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Two Cases of Myelofibrosis Mimicking Malignant Lymphoma in Computed Tomography of
Abdomen: A Case of Autoimmune Myelofibrosis associated with Systemic Lupus Erythematosus
Showing Extensive Lymphadenopathy and A Case of Chronic Idiopathic Myelofibrosis with Focal

Intrasplenic Extramedullary Hematopoiesis
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Myelofibrosis results from stimulation of bone marrow stromal fibroblasts by fibrogenic cytokines
elaborated by neoplastic or reactive cells in the marrow. Chronic idiopathic myelofibrosis should be
differentiated from secondary myelofibrosis resulting from bone marrow involvement of malignant
lymphoma because these diseases have different therapeutic strategies. Myelofibrosis in systemic
lupus erythematosus is an uncommon but well-recognized complication, and identifying an autoim-
mune myelofibrosis is important in diagnosing this benign cause of myelofibrosis. We report two cases
of myelofibrosis presenting the clinical and radiologic findings that mimicked malignant lymphoma -a
case of autoimmune myelofibrosis associated with systemic lupus erythematosus showing extensive
lymphadenopathy and a case of chronic idiopathic myelofibrosis with focal intrasplenic extramedullary
hematopoiesis- and discuss the importance of the clinical information and radiologic findings for the
pathologic diagnosis of myelofibrosis. (Korean J Lab Med 2004; 24: 352-7)
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Fig. 1. (A) The bone marrow biopsy section at the time of diagnosis shows a variable range from slight to marked reticulin fibrosis (Grade
I-111) with mild megakaryocytic hyperplaisa. (B) After 7 months of steroid pulse therapy, no reticulin fibrosis is found on biopsy section (Reti-
culin stain x 200).

e BolAu AAZARE v H7E 2R F71= AlF 5 5 AGAl Zesiof & SAPE B gl
& e T8 A"EE A7 thEEeltd, 5] od F 8739 tste] v FstaAt gt

CIMF9] H]50]% PSPz FlAM 71ed 5AHE02

2 el WY AHe a3 ] Eohe @ANNTE CIMFR

e 9EFE Al He 297t Sttt g

AR TA "]'7‘]‘(systemlc lupus erythematosus, SLE) 2] 73

O
s

4
4

53]
=

i)

T tre] SRlell A HEHQ] Y B S SASHE X B8 1. MMM B ED ARE APTTHAMNETERS

7] Rz GARE SLEE 94lsle o Btk Jeu, SLES] 94
P 2 HAEA B A, AFHE w9 treaim6], B 484 A7 FAle o B 55 FAE Ulgste Al
g 243 s WA e P2 0] =20 o) u|AgE Pt AAPY &33skel 84 (fluorescence anti-nuclear antibody)
v} P = EHZ=(lymphadenopathy) 59 YAAS Hole 7 1:2560, homogenous %A} 2 anti-ds antibody A} Ao =Z
S7F EBIERE 2] A dEFIe] S 97, 8], 59 SLEE et Wy 2 oA 75.‘4%_} zold 3R, e
SLE® A7Hae whe-3) #este] W8, datas 5 98 39 ARH Al 3E 9 2555 FAE Ydsinh AAA
# oS &3] FukalE2[9] SLES A¥E AP ZFA AP a7 A EY, diEAAARE P4 86 g/dL,
frod A o] AHFHOE o] FolAA] s 7FsAol T WP 7950/ ul, AT 45000/ Lo TN =LA E}
HEE A AR B OARISH 22 QA & A2 d F(elliptocyte) 9 7HAA B (acanthocyte) 7+ #HEE = ¥
FH ARH HIolgs ZHA FoA o] AT 9o, FAYLS 2 WAl (leukoerythroblastosis) o] FH2E $Th
=& Fgets DA ARdelAE 1 g8 7+ BER2E 3 Ak B39 (computed tomography, CT) 7
7] dek 2ev 29 et S dxddey AP AT S A7, e, e el oy gy
27, 278 21 R I 2RSS TS 5FAA A= 5, FE A= B B BEEo] ol digh T Ase
E A gt AR oA Nt HAeHY AAE X 2 F=F Aol AdEA FFEAAAE A Yol I
e g2 AAAAE a2 olsfstoior gtk FeAEA 2 o FAE RS He] FUoH ERAAY AT 7
°ﬂ’\1 FTART Ao A& AT B 2FAY VeH B ugk S7kek A ATl 271 3 B4 B e (pleomor-
2 olelof] FFART AL AN F e HF AUy F phism)°] #FHJATt FFAAZA A AT F7te oA o
A -CIMF, d2F3 22 da5ge =4 A £5F % ol Fot A=) AgAfEol HAEAHGrade -1 (Fig. 1A).
ofgt oA FFART, AHHIEFERS 5 & AR A Ee F3el tEk F7HE Slste] Al Mz
A AL AFE A5ekst Qoid HE $83 9 &4 A3} CD3, CD5, CD20, CD7%0 42l AEE w$- =
uE Zheth EA #2590, CD34, PAX-5E &4 WS Btk 44
AAEE AAstdZ Y A7 vl E2E WS fARE HxA oA PBAEE 9] Al EE myeloperoxidase 3 ki-67
gejo] F9]x8g Hel CIMF 1919} SLEA B3 TEA of o WS Btk FFYAZE Al GaA BAA) 20
i F o A gu10] AHaAEsdRS S Mol B8 T4 5 3709 AEAM hyperploidy7F #2 A ]



354

Fig. 2. (A) The peripheral blood smear shows some tear-drop cells (Wright-Giemsa stain, x 1,000) and (B) the bone marrow biopsy sec-
tion shows cellular depletion, and marrow fibrosis and osteosclerosis, typical findings of the fibrotic stage of CIMF. There is no evidence
of malignant lymphoid cells. (C) The reticulin stain and (D) the Masson’s Trichrome stain show amarkedly increased reticulin deposition

(Grade IV) and diffuse collagen fibers, respectively.

Fig. 3. Axial enhanced CT image shows two well-defined low atten-
uation lesions in an enlarged spleen with no paraaortic or pelvic
lymphadenopathy.
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