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Coueranue cneungpuyeckon rpaHcaokaumu (8; 21)

¥ TpaHcaokauum (8; 17) npu ocTpom MuenobaacTHoM
JieiiKo3e C BhiPaXeHHOM KPOBOTOYHBOCTDIO

HHH xanyepozenesa,

HHH xaunuseckold onkonoeuu

I{uToreneTueckoe M MOJIEKY/ISIPHO-FEHETHUECKOE H3Y-
YEHHE 3JI0KAYECTBEHHBIX HOBOOOPA30BAHMI MO3BOHIO 06-
HapyXHTb B GOJBIIMHCTBE M3 HUX KJOHH KJIETOK C XapakK-
TEPHBIMHM XPOMOCOMHBIMH aHOMAJIUSIMH, YaLIE BCErO TPAHC-
JIOKALMSIMH, KOTOPHE MPUBOAAT K AKTHBALMH KJIETOYHBIX
MIPOTOOHKOI€HOB H MIPalOT PELIAIOLIYI) POJb B PA3BUTHH
onyxose# [1]. I1pu uccnenosBanum kapuoruna remobaacTo-
30B (JIEWKO30B M JUM(OM) yCTAHOBJIEHO, UTO A% ONpene-
JIEHHBIX MOP(]OJOrHYEeCKHX BAPHAHTOB 3THX 3a00/eBaHMIA
XapaKTEepHH cneumduuecKne XPOMOCOMHBIE HAPYLIEHHS,
pasMualummecs TNpH pasHeX ¢(opMax reMobaacTo30B.
[osmyueHHble naHHBIE HO3BO/IAIOT MCNIO/b30BATH LIUTOTEHE-
THYECKHHA AHAJIM3 C AMATHOCTHYECKMMH, AUddepeHHraIb-
HO-IMAarHOCTHYECKMMHM M MPOrHOCTHYECKHMH  LIEC/ISIMH.
DyYHKUHMHU FEHOB, BOBIEKAEMBIX B H3MEHEHMS [IPH CJIOKHBIX
XPOMOCOMHBIX NEPECTPONKAX, a TAKXKE BOMPOCH MX B3aH-
MOJEHCTBHS TNPEACTABASAIOT Oosbwioi mHTEpec. Mayuenue
3THX B3aHMOJEHCTBHH BO3MOXHO KAK B IKCMIEPUMEHTE, TAK
4 Ha KJMHAYECKOM MAaTepHaJsie MpU CONOCTABJICHHH OTIpefe-
JIEHHBIX U3MEHEHHH KapHOTHIA C KIMHUYECKMMH ¥ MOP(O-
JIOTHYECKHUMH 0COOEHHOCTAMM Bo/Ie3HH.

Taxoro pona conocTaBaeHUsM U MOCBSLIEHA JAHHAS pa-
6ora. IIpUBOOMTCA OMMCAHME OCTPOTO MHENOBIACTHOTO
N1eHK03a, MPU KOTOPOM OGHApyXEHH [BE XPOMOCOMHBIE
TPAHCJIOKALMH B OOHHX M TEX X€ JEMKO3HBIX KJETKaX:
t (8; 21) (g22; ¢22) m t (8; 17) (g22; g21). lepsas u3 aTux
TPAHCJIOKALWH U3BECTHA ¢ Hayaaa 70-x rogoB Kak aHOMa-
JIMS, XapaKTepHas AJs OCTPOTO MHEIO0NACTHOIO JIEHKO3a C
coapesanueM — M2 no ®panko-Bpurano-AMepukaHckoi
(FAB) knaccadukaunu (3, 13, 31, 32, 34, 37], sropas or-
HOCHTCS K PEAKHM M3MEHEHHSIM KapUOTHIIA, OXHAKO Mepe-
CTPOMKH BOBJICUEHHONO B HEE XPOMOCOMHOIO CErMEeHTa
17921 xapaktepHn s HeauM@OGNACTHHIX JIEHKO30B
[24]. Ero M3MeHEHHMs NOCTOSHHO HAXOAAT IIPH OCTPOM
MPOMHEJOLMTAPHOM JIEHKO3€, NPOTEKAIOMEM B GOJBIINH-
cree (ot 70 no 100%) cayuaes ¢ tpancaokamumenn (15;
17)(q22; q21) [12, 16, 17, 22, 28, 29, 42]. Kpome Tor0, Yy
10—20%, 60abHBIX C OCTPHIMH MHETOOIACTHHIMH JIEHKO34-
mu (M1 1 M2) BHSBASIOTCS X POMOCOMHBIE TPAHCJIOKALINM,
satparuBamoliue cermeut 17¢21=¢23 [6, 11, 19, 23, 24,
30, 39, 40, 43].

