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Clinicopathologic Studies on Myelofibrosis

Keiichi NEMOTO, Keiichi HOMMA and Yoshihisa OHNISHI

Second Department of Pathology, Niigata

University School of Medicine

Tadashi KOIKE and Akira SHIBATA

First Department of Internal Medicine,

Niigata University School of Medicine

Clinical and morphological findings are described in 44 patients with myelofibrosis.
Idiopathic myelofibrosis was subclassified into three types: acute, chronic and interme-

diate type.

Acute myelofibrosis (AMF) presented with the following clinical character-

istics: pancytopenia, fibrotic bone marrow, abscence of a splenomegaly and rapidly

fatal course. However, we concluded that it was heterogenous disorder including myelo-

dysplastic syndrome, acute megakaryoblastic leukemia, erythroleukemia, strict case of
AMF and so on. Association between megakaryocytic proliferation and myelofibrosis

was suggested in several cases.

Key words: Idiopathic myelofibrosis, Acute myelofibrosis, Acute megakaryoblastic

leukemia, Panmyelosis.
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7o PPO & LU MPO BBHE3FER & RIS BHIIC K10 2
FhEEMEE —IE L TR LLDOTH S, EFIERM
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BHE RN A . FEEHE OB 25 TRy
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Him (4 Doy, K[EZME, Mg, Breid
DED LRI,
3. FOIEHNOBREER
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transformation (RAEB in T) 16, M6 7 M7 »¥f
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CHET A &, HIRRFE IR R L, 1 BEAC
B NEEAER L e Thebbh, BEOEMAIMm
ROME 1| [OMBBO BB LM L 3R 0, Bl

BET AL ESFEOMBENEE L ULV 50, L DIFERN
HiZb, BHOEREELEE LTk, fHEmEs
BRE ST, 2ok i CML o &M
L MDS @ overt leukemia BT L 1-fEF OH
HHCEDL v ShBEREVTR S AR
DORE L IR THB 2 L0 6, R oG MR
TORE % base & LB OIE DK KB O AHEM:H
#%. CMF oHIFLOEEIBREECL IRy,
Silverstein 5% {1 165614 8 (4.8%), Bi&® (333
Bl 34 (9.1%), Bouroncle 50 {320% s 228 LT
WA,

—7, AMF i} Lewis 5" ¢ malignant myelosclerosis
OWEC L VEBEhLERTHS. £OH%, Bearman
L3 LFABRORES & D THRE LCER, 502N
HAEEH B, Tichh, © W nEEY, @ &
MRS d > THBE, @ B dry tap
(BRERRAEL) ©, 3 REOHROBIEE, © MEOK
, ® BWBERERTHL. 46 AMF & LTHRE
L7 FE BN b BB A PLINERE D & B s (b 2 R
L, BEZEDh - 125 CcH 5. AMF 0K
AU 88 12 i @ Panmyelosis B & Blastic cell
Predominance Bo2®ch s, Lirl, Zoficd
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BRI AMF 8% 8 L, K PPO B Ek
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B, MO EMR A RBD I ER S TH S,
—7F, AMF OEB#O 1 > THLHEL SV ThS L,
RHIE S i o im b b BY, SRS
Eiw LBEORENS O THRES .. #-T
BRIRMERE 2B B b i e R BB A 2 B4 5 &
CMF, AMF kX O # o hEIgER o 3 Bl o4
Lr#E2 . Ehic AMF RO, &MEER
MmHBER XN % heterogenous KB TH L. LMY
EEIRREE SIERER S LTE B A, T,
fibrosis syndrome, II. chronic myelofibrosis syndrome
WKL, §iFic MDS, M7, AML, ##ic CMF,
oM AR R Y FO TV 5.

Wi M7 oiliicdic b, PPO, Gp Oblla, 2V
T 7 & e OMESRLEE T T 5. BretonGorius
5120 9 PPO B3 Ek & B EREFER & RE L TLUE,
FERSTEAERAME, H501E AML & 3hicHil
W M7 & LTHREIRA LDk, L, PPO
DL, Gp Iblla RHEVIET HEM O IFERH H
LTV BERG M7 @b, FRESROGEMROT
WA D OEBALECTH S, BE, SEMELIES
OHIC SRR PPO BMESERIEINL M7 2i%ED
MIRERIT, EBFRC HbF % XU HbA s
iRL, M6 EEBZORIEANFE L. Fi, M7
12 de novo M7 Dixh, MDS @MEaEHEREAEBER
BT LICER, BidomE AMF @523 2E
hEMEGEEThAERT FOMEREEL Y c—~CL
LADORE 1 THAH, EHIE M7 I MY L&
¥ AERS, R EHMERRO L BT, BRI

