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ABHOPMAJTHOCTU XPOMO30OMA 17 KOJI BOTECHUKA
CA TIPUMAPHUM MUJETOOUCIUVIACTUYHUM CUHIPOMVIMA:
VHIIMIEHIIVJA Y BUOJIOIIKY 3HAYAJ

Hparomup MAPVICABJBEBU'R, 3opan POJIOBI'R, Munena IITAHTW'R, Aurenmaa HOBAK,
Becna BOPBHEBU'R, Bragumup JIASAPEBII'R, Hapuuka BOIIKOBU'h, Munmuna YOJIOBU'h

Muctutyt 3a xemaronorujy, Kmiunuku nenrap Cpéuje, beorpan

KPATAK CAAPXA)

Linre paga je aa ce yTBpAM YYeCTanocT 1 BUOMOLWKM 3Hauaj abHOPManHOCTK XpomMo3oma 17 kof bonecH Ka ca npuMap-
HUM MUjenoancnNacTUYHUM cuHapoMmuma (pMDS). Kaprotun hennja KOCTHE CPXKK aHanM3npaH je Npu NoCTaBbarby AvjarHo-
3e Kop 271 bonecHuKa. YTBpheHo je fa 162 6onecHmKa UMajy HopmanaH KaproTtun, a abepaHTaH Kapuotun 109 6onecHwKa
(40,2%). Kop 13 o 109 6onecHwika (11,9%) ca abepaHTHUM KaproTunom bune cy NpucyTHe abepaumje xpomoszoma 17. AbHop-
MasnHOCTV XpoMo30oMa 17 ko neT bonecHuka bune cy npucytHe y dopmu jeaHocTaBHuX” abepaunja. Ko asa bonecHvka (RA-
EB-t u CMML) ca arpecvBHUM TOKOM BonecTn y nuTary je buna del(17)(p12), pok je kon asa 6onecHvKa ca ctabunHmum obnu-
Kom RAEB 6una npucyTHa nHTepCTMUMjanHa feneumja fyror (g) Kpaka ca pasnnumTiM Taukama npekuga: (21, g23) v (q12;
G22). Kop neTor bonecHuKa ca RARS, Koju je ympo ybp30 No NMocTaBbarby AnjarHo3e of nocneamnua LMToneHuje, AnjarHocTu-
KOBaH je 130xpomo30m i(17)(q10). AOHOPManHOCTK Xpomo3oma 17 bune cy 3HaTHO Yelhie y ,KOMMNEKCHUM” KaprOTMNOBKIMA
v yTBpheHe cy Ko ocam bonecHwKa: der(17) Kog YeTvpK, MOHO30MMja XpOMO30Ma 17 Ko fiBa 6oNeCH1Ka, a Kog no jeaHor 60-
necHvika del(17p) n i(17q). NpexuBrbaBare 0BMX HOeCHMKa 61O je BeOMa KPaTKO, YriiaBHOM 360r 6p3e neykemumjcke TpaH-
chopmauuje. Pesyntatu cTyauvje yKasyjy Ha 3HauajHy y4ecTanocT abHopManHoCTV xpomosoma 17y pMDS, nocebHo y ,Kom-
MNeKCHMM” KaproTMnoBmma. I'yOUTaK reHeTCKor maTtepujana Ha KpaTkoM Kpaky XpoMo3oma 17 y GopMm jedHOCTaBHMX UK
KOMMIEKCHUX XPOMO30MCKIMX abepalivja 6nMcKo je NoBe3aH ca NoWomM NporHo3om 6onecTu.

KJ'by'-IHe peun: xpomo3som 17, a6HOpMaJ'IHOCTI/I, MWjeNnoanCrNacTUYHN CUHAPOMM, MPOrHO3a, y4ecTanocT.