B nureparype npuBoaMTCS 3 OMMCAHNS OCTPHIX MUENOO-
JIACTHHX JIEHKO30B CO CJIOXHBIMH XPOMOCOMHBIMM Mepe-
CTPOMKAMH, B YHCJE KOTOPHIX ObLIH pa3phiBbi, 3aTparuBa-
omue cermeHTH 8¢22, 17¢21=23 u 21422 [18, 35, 37]. B
ITHX Cyyasdx, KaK M B HameM HAOMIOOEHHH, Peyb MAET O
COUYETAHHMM TOBTOPSIIOLIMXCHS HM3MEHEHMIt KAPMOTUNIA. AHATH3
K/IMHMYECKHX ¥ MOPOIOrMuecKux oCODEHHOCTEN ITHX JIHKO-
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Cytogenetic and molecular genetic study of malig-
nant neoplasms has discovered in most of them cell
clones with specific chromosomal abnormalities, mainly
translocations, that participate in activation of cellular
protooncogens and contribute greatly to tumor develop-
ment [1]. Study of leukemia and lymphoma karyotype
has revealed chromosomal abnormalities specific for
certain morphologic subtypes of these hemoblastoses.
Of great interest is investigation of genes involved in
complex chromosomal rearrangements. They may be
studied both experimentally and clinically by compari-
son of karyotype alterations with clinical and morpho-
logical features of the disease.

Such comparison is the aim of this report in which a
case is described of acute myeloblastic leukemia with
two chromosomal translocations in the same leukemic
cells, namely translocation t(8;21) (q22;g22) and trans-
location t(8;17) (q22;q21). The former of these translo-
cations has been known from early seventies as charac-
teristic of acute myeloblastic leukemia with maturation
(M2 FAB) [3, 13, 31, 32, 34, 37]. The latter belongs to
rare karyotype alterations although the rearrangements
of chromosomal segment 17q21 are characteristic of
acute non-lymphoblastic leukemias [24 ]. Translocation
(15;17) (q22;921) has been shown to be specific chro-
mosome abnormality in acute promyelocytic leukemia.
This translocation is found in 70—100% of patients
with this leukemia variant [12, 16, 17, 22,28, 29, 42].
In addition various chromosomal translocations invol-
ving chromosomal segment 17q21-q23 are revealed in
10—20% of patients with acute myeloblastic leukemia
[6, 11, 19, 23, 24, 30, 39, 40, 43].

We have found only three reports on acute myelo-
blastic leukemia (M1 and M2) with complex karyotype
rearrangements involving chromosomal segments 8q22,
17q21-23 and 21q22 18, 35, 37. All these publications
and our report describe combination of non-random ka-
ryotype abnormalities. Analysis of clinical and morpho-
logical peculiarities of these leukemias may be useful for
evaluation of influence of 17q21q23 rearrangement on

manifestations of leukemia with translocation (8;21).
Case report. Patient P.E., a 19-year old woman, had had weak-
ness and fever upto 39°C since late February 1990. According to the
blood picture of early March the diagnosis of acute myeloblastic
leukemia was established. On 15th March 1991 the patient was ad-
mitted to the CRC Hematology Department. On admission the pa-
tient had fever 39°C, severe weakness, pale skin, multiple skin and
mucosa hemorrhages. Peripheral lymph nodes, liver and spleen were
unpalpable. X-ray of the breast did not show any changes.




