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ultiple myeloma (MM) is a systemic malignancy of plasma cells
that is highly treatable but rarely curable. AHSCT is the therapy
of choice for the treatment of MM patients. Although recurran-

ce of disease remains the major cause of failure following AHSCT with re-
lapse rates approaching 80%, secondary malignancies have been recognized
with increasing frequency (1.6-4.5%), especially MDS and AML.1-3 It has
also been suggested that high dose therapy may play a direct role in the de-
velopment of second solid tumors following AHSCT, although much less

Metastatic Breast Cancer. Occurance After
Autologous Hematopoietic Stem Cell

Transplantation for Multiple Myeloma:
Case Report

AABBSS  TTRRAACCTT  Multiple myeloma is a systemic malignancy of plasma cells that is highly treatable but
rarely curable. Autologous hematopoietic stem cell transplantation (AHSCT) is the therapy of choice
for the treatment of MM patients. Although recurrance of disease remains the major cause of fail-
ure following AHSCT with relapse rates approaching 80%, secondary malignancies have been rec-
ognized with increasing frequency (1.6-4.5%), especially myelodisplastic syndrome (MDS) and
acute myelogenous leukemia (AML). It has also been suggested that high dose therapy may play a
direct role in the development of second solid tumors following AHSCT, although much less in-
formation has been published on the risk factors for second solid tumor development. Herein we
report the first case of a metastatic breast cancer occuring after AHSCT for a multiple myeloma pa-
tient in remission for 6 years. This case report serves to demonstrate that clinicans should consider
metastatic breast cancer as a cause of lytic bone lesions mimicking relapse of multiple myeloma. 
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ÖÖZZEETT  Multipl miyelom (MM) plazma hücrelerinin, yüksek oranda tedavi edilebilen fakat nadiren
kür sağlanbilen, sistemik bir malinitesidir. Otolog hematopoetik kök hücre nakli (OHKHN) MM
hastalarının tedavisinin esas unsurlarından biridir. OHKHN sonrasında tedavi başarısızlığının esas
nedeni %80’lere ulaşan oranda hastalık relapsı olmasına rağmen, tedavinin geç komplikasyonu olan
ikincil malinitelerin, özellikle myelodisplastik sendrom (MDS) ve akut miyeloblastik lösemi (AML),
sıklığı da artmaktadır (%1.6-4.5). Yüksek doz tedavinin kendisinin de OHKHN sonrasında ikincil
solid tümör gelişmesinde rolü olabileceği öne sürülmektedir. Biz burada OHKHN yapılmış olan ve
6 yıldır remisyonda olan multipl miyelomlu bir hastada gelişen ilk meme kanseri olgusunu
sunuyoruz. Bu olgu aynı zamanda multipl miyelom relapsını taklit eden litik kemik lezyonlarının,
klinisyenlere metastatik meme kanserini düşündürmesi gerektiğini de göstermektedir. 
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in for ma ti on has be en pub lis hed on the risk fac tors
for se cond so lid tu mor de ve lop ment.4 He re in we
re port the first ca se of a me tas ta tic bre ast can cer
oc cu ring af ter AHSCT for a MM pa ti ent in re mis -
si on for 6 ye ars. This ca se re port ser ves to de mons -

tra te that cli ni cans sho uld con si der me tas ta tic bre-
ast can cer  as a ca u se of lytic bo ne le si ons mi mic -
king re lap se of MM.

CA SE RE PORT

In Oc to ber 2000 a 57-ye ar-old wo men was ad mit -
ted with a re cently oc cu red his tory of se ve re back
pa in, fa ti gu e and we ight loss. Tho ra co lum bar mag-
ne tic re so nan ce ima ging (MRI) sho wed os te oly tic
le si ons on Th12 and L1 ver teb ra body. Bo ne mar-
row bi opsy sho wed 70-75% plas ma cell in fil tra ti on
(Fi gu re 1). Se rum IgA: 3400 mg/dL (8 ti mes hig her
than nor mal) and re nal func ti on tests was nor mal.
The pa ti ent was di ag no sed with sta ge II IA MM. Af -
ter ra di ot he rapy of Th12 and L1 ver teb ra the pa ti -
ent re ce i ved 5 cycles of vin cris ti ne, ad ri amy ci ne

FIGURE 1: Bone marrow biopsy with plasma cell infiltration (200XHE).

FIGURE 2: Direct radiograph of thoracolombar spine shows compression in
Th11-12, L1-2 vertebra body.

FIGURE 3: Bone marrow biopsy. Epithelial tumor is infiltrating intertrabecu-
lar areas (40XHE).