YBOJI

VcnutuBame XpoMO30Ma je OCHOBHO VICIIMTUBAIbe
60ecHUKA ca MUjeTOANCIIACTUYHIM CUHIPOMUMA
(MDS), umajyhu y Bugy fa je Hamas ,,IOHaB/baHNUX
(reccurent) XxpoMo30McKMX abeparnja 00jeKTUBHYU
moxasaresb Ipucycrsa kiosa [1]. Hajuenrhe cy nyme-
puuke abepanuje xpomosoma 5, 7, 8 u Y u cTpykryp-
He abeparuje (YI/TaBHOM MHTEPCTUILIMjaTHe fe/lelu-
je) xpomosoMma 5, 7, 11, 12 u 20, anu HUjeHaH o OBUX
XPOMO3OMCKUX peapaHXMaHa HUje KapaKTepUCTU-
4aH 3a ogpehenn FAB nogtum [2]. Xpomosomcke abe-
panuje cy BepoBaTHO kacHu porabaj y marorenesu
MDS n oppas yHYTapKIOHCKe eBonynuje 6omecrn,
4eMy y IPMJIOT TOBOPU U 3HATHO Mama y4eCTanoCT
xpomosoMckux abepanuja y MDS Huckor pusmka
(RA, RARS) y opHocy Ha y3Hampegosanu MDS (RA-
EB, RAEB-t), a noce6HO OHaj IIOCPEROBAH TEPAINjOM
(t-MDS) vmu MDS/AML [3]. IIpucycTBO XpOMO30OM-
ckux abepaunja npu gujarnosu MDS je jeana of Haj-
3HaYajHMUjuX Bapujabam 3a mporxHosy mcxopna 6ome-
ctu. InTepHaunoHanuu 60moBHu cructeM [4] usgso-
j¥o je TpY KapMOTHUIICKM HedMHMCaHe IPOTHOCTUYKE
nojrpyme: rpyna go6pe nmporxose (6omnecHunu ca
HOPMaTHVMM KapMOTHUIIOM U NOjeAMHAYHUM abepariy-
jama Tuna del(5q), del(20q) n -Y), rpyna uHTepMenn-
japHe mporHo3e (60mecHUIY ca +8 ¥ PasIUINTHUM II0-
jefMHAaYHUM U JBOCTPYKUM abepalmjaMa) u rpyma
ynole Mporuose (60mecHUIN ca KOMIITIEKCHIM abepa-
ujaMa, Tj. 23 XxpomMo3oma uau abHOpMaTHOCTUMA
xpomo3soma 7).
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IIJb PATTA

LInsb oBOT pajia je a ce yTBpAie y4eCTanocT u 61o-
JIOIIKY 3Ha4aj aOHOPMaTHOCTU XpoMo3oMa 17 Kox
6omecHNKa ca IPUMapHUM MMjeTOAUCIIACTUYHUM
CUHIpOMUMA.

METO]I PAJIA

Vicnuran je 271 60MeCHUK ca HOBOOTKPUBEHUM
npuMapHuM MDS Koju Cy iMjarHOCTUKOBaHY y TIepUO-
Iy off jyna 1987. roguHe o feuem6pa 1998. rogune [5].
Hujaraosa MDS mocraB/beHa je Ha OCHOBY CTaHfapj-
HUX Kputepujyma FAB koonepaTtusHe rpyte [6], y3 Mo-
nudukaiuje Koje ¢y npemroxunu Pajienmraju (Rei-
zenstein) u Oct (Ost) [7].

LluroreHercka aHanm3a paheHa je Ha henujama xoct-
He CPXXM JJUPEKTHOM METO/IOM 1 METOJIOM 24-4acOBHE
u/vnu 48-yacoBHe HeCTMMYIUCaHe hemmjcke KynType.
Xpomosomu ¢y nobujaHu MOAUGIKOBAHOM METOLOM
XTI-tpaka [8]. bpoj aHanmsnpanux henmja y geobu mo
60mecHMKy 610 je pasIM4nT, a y CIy4ajy 60IecHMnKa ca
HOPMa/IHMM KapMOTUIIOM IIperieflaHo je HajMambe 20
MMTO3a. 3a CBaKOT 6OJIECHNKA CTI0’KEHa Cy HajMambe 0
iBa Kapuorpama. HomeHkaTypa xoja je kopuiheHna y
OIMCUBAaIbYy LUTOT€HETCKe aOHOPMATHOCTY CIeANIa je
npenopyke VIHTepHallMOHATHOT CUCTEMA IIUTOTeHe-
TIYKe HOMEHK/IaType Kof bynsu [9]. IlaTonomku kinon
je medmHMcaH Kao mpucycTBo HajMame iBe hemuje ca
UICTUM eKCTPaxpoMO3OMOM WIU CTPYKTypHOM abepa-
LIMjOM, MM HajMame Tpu hennje ca HELOCTATKOM MCTOT
XpOMO30Ma, ITpeMa IperopyKama ca YerBpror mebyHa-
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POJHOT cacTaHKa 0 XpoMosomuma y neykemuju (Fourth
International Workshop on Chromosomes in Leukemia
1984). Kao mapkep (mar) cMaTpaH je CTPyKTypHO abe-
paHTaH XpOMO3OM 4Nji pacroper Tpaka HMje MOTrao
6uTy mpemosHar, a Kao fepusar (der) cmarpaH je mo-
3HATYM XPOMO3OM, a/I)i Ca HEIO3HATUM CTPYKTypHUM
peapamkmanoM. [Ipema npenopykama ISCN [9], xpo-
Mo30McKe abepanuje cy KaacuuKoBaHe Ha jeTHOCTaB-
He (IOjeAMHAYHe U [BOCTPyKe abeparjuje) 1 KOMILIEK-
CHe XpOMO30MCcKe abepariyje.

