ok 5 Phl' BB & ¥ B M
FERDENIEE LT WDEEL BB,
Bloomfield 5® %, SE& &M RC Ph' (BRI
ODHEMETLLCRHEETLHI LRI 5T,
CML o &M bl &ix8 b Rig 5 Pht
B EmEsH 5 LTS, RELY
X, BRI EMEAOEIL Y, Pht BiES
WA & CML o&tkint, FHCigiaix
DB ELHEEFL, (1D 10cm L EDE
DOFFEE, AML Tik5% icxtl, CML o0&
MELTIZT0% L ET H v, Ph BHEEES
MHETE 163 Bdled 7. (2) CML D&
MR LTI, 50% LA BT iFEFEERIES 2% R
Shnn, Pht BHEadAmE ikl fld @A
Bhich oz, (3) Pht BBd&adE AR T
SRR R O e D Z &1k CML ©
aviEbs BT HD, LBXTHD. &
Az, Phlpgdadtk|aimfE ik B giHc Phl &
PR A E MBS 20 LB L, CML &
RN H L NG Yefatk RE R Ph! etk o
unusual translocation 23%\ & BT 5.
#1 T, Ph![Eik ALL @ #:# 1%, Ph! B
AML L TWBELTWS.

TAT 1%, EHA TRERY ¥R FE
Y, WIRY v R0 HT70%, BEEMao
1~5%cRHEh, THEOHSLBET—E
Mz Hi8l3% DNA polymerase D—f& TH
5. LU EFR- T, null cell D%
%35 ALL ® CML @V v FER#E: Zikizib
BilizE\ s TAT FEHEORDO IS EFADH S 2
ERMEIRTED, hb TAT Bk,
BIBEE rrE VIRV BREEY FL, vin-
cristine & DOPFREENERR TS Z L% W&
XhTWB®, Marks 51012 X % & 50T
» CML o &tz 1k f < 1k TAT BHERESID
78%z. vincristine, prednisolone FEENHR)




A&z TAT &E, [EAMROBRKRERY & 7 Pht [BiED 2 6] 427

TH ok s 5,

STRED 2ERICIL S & o TEEX N
TA B E, Wright-Giemsa Ge AR D [ IifiKE
R AES L O peroxidase Y aMfr B, IE
B2 Tik PAS R[5, IHI WEME D
- TAT ®wfich s & kb, ALL Ebhb.
Z 0 2EFIOFBE T, (1) FEERELH?E
Hbhhisy, (2)BENBED LR, (3) vin-
cristine - prednisolone ® 2 E7\~L, Th%
SULHKIGAREC GLE, (4) TdT &
HTHB, DARTHS. ¥, HEHELLT
&, (1) RER 2 @ik, RAM, BEEG CBRIER
ROL&FABMEOMIENR DN B, (2) FEH
2 TR MR A EE T, ZHid CML 0

X

vAEREEEERILOREBTI (EDLR D,
ERBEFL RS, U EXDEM 23, FiEE
BIM%, MEY R SDOD, Vv AFEREEH
FHROBAEXRT CML 0 ZHiR(bx by,
SEGFI 112 2\ Tixt CML o & kiE(t & 13 Blo
Ph' Bk, TdT FfEo &tk Y vk AED
AREMEAER XA, L L, WHERIE HEEK
BT X o Th BENELRT, EERD
Ph! geafkifkrn Bd BN 5 &5 Ph S
MEIME D7 DDRWORDENBLIT, |
ZOEINI RETHD. 48, HLO EMNEY
#FhoDo, CML o &Mix{bfils Ph! HiEaE
EIHE O KX LML T W&\ & Ex
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