Bectiux OHII AMH Poccun

30B MOT 6H 0Ka3aThCd NMOJE3HBM IS BHSICHEHHSA BOIIPOCA

0 BJMSHHH nepecTpoiku 17¢21=¢23 Ha THImHy0 KJIMHUKO-

MOPOIOTMHECKYIO KAPTHHY JIEHKO30B ¢ TpaHcaokanued (8; 21).
ITpusogum Habmonexue.
Boabuas ILE., 19 ner, ¢ koHua despans 1990 r. otmeuana cnabocrs
M noreeMbl TemnepaTypst 10 39°C. B Hauane mapra B aHanu3e Kposu Obi-
M obHApYyKeHbI M3MEHEHUs, NO3BONSIOWME 3aTION03PHTL OCTPLIM Neit-
ko3. 15 mapra 1991 r. GosbHas GbLia NOCTMTANIM3MPOBAHA B NEMATONIOMH-
ueckoe otaeaenre OHLL ITpu nocTyruieHnn COCTOSIHUE TSDKe0e, TeMne-
patypa 39°C, peskas cnafocrb, 61€IHOCTL KOXHBIX NOKPOBOB, MHOXECT-
BEHHbIE FEMOPPArvK Ha KOXE JIMLA, TYJIOBHUINA, KOHEUHOCTEH, CTM3NCTON
pra; nepudepuueckue JMMPaTHUECKHE Y3Nbl, MEYeHb U CEAE3eHKa He
nansnupyorcd. IIpy peHTreHOA0rMYecKOM UCCIER0BAHMM TPYIHOM KAeT-
KH NATONOMMU He 00HAPYKEHO.

Ananua kposy or 15 mapra 1991 r.: Hb 70 r/a, sp. 2,19-101%/x, 1p.
48-109/n, n. 14,87 /n, 6nactHbie knetkm 21 %, Mu. 17%, mmu. 6%, nanou-
KosinepHble Heirrpodrnbt 13 %, , cermeHTosnepHbie HeiTpodwb 289,

HccneposaHme KOCTHOMO3IOBOTO MYHKTATA: MyHKTAT 6OraT KIeTouHbI-
MM aniemeHTaMu (aGCOOTHOE YMCIO MMEIOKAPHOLIMTOB 140-109/11). B
muenorpamMme 58,29, cocransum Gnactibie kneTkd. Cpesu HHUX onpene-
JISUTCh MAaKpo- ¥ Me30(OPMBbI C YMEPEHHDBIM MJTM BLICOKMM SLAEPHO-LIU-
TorulaamaTMueckuM orHomeHueM. ®opma snep Obwa npasmnshoi. B
409, KneTok onpenenanach HexXHas azypodwibHas 3ePHUCTOCTb, B
2% — nanouku Ayspa. Cpeam 64aCTHBIX 3/1EMEHTOB BCTPEUYATUCh KIET-
k1, harouuTUpYIOILME 3PUTPOLMTBI, TaK Ha3biBaeMble 3puTpodam.
ﬂaHHble LHUTOXMMHUYECKONO UCCNEN0BAHHNS . YMEPEHHAS aKTHMBHOCTb Nep-
okcupassl M ASD-xnopauerartactepasst onpenensiacs 8B 1009, xnerok,
cpepHMit cupuToxumuueckuit koadduumenr (cux 200). Cpean 6yTupat-
3CTEPa3bl, He MHrMOMPyemoit GTopuaoM HaTpus, M PAS-Non0XUTENbHO-
ro seuectsa B auddy3noi popme BbiSBRIMCh BO BCex Onactax (cuk
100). « —Hadrunaueraracrepasa B KJETKaX OTCYTCTBOBANA.