PE3YIITATU

Hopmanan xapuorun yrepheH je xop 162 6omecHn-
Ka, BoK je 109 6onecHuka (40,2%) nmasno abepanraH Ka-
puotni. Kog 13 of 109 6omecunka (11,9%) ca abepanrt-
HUM KapMOTUIIOM O1jIe Cy IIpUCyTHe abepanyje XpoMo-
soma 17 (I'paduxon 1). ITo yuecramoctn, mocie Xxpomo-
3oma 5,7, 8 u 1, abHopManHoCT! Xpomo3oma 17 cy 6une
Hajuemhe abepanuje y KapMOTUIY HalIuX 60/MTeCHUKA
ca pMDS (Tabena 1).

AbHopmanHOCTH XpoMo3oma 17 6uste cy mpucytHe y
¢dopmu jenHoCcTaBHMX abepariuja Kof et 6omecuuka. Kog
nBa 6onecuuka (RAEB-t u CMML) ca arpecMBHUM TOKOM
6onectu y nutamy je 6una del(17)(p12), kox nBa 60mecHu-
Ka ca crabuiaum o6mmkom RAEB 6wa je mpucyTHa MH-
TepCTULIMjaIHA Aefielinja AyTor (g) Kpaka, JOK je KOf Iie-
Tor 6ormecunka ca RARS yrBpheno npucycrso n3oxpomo-
3oma i(17)(g10). IuromopcorolKe 1 UTOTEeHETCKe Ka-
pakTepyucTUKe 60/IECHMKA Ca je[JHOCTABHUM abGHOpMas-
HOCTMMa XpoMo30oMa 17 mpukasaHe cy y Tabesm 2.

Ab6HopManHOCTY XpOoMO30Ma 17 6ute Cy fameKo Jent-
he y xoMIIeKCHUM KaprOTUIIOBMMA U yIBpleHe cy KOf
ocam 6ornecuuka: der(17) Kop 4eTupu, MOHO30MMja XPO-

0O Ocrane abHopmanHoCcTH
Other abnormalities

O A6HopmanHoOCTH xpomozoma 17
Abnormalities of chromosome 17

FTPAOUKOH 1. YuecTanoct abHOpManHoCTv xpomo3oma 17y KaproTu-
ny NCNUTMBAHWX 6onecHWKa ca MDS.

GRAPH 1. The incidence of chromosome 17 abnormalities in karyotype
of MDS patients.

Mo3oMa 17 Kop [iBa 6O/IeCHNKa U KOJ IO jefHOT Oorte-
cHuka del(17p) m i(17q). IlpexxuB/paBate OBUX 60/IeCHN-
Ka 6m10 je BeoMa KpaTko (y mMpoceKy 6,5 Meceln), y Be-
huxu cnydajesa 360r 6pse eBonmyLUje Y aKyTHY JIeyKeMU-
jy. Y Toky umroreserckor npahema, Kop jeftHe 60mecHn-
e je yrephena del(17q) y eBOMyTMBHOM KapUOTHILY [iBe
rofiHe Of MOCTaBJbama AnjarHode RAEB. Jleykemmjcka
TpaHcdopMalja Ko oBe OojIecHNIe JOTOAMIA Ce TPU
TOfiMHE 110 YTBPhMBamby eBOMyLMje KapyOTHIIA.