acute myelo-

BN

BEAUBHER ML
K-S sk
ato

R ARIR T

B 1

KA ORERE % L - TV ZIER, 5 VIR PLBBE S %
B ARG EDEE Lis, CO&, M7 ZHMEBE
BEROBEETLI0E, Lo loRENED
NBED, EITHOBEHIRE TS 5 TS 5
B BB e B L, BRIERERE OBEMNER
Ehtwsd, Thbh, FHEEROMRERND o B
CEE A NS R EUR BT o RS R oo B % {7
T B ERBEIRAY, TR, M7 FEHEECE
BERAERE 2 & 00 530, SHEOKRE T L BB EERY
Bl & SRR (L OB 2 7R ZREBIAEAE L. Lo L,
TR CBHEREREE L0 TE L A BRI
B FAE L, BHERSEE YR E T3 CML,
MR IMEE, 1TP 7 & Tl BBSME L Bar ki &
&, BESMELOBF OIS RoOMBEEE L 5.

V. & 2

CMF 8 ##&#, b5 AMF 12 HEO R,
A SD BRI B L2480 % SR B
B#EL, UTolHr k.

1) SREBERMEE CBEE, A BIUW
FHOPBEINEE L.

2) Wwhwi AMF OREMME T Panmyelosis
& Blastic cell Predominance A TH % 1,
T OMMOMME S BT AERLFE L.

3) AMF %% sk L a5 &, HEBc
MDS &¥Mr & hi-fEROE D, M7, FREIIE, CMF
FOFER, BEO AMF L Eh 5% 2 i WERI
ENH D, heterogenous LB L HET X .

4) M7 i3 de novo M7 @& h, MDS, B4E
BT ERE D © OBITH, M6 & OEFIEES, BX
U AMF 8% B34 26Kk & 0FE L.

5) EEEREAEL & FEEE BRI O MBI A R B



oM RENHRESHESHEEDS Y vEY Y L 613

BH L b,

BECENOWRELTF SR AEE - HNE, BN
AFFEEL, BEIAA v 2 —BEmRE, BIrERE

PO RHB L E T
¥l MBE RANEE SEE CR-ES
BH OBATRENCES L E T
2 £ X MW

1) Lewis, S.M, and Szur, L.: Malignant myelo
sclerosis. Br. Med. J., 1: 472~477, 1963.
2) Bergsmann, K.L. and Van Slyck, E.J.:

myelofibrosis. An accelerated variant of agnogenic

Acute

myeloid metaplasia. Ann. Intern. Med., 74:
232~235, 1971.

3) Bearman, R.M., Pangalis, G.A. and Rappaport,
H.: Acute “malignant” myelosclerosis. Cancer
43: 279~293, 1979.

4) BEEE, BF H, ¥EH B, KME—, BERE
— EROEHAGEHELRE 2 o~ v 1eG (k)
MfEx» 2L, #AEme &5 ETHEBYHE LK
FEB RN O— BRG], BKIME, 23: 1713~
1718, 1982.

5) Tanaka, N.:
Acta Haem. Jap. 26: 301346, 1963.

6) BISHER: BHUBHMTEORE BRSH, 66: 27~
60, 1976.

Pathological study on myelofibrosis.

7) BAEE, BEE—, XME—, XEHRA, KBE
B, MEEMDF, /b IE, ¥8 B SHEH
HHEE TR L, BMEHMERFREAnFEGLE
Uiz 1/h B SRBE & BRAR, 6: 963~970, 1988.
Dameshek, W.:
myeloproliferative syndromes. Blood, 6: 372~375,
1951.

9) Silverstein, M.N., Brown, A.L.Jr. and Linman,
J.W.:
evolution into acute leukemia. Arch. Intern.
Med., 132: 709~-712, 1973.

10) Beuroncle, B.A. and Doan, C.A.:
Clinical, hematologic and pathologic study of 110
patients. Amer. J. Med. Sci., 243: 697~715,
1962.

11) %8 B BJOEMGHE GEREF) wouvT.
ERPRIMAE, 29: 2394~2395, 1988.

12) Breton-Gorius, J. and Guichard. J.:

localization of peroxidase activity in human

8

—

Some speculations on the

Idiopathic myeloid metaplasia: Its

Myelofibrosis:

Ultrastructural

platelets and megakaryocytes. Am. J. Pathol.,
66: 277~286, 1972.

13) Breton-Gorius, J., Bizet, M., Reyes, F., Dupuy,
E., Mear, C., Vannier, J-P. and Tron, P.:
Myelofibrosis and acute megakaryoblastic leukemia
in a child: Topographic relationship between
fibroblasts and megakaryocyte with an a-granule
defect. Leuk. Res., 6: 97~110, 1982.