Ha ocHosaHny MOPGOLMTOXMMMUECKONO MCCAEN0BAHMS JIEMKOSHBIE
knerkn B coorsercTeum ¢ FAB-knaccudmxaumeit 6oL pacueHeHsl Kak
MHENO0NACTb! C CO3PEBAHMEM; YCTAHOBAEH JMArHO3: MMENOGAACTHBINA
neikos M2-tuna. Ipu no6aBouHOM TIIATENBHOM MEPECMOTpE mpenapa-
TOB Kakue-ambo apyrve Tvnbl 61aCTOB He OOHAPY XKEHbI, B YACTHOCTH JIEH-
KeMHUECKHe MPOMMUENOLMTBI C XapakTepHoit dopmoit auep. I'paHynoum-
TapHbII POCTOK B KOCTHOM Moare cocrasnsan 32,8%,. dnemeHTsi HeiTpo-
buabHONO psna OTIMUAIMCh BLIPAXKEHHOM aHannasvei. B kieTkax Ha-
6m10RTCh BAKYONN3ALMS, YMEHBUIEHNE 3EPHUCTOCTH, BCTPEUAIUCH TH-
raHTcke (POpMbl. AKTHBHOCTb NMEPOKCHMAA3bl B 3PEJbIX IPAHyJIOLMTAX
6bina HeckQuibKO cHykeHa. TIono0HbIE UBMEHEHHS XaPAKTEPHbI A Mie-
106s1aCTHOrO J1EMK02A C CO3PEBAHMEM U SRASIOTCH HOMOMHUTENbLHBIM I4a-
THOCTHUUYECKMMK KPHUTEPUEM NPH 3TOM BapMaHTe neliko3a. KpacHbiit n me-
raKapUOLIUTAPHBII POCTKHM KOCTHOTO MO3ra Obiin Pesko CyKeHbl.

HMTOreHETUYECKOE MCCIEAOBAHME KOCTHOTO MO3ra MpoBeAeHO no
MeToauKe, NpuHSTOlN B naGopatopumn uuroreHermkn OHIL [27]. Bcee
NPOaHAIM3NPOBaHHbIE KJIETKM MMean kapuworun, 46, XX t (8; 21)
(q22; q22), t (8; 17)(q22; q21). Takum obpaaom, Gbina oGHapyxeHa
TpaHcaokauusa (8; 21), xapaxkrepHas mas Mueno0aacTHOro neikosa ¢
co3peBaHeM — M2 B COUETAHMM C H3MEHEHUEM IJIMHHOIO TU1eua Xpo-
MOCOMBI 17, XapakTepHbIM 1Sl OCTPOrO MPOMHMENIOLIMTAPHOIO Jieitko3a,
HO MHOrAA HaG/BOAAIOIWMMCA ¥ NpK MUENOBAACTHOM JieitKko3e.

TIpu nccneposaHuM KOAryJorpamMmbl Gbin 0TMEYEH Pe3KO MOJOXKM-
TEJIbHBIA 3TAHONOBBIM TECT NMPHU OTCYTCTBMM APYTUX NPHIHAKOB CHHA-
POMa IMCCEMHUHHMPOBAHHOTO BHYTPUCOCY IUCTOIO CBEPTHIBAHHUS.

C 16 no 22 mapra 1990 r. npoBesieH MHAYKLUMOHHBIN KYPC JeueHus
no cxeme VAMA B caenylomux Rosax: seneaun no 100 mr/cyT BHyTph-
BEHHO KanesbHO O 2-ro0 no 5-i1 faeHb, uurosap no 140 mr/cyT nenpe-
PHIBHOM BHYTPHBEHHOM MHDY3Hel ¢ 1-ro no 7-i aeHs, appuabnactun
no 30 mr/cyT BHyTpMBEHHO C 1-r0 1O 3-it AEHb, 6-MEPKANTONYPHH 1O
200 mr/cyt BuyTpb ¢ 1-r0 no 7-i1 geHs. OAHOBPEMEHHO, YUHTbIBAS NO-
JIOXKHTEJIBHBIN 3TAHOJIOBbIM TeCT, ObL1 HasHaueH remapux no 2500 ME
4 pa3a B CYTKM NOAKOXHO.