JUCKYCHUJA

YdecTaocT XpOMO30OMCKIX abepaliyja y MCIUTUBA-
HoOj rpynu 6onecHuka ca pMDS og 40,2% y cxmany je ca
Io cajia 06jaB/beHUM pesy/lITaTuMa MeTaaHanusa [3, 4].
IIuToreHeTcKa MCIUTUBAKA ¥ OBOM pajy Cy Takobe mo-

TABEJIA 1. TVNOBM ¥ y4ecTanocT peapaHxmaHa CBUX XpomMo3oma kog 109 bonecHwka, ykibydyjyhn v myntunne abepauyje Kapuotunosa.
TABLE 1. The incidence of different types of chromosomal rearrangements in 109 patients, including multiple karyotypic aberrations.

Xpomosom Tpusomuja MoHo3omuja Heneuuja Octane YKynHo
Chromosome Trisomy Monosomy Deletion Other Total

1 1 3 10 14 (6.9%)
2 4 4 (2.0%)
3 1 3 6 10 (5.0%)
4 4 1 5(2.5%)
5 6 21 3 30 (14.8%)
6 1 3 2 6 (3.0%)
7 11 5 1 17 (8.4%)
8 13 7 2 22 (10.9%)
9 4 1 3 8 (4.0%)
10 2 2 (<1.0%)
11 1 1 2 (<1.0%)
12 1 3 1 5(2.5%)
13 2 1 3(1.5%)
14 2 1 1 4 (2.0%)
15 1 1 2 (<1%)
16 2 4 6 (3.0%)
17 2 5 7 14 (6.9%)
18 4 1 4 (2.0%)
19 1 3 1 5(2.5%)
20 1 7 3 11 (5.4%)
21 2 5 2 2 11 (5.4%)
22 1 4 1 1 7 (3.5%)
Y 6 1 7 (3.5%)
X 1 1 2 (<1.0%)

11



CPMNCKN APXWB 3A LIENTOKYMHO TEKAPCTBO

TABEJIA 2. L{nTomopdonoLKke 1 UMTOreHeTCKe KapakTepucTnke 6onecH1Ka ca ,jefHOCTaBHYM abHOPManHOCTMa Xpomo3oma 17.

TABLE 2. Morphological and cytogenetic characteristics of patients with ,single” abnormalities of chromosome 17.

del(17p)(p12) del(17q) i(17)(q10)
FAB RAEB-t (1 bonecHmK) RAEB (2 6onecHwka) RARS (1 6onecHwK)
FAB RAEB-t (1 patient) RAEB (2 patients) RARS (1 patient)

CMML (1 bonecHmk)
CMML (1 patient)

L{nToreHeTtnka
Karyotype

VIHTepcTvumjanHa feneuumja
KpaTKOr Kpaka ca Taukom npekmaa
p(12)

Interstitial deletion of the short
arm with breakpoint in p(12)

WHTepcTuumjanHa aeneunja gyror
Kpaka ca Taykama npekmnaa (21,
q23) v (ql12;,q922)

Interstitial deletion of the long arm
with breakpoints in (g21; g23) and

V3oxpomosom 17
Isochromosome 17

(@12,922)
Tok bonectu ArpecunBHa, 6p3a eBonyumja 'y CrabwnaH ArpecnsHa, 6p3a cMpT of
Course of the disease akyTHy nieyKemujy Stabile nocnefmnua Tewke naHyuronexuje