FIGURE 4: Breast biopsy. Infiltrative ductal carcinoma cells are invading adi-
pose lobules of breast parenchyma (100XHE).
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and de xa met ha so ne che mot he rapy. In Ju ne 2001 af -
ter high do se melp ha lan AHSCT was per for med.
With mothly pa mid ro na te (than switc hed to zo led -
ro nic acid) she was in comp le te re mis si on un til Feb-
ru ary 2006 when she ad mit ted aga in with back
pa in. Di rect ra di og raphy of tho ra co lom bar spi ne
sho wed col lap se of Th11-12, L1-2 ver teb ra (Fi gu re
2). MRI sho wed lytic le si ons in Th11 and L1 ver-
teb ra sus pec ting re lap se of the di se a se. But pro te in
elec trop ho re sis and se rum IgA le vel was nor mal
ran ge. Bo ne mar row bi opsy sho wed a tu mo ral in-
fil tra ti on, that was fil ling in ter tra be cu lar are as. Tu -
mor was in epit he li al morp ho logy with a
des mop las tic stro ma (Fi gu re 3). Im mu no his toc he -
mi cally, ne op las tic cells we re ex pres sing es tro gen
and pro ges te ro ne re cep tor, ke ra tin 19, ke ra tin 7.
But, the re was not po si ti vity for ke ra tin 20. Mam-
mog raphy and com pu ted to mog raphy was per for -
med for de tec ting the pri mary tu mor.
Mam mog raphy sho wed 1.5 x 1 cm  ma lign mic ro -
cal ci fi ed mas ses, one in the cen tral and the ot her in
the in fe ri or midd le part of left bre ast. Ste ro tac tic bi-
opsy was per for med and in fil tra ting duc tal car ci no -
ma of the bre ast was di ag no sed with po si ti ve
sta i ning for es tro gen and pro ges te ro ne re cep tors
and ne ga ti ve sta i ning for c-erb B2 (sco re 0) (Fi gu re
4). Tho ra sic com pu ted to mog raphy sho wed mul tip -
le mi li met ric bi la te ral pa ran ci mal me tas ta tic no du -
les in the lung. In ima ging stu di es no ot her
me tas ta tic re gi on was fo und ex cept lung and bo ne.
Af ter six cycles of pac li tak sel and ca pe ci ta bi ne che-
mot he rapy she was fol lo wed on aro ma ta se in hi bi tor
and zo led ro nic acid the rapy. The pa ti ent is re lap se
fre e for over a ye ar re gar ding both ma lig nan ci es.

DIS CUS SI ON

Be ca u se MM had be en di ag no sed in this pa ti ent,
the ima ging stu di es and her cli ni cal fin dings 5 ye -

ars af ter AHSCT po in ted to the re lap se of the di-
se a se. But af ter eva lu a ti ons se con dary me tas ta tic
bre ast can cer was di ag no sed. Af ter AHSCT es pe -
ci ally MDS and AML was se en as se con dary ma-
lig nan ci es, but se con dary so lid tu mors was se en
ra rely (0.5-2%) in the li te ra tu re.1,3,5 The risk for
se con dary ma lig nan ci es in cre a ses by ti me. Af ter
AHSCT the in ci den ce for de ve lo ping se cond ma-
lig nan ci es va ri es bet we en 2.2-4% for 10 ye ar, 6.7-
11% for 15 ye ar and me di an ti me 50-68
months.2,3,6,7 In our ca se 61 months af ter AHSCT
bre ast can cer was se en. The lar gest se ri es of stem
cell trans plant pa ti ents (au to lo go us and al lo ge ne -
ic) re por ted that tho se pa ti ents who we re less than
10 ye ars of age at the ti me of trans plan ta ti on ha -
ve ac cu mu la ted a 60-fold hig her risk of de ve lo -
ping any se con dary ma lig nancy and a 33-fold
hig her risk of that tu mor be ing a non he ma to po i -
e tic so lid tu mor. The risks all re ma i ned sig ni fi -
cantly ele va ted for each age gro up, with the
ex cep ti on of the risk for so lid tu mor in in di vi du -
als who we re mo re than 40 ye ars old at the ti me
of trans plan ta ti on.6 Our ca se was 58-ye ar-old at
ti me of trans plan ta ti on, so may be a co-in ci den ce
of mye lo ma and bre ast can cer. 

The bo ne me tas ta sis of bre ast can cer can re-
semb le the bo ne in vol ve ment of MM. The re are 5
ca ses of me tas ta tic bre ast can cer pa ti ents who we -
re di ag no sed with MM af ter fol low up, but one pa-
ti ent had both tu mors synchro no usly in the
li te ra tu re.8-11 In our pa ti ent bre ast can cer de ve lo -
ped af ter MM. The re is a ca se of bre ast can cer that
de ve lo ped 68 months af ter AHSCT for a Hodg kin
lympho ma pa ti ent.3 This is the first ca se re port of a
me tas ta tic bre ast can cer oc cu ring af ter AHSCT for
MM pa ti ent, and its pre sen ta ti on mi mic king mye-
lo ma re laps me rits con si de ra ti on.
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