Cocrognue 60JILHOM Ha NPOTSXKEHUM BCErO KYPCa TEPanuM 0CTaBa-
JIOCh KpaitHe TSXeNbiM: Habmonanack BbICOKAS JIMXOPAZKA, OCHOBHbI-
MM B KJIMHUYECKOM KapThHe Obin NPOSBNeHns reMOpParuieckoro ana-
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Blood. March 15, 1991: Hb 70 g/l, RBC 2.19x10'%/1,
plt.48x10%/1, WBC 14.8x10%/1, blasts 21%, myelo. 17% meta-
myelo. 6%, bands 13%,, neut. 28%,, lymph. 15%,. Bone marrow was
normocellular, blast cells (§8.2%) consisted of macro- and meso-
forms with moderate or high nucleocytoplasmic ratio. The nuclei had
regular shape. Fine azurophilic granules were found in 409, and
Auer rods in 2% of the blasts. Some blast cells phagocyted erythro-
cytes. Cytochemical study established moderate peroxidase and
ASD-chloracetate esterase activity in 1009, of cells. There was weak
activity of butirate esterase uninhibitable by sodium fluoride. PAS-
positive substance was diffusely distributed in all cells. Activity of a-
naphthyl acetate esterase was absent. Acute myeloblastic leukemia
with maturation (M2 according to the FAB classification) was diag-
nosed. The proportion of granulocytic elements in bone marrow was
32.89%,; neutrophils showed marked anaplasia, vacuolization and de-
creased granularity. Peroxidase activity in mature granulocytes was
decreased.
Bone marrow cytogenetic study was performed according to the tech-
nique used in the Cytogenetic Laboratory of the CRC [27]. All cells
studied had karyotype 46, XX 1(8;21) (q22;q22), t(§;17)
(q22;q21). Thus, we discovered translocation (8;21) characteristic
of M2 acute leukemia in combination with abnormality of the chro-
mosome 17 long arm characteristic of acute promyelocytic leukemia
and occasionally encountered in myeloblastic leukemia.
Ethanol test was positive. Other evidence of disseminated intravascu-
lar syndrome was absent.
From March 16th to 22nd 1991 the patient was under induction
treatment according to the VAMA schedule consisting of Vepeside
100 mg/d i.v. days 2—5, Cytosar 140 mg/d by continuous intrave-
nous infusion days 1—7, Adriablastine 30 mg/d i.v. days 1—3, 6-
MP 200 mg/d per os days 1 —7. Due to the positive ethanol test he-
parin was administered at 2500 IU 4 times daily s.c.
The patient’s status was extremely poor during the treatment. She
had fever, severe hemorrhagic diathesis as multiple hemorrhages in
the skin and mucosa, persistent nasal bleeding, melena. Leukopenia
0.4x10°/1 occurred already on the next day after treatment cessa-
tion. Active supportive and antibacterial therapy was unsuccessful.
On 26th March jaundice and biochemical signs of toxic hepatitis ap-
peared. The patient died on April Ist. Autopsy discovered acute
myeloblastic leukemia with involvement of bone marrow, thymus,
spleen; enteritis, multiple hemorrhages in the skin and gastrointesti-
nal serosa; fluid blood in stomach and intestine; bilateral hemor-
rhagic pneumonia; hydrothorax, anemia, jaundice.