Agressive, rapid leucemic
transformation

Agressive, early death due to
severe cytopenia

Lintonouwke Kapaktepuctmke
Morphological charecteristics

M3paxkeHa aucrpaHynonoesa
Severe dysgranulopoiesis

YmepeHa TPONnHWjCKa gncnnasuja
Moderate trilineage dysplasia

M3paxkeHa Tpon1HmjcKa
mujenoamcnnasmja, nocebHo
E-no3e n MK-nose

Severe trilineage dysplasia,
particularly of E- and MK-lineage

TBpANIA Jia je, IPaKTUYHO, CBAKM XPOMO30M IOJI/I0KaH
peapamxmany y pMDS, npu dyemy kox Behune 6orme-
CHUKA Y KapMOTHUILy TOMUHMPA TYOUTAK FeHEeTCKOT Ma-
Tepujana, HACTAo yciel, MOHO30MNje, fiefleluje UM He-
6amancupane tpancnokanuje (Tabenma 1). 3a pasnuky
ox de novo AML, trie ce Hajuenrhe Hamase pelUIpOYHe
TpaHC/IOKaluje U MHBep3uje Ha oApeheHnm raukama
mpekusa, Ko Buie og 80% 6onecHuka ca pMDS xpo-
MO30MCKM peapamKMaHN Ce KapaKTepuIy IrybuTkoM
XpoMO30oMcKor MaTepujana [3]. Y KOHTeKcTy usyda-
Bama maToreHese pMDS, ry6ui 0Bako BeIMKMX KOJIN-
4MHA TeHeTCKOI MaTeplujajia OTeXXaBajy uueHTndmKa-
LYy IIOTeHIIMjaTHUX TYMOP-CYIPeCOPHUX reHa [3].
I'ybnTak reHerckor MaTepujaaa Ha 17p, Koji je HacTao
Kao MOC/IeNIIA fiefieljije, MOHO30Muje W HebamaHcupa-
He TpaHCTIOKalyje, Hajuelhe je yApPy»eH ca y3HaIperoBa-
JIMM IV XeMaTOJIOIIKIM MaJIuUTHUTeTHMa tuma MDS u
AML pedpakTapHUM Ha TepaIujy X BUCOKOM y4eCTa/IoNI-
hy myranuumja p53 tymop-cympecopsor rexa [10, 11]. Ty-
MOp-CYIpeCOpPHM TeH p53 MamupaH je y pervony 17p13 n
1eroB (POCHOMIPOTENHCKY TIPORYKT YIECTBYje Y peryiaru-
ju TpaHckpumije. MyTaiuje oBor reHa cy yrBphete ko
11% ucrmntyBaHMx 60mecHyka ca pMDS [10]. Koz 75% 60-
necHuKa ca MDS u del(17p) npucyTaH je moceGas T fuc-
rpaHynomnoese (kombuHanuja uceypo-Ilenrep-Xyer
(Pelger-Hiiet) aHoMamje 1 Ma/IVIX BaKyO/IMPaHMX TPaHYIO-
IIUTa), KOju HMje HaheH HM y jefHOM APYTOM XPOMO3OM-
CKOM peaparmxmany. YapyxeHoct del(17p), cnenuduanor
TUIIA AMCTPAHY/IOINOe3e Y BUCOKE y4ecTalocTu p53 MyTa-
1uja (,,missence” MyTaruje ekcoHa of 5 o 8) cmarpa ce mo-
ce6HNM MOPQOOUIKO-IIUTOTeHETCKO-MOJIEKYTapHIM €H-
TUTETOM KOJ, MUjesioupHux obosbersa [11]. IIpu Tom Huje
TI03HATO JIa 7 Cy MOPQOJIOIIKe KapaKTepUCTUKe T3B. 17p
CMHpOMa HENOCPEJHO IOBE3aHe ca MyTalUjoM TeHa p53
WIN HEKOT JIPYToT, IIPOKCHMMAIHO JIOKA/IM30BAHOT TeHa.
Haura na 6onecHuxa ca del(17p) ucniorpyna cy sehvny op-
nuKa 17p cuHApOMa — U3paykeHy AMCIPAHY/IOOe3y U arpe-
cuBaH Tok 6omectn. HemaBro cy Mexyp (McClure) n ca-
paguuim [12] uspBojum usonoBanu i(17q) xao moceban
LIUTOTEHeTCKU CHHIPOM KOjU Ce OI/IMKYje MeIIaBUHOM
MujenonponuepaTVBHIX ¥ MUjeIOSUCITIACTUYHIX Ka-
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PaKTepUCTHKA M arPeCHBHUM KIMHUYKMM ToKoM. Harn
6onecuuk ca RARS u i(17q) xao mojenuHadHOM abepariu-
joMm mMao je 6p3 u hatamaH TOK GOIECTH, LITO je [eTIoM 00-
jalllleHO U IIPUCYCTBOM MYyTalyje p53, KOja je loKa3aHa Ha
ekcoHy 6. OBaj 6OIeCHIK je eTa/bHO MPUKa3aH y OfBOje-
HOj my6rmikanuju [13]. A6HOpMamHOCTH XpoMo3oMa 17
Owte cy decT Ha/mas y KOMIUIEKCHMM KapMOTHUIIOBMMA Ha-
mx 6onecHrka (y 8 off 26 cy4ajesa). Ko monosuHe oByx
6orecHmKa 6110 je IPNCYTaH IyOUTaK XPOMO3OMCKOT MaTe-
pMjaia Ha KpaTKOM Kpaky XpoMosoMa 17 y Buy MOHO30-
Muja I fieflelyja, ITO Y KOHTEKCTY HIXOBE JIOIIE IIPOrHO-
3e MOJKe Jla YKaXKe Ha YJIOTy MyTalija p53 y maToreHesy u
nporpecuju 6o7ecty U y oBUM cy4dajeBuma. C pyre cTpa-
He, IPJCYCTBO MHTEPCTHLIVjaJTHe Jefeliyje IyTor (g) Kpaka
XpoMo3oMa 17 y MHMIIMjaTHOM KapMOTUITy KOJI [iBa Hallla
6omecunka ca RAEB 11 y eBONYTHBHOM KapVOTHILY LATOTe-
HEeTCKM HapIlefiaHe OOJIeCHNIie HYje HElOBO/BHO YTULIAIO
Ha TOK 60/IecTH, IITO He yKasyje Ha IIPUCYCTBO reHa moced-
HO 3Ha4ajHUX 3a maroreHesy MDS Koju cy 1ouupaHu Ha
IyTOM KpaKy XpoMosoma 17.