Discussion. The Cytogenetic Laboratory of the
CRC has performed study of 164 cases of acute non-
lymphoblastic leukemia. 38 of them had translocation
t(8;21) and 11 — translocation (15;17). Combination of
specific translocation (8;21) and (8;17) was revealed
only in the above-mentioned case. Both abnormalities
were detected in the same leukemic cells. Hemorrhagic
symptoms were the main clinical manifestations though
being non-typical for M2 acute leukemia with transloca-
tion t(8;21). These symptoms are mainly found in acute
promyelocytic lenkemia often characterized by translo-
cation t(15;17).

Two question may arise: 1) whether the hemorrhagic
syndrome in this patient is a consequence of a rear-
rangement of the chromosome 17 long arm, and 2) in
what site of chromosome 17 the rearrangement occurs.
The breakage might damage a DNA site specific for
myeloblastic rather than promyelocytic leukemia [19].
In this case the chromosomal alterations detected could
be considered a variant of translocation (8;21). Com-
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T€3a — MHOXXECTBEHHbIE KPOBOHUAMUSIHHUS B KOXKY U CIM3UCTbIE 060J'IO'~I~
KM, NMOCTOAHHbIE HHTEHCUBHbIE HOCOBblE KPOBOTEYEHMS, YACThIA KHUR-
KHH CTYJl TEMHOTO LBETA. YK€ Ha CNERYIOLMIt AeHb N0C]Ie OKOHUAHUS
XHUMHOTEpanuu y 6OJle0ﬁ OTMEUYEeHa LU MUTONEHU: Jlel'/‘lKOU,MTbl
0,4-107/n. TIpoBOEMNACL aAKTHBHAS 3aMECTMTENbHAS M aHTHOaKkTepH-
aJIbHAS Tepanus, OXHAKO cOCTOsSHME GOMLHOM NPOAONXKAND YXYAWATb-
cs1. 26 MapTa NOSIBUNIACH XKEJTYLIHOCTb KOXKU U CKJIEP M ORHOBPEMEHHO
6butn 06HapyKeHbl GHOXMMUUECKHME NPHUHAKH TOKCHYECKOTO MOpaxe-
HMS NeYeHH — MoBbILIeHMe GMAMPYOHHA U TPAHCAMMHAS B CHIBOPOTKE
kposu. HecMoTps Ha nposonumbie seuebHbie MeponpusTus, 1 anpens
HacTymwia cMepTh GonbHOM. Ha ayToncum: ocTpbiit MMeno6aacTHbI
JIefKo3 ¢ NMOpaXX€HNEM KOCTHOIO MO3ra MnJI0OCKHUx MU pr6anle KOCTeﬁ.
THMYCa, cesnedeHkH. KaTapanbHblit 3HTEPHUT, MHOXXECTBEHHbIE KPOBO-
W3IMSHUS B KOXY, CEPO3HbIE 060N0UKHN XKEMYAOUHO-KMIIEUHOTO TPAK-
Ta, KPOBb B NPOCBETE XKEJYyAKAa U KMINEYHMKA. ﬂByCTOpOHHS{ﬁ HHXKHe-
Jlo/1eBas reMopparMyecxas MHeBMOHMS. TMApOTOpake, aHeMMsl, KeTy-
xa. CMepTb 60/ILHOI HACTYNMMAA OT NPOrpecCHpPOBAHUS OCHOBHOTO 3a-
6oneBaHusl, TIABHBIM NPOSBAEHHEM KOTOPOTO GbLiM aHeMus v remopa-
TMYECKHI CHHAPOM.