3AK/bYYAK

PesynTaty oBe cTyauje yKasyjy Ha 3Ha4ajHy ydecTa-
nocT abHOpMamTHOCTI XpoMo3oMma 17 y pMDS, noce6Ho
Y T3B. KOMIUIEKCHMM KapuoTumnoBuma. ['youtak reHer-
CKOT MaTepujajia Ha KpaTKOM KpaKy XpoMo3oma 17 y
PpMDS, y popmu jerHOCTAaBHUX MM KOMIUIEKCHUX XPO-
MO30MCKUX abepanmja, 611CKO je OBe3aH Ca JIOLIOM
IPOTHO30M 60JIeCTI.
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ABNORMALITIES OF CHROMOSOME 17 IN MYELODYSPLASTIC SYNDROMES:
INCIDENCE AND BIOLOGICAL SIGNIFICANCE

Dragomir MARISAVLIEVIC, Zoran ROLOVIC, Milena PANTIC, Angelina NOVAK, Vesna DJORDJEVIC,
Vladimir LAZAREVIC, Darinka BOSKOVIC, Milica COLOVIC

Institute of Haematology, Clinical Centre of Serbia, Belgrade

ABSTRACT

Cytogenetic analysis has proven to be a mandatory part of the diagnosis
of myelodysplastic syndromes (MDS) as well as a major indicator for pre-
dicting clinical course and outcome. Aside from the 5g-syndrome, no
specific clinico-cytogenetic entity has been reported. To determine the
incidence and clinical significance of acquired abnormalities of chromo-
some 17 in adult primary MDS, we reviewed the cytogenetic features of
271 patients detected at our institution during a 10-year period. Clonal
cytogenetic abnormalities were identified in 109 cases. Among them,
abnormalities of chromosome 17 were identified in 13 patients (11.9%).
Five patients had ,single” defects, while in eight patients abnormalities of
chromosome 17 were associated with other chromosomal rearrange-
ments (,complex” defects). After chromosomes 5, 7, 8 and 1, abnormali-
ties of chromosome 17 were the most frequent chromosomal rearrange-
ments in our patients with MDS. Following ,single” defects of chromo-
some 17 were identified: del(17)(p12) in two cases, and i(17)(q10),
del(17)(g21;923) and del(17)(q12;g22) in one case each. Two patients
with del(17p), one with RAEB-t and the other one with CMML, had an
aggressive course of the disease with accelerated leukemic transforma-
tion and short survival. Patient with i(17q) had RARS subtype and died
soon after diagnosis, while other two cases with interstitial deletions of

the long arm of chromosome 17 had RAEB subtype and stable, no pro-
gressive course of the disease. Among ,complex”karyotypes with abnor-
malities of chromosome 17 we identified der(17) in four, monosomy 17
in two, and del(17p) and i(17q) in one case each. Most of these patients
transformed to acute leukemia and had very short survival.

The results of this study suggest that abnormalities of chromosome 17
are frequent finding in MDS. Loss of genetic material in 17p, both in ,sin-
gle"and ,complex”defects, seems to be closely related to poor prognosis
of MDS patients.

Key words: myelodysplastic syndromes, chromosome 17, abnormal-
ities, prognosis, incidence.
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