O6cyxnenme. K HacTos1IEMy BpEMEHH B IATOTEHETH-
yeckoii nabopatopmu OHII uccnenorano 164 6opHEX € oCT-
pbim HestmmboGnacTHHMu JieiikozaMn. U3 Hux y 38 obuapy-
XeHa tpancnokaumsa ((8; 21), y 11 — tpancaokauus (15;
17). B BumenpuBegeHHOM Cayuae HaOMIOZAIOCH COUETAHHE
cneupudpnueckoit Tpancaokauun (8; 21) ¢ TpaHCTOKanMen
(8; 17). OGe anomanuu oOHAPY XEHB B OOHAX M TEX Xe€ Jei-
KO3HHX KjJerkax. B xinHnueckoil kKapruHe 3abosieBaHud 10-
MHMHMPOBAJIH T€MOPPATrHUECKHE TIPOSBJICHHS, HE TUIMYHbIE
s M2-sapuanta ocTporo Jeikosa ¢ TpaHcaokauMed #(8;
21), Ho, KaK MpaBHJIO, BCTPEYAIOMIMECH [IPH OCTPOM IIPOMHE-
JIOLMTAPHOM JIeHKO3€, A1 KOTOPOTO XaPAKTEPHA TPAHCIOKA-
g 1(15; 17).

Bosuukaior apa Bonpoca: 1) me OwLI M reMopparuue-
CKUH CHHAPOM Y JAHHOM GOJIBHOIM CBA3aH C MEPECTPOMKON
IJUHHOIO TuieYa XpoMOCOMB 177 m 2) B KaKOM HMEHHO
yyacTke XxpomMocoMul 17 mponzomwia ara nepecrpoiika? He
MCKJIIOYEHO, YTO pa3peiB npomes yuepe3 ToT yuactok JHK,
B KOTOPOM OIMMCAHK HAPYIUEHHS NPH MHEN0DAACTHOM, a
HE NpU NPOMHUEJONMTAPHOM Jieiiko3e [19]. B Takom ciy-
uyae HaOMIONABIOMECS XPOMOCOMHBIE H3MEHECHHS MOXHO
6pi10 68 cuMTaTh BapuanToM TpaHcaokauuu (8; 21). Us-
BECTHO, UYTO CJIOXHHE (Tpex- WIH YeThipexuJIeHHbIE)
TPAHCIOKALHMH, TaK Xe Kak ¥ tunuuHas {(8; 21), o6uapy-
XHBAKOTCA Y 60MbHBIX ¢ M2-BapHaHTOM OCTPOro JEHK03a U
u3penxa npu apyrux ¢opmax ocTporo HeaumgpoOJaCTHOrO
Jerikoza — M1, M4 wm M5 [15, 18, 20, 26, 35, 37—39).
Mo xHHEEKO-MOPGOSOrHUECKHM OCOOEHHOCTSM M2-Bapu-
aHT OCTPOTO JIEHKO3a NPEACTABASET OO0 NOBOBHO YETKO
ouepueHHyw ¢opmy [4, 37]. Y onuceBaeMoii 60JIbHOM
ObUT IMEHHO M2-BapMaHT OCTPOro JIEMK03a, H TOJIbKO Pe3-
KO BHIPAXXECHHBI reMOpParuuyecKuii CHHAPOM OTJIHYAJI STOT
cayyail or GOMBLUIMHCTBA JIEMKO30B C TpaHC/IOKauuen (8;
21). OmHako reMOpparMyecKii CHHAPOM HE MOXET CIy-
XHTb PEIIAIOLIUM AHATHOCTHUECKUM KPHTEPHEM, TIOCKO/Ib-
KY BHIPAXEHHAd KPOBOTOUMBOCTH MHOTIA OBBAET WM NpH
MHET00/IACTHOM JIEHKO3E.

MOXHO BBIABHHYTH M APYTOE TIPENNOJIOXKEHHE: HAOMIO-
naBiascs Tpancaokauus ((8; 17) npencraeasna coboir Ba-
puaHT TpaHcaokauuu ((15; 17), xapakTepHoit 01 ocTPoOro
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plex (three- or four-chromosome) translocations as well
as typical t(8;21) translocation are found sometimes in M2
acute leukemia and occasionally in other forms of acute
non-lymphoblastic leukemia such as M1, M4 or M5 {15,
18, 20, 26, 35, 37—39]. The clinical and morphological
patterns of M2 acute leukemia are quite distinct [4, 37).
The case presented is a typical M2 acute leukemia. Pro-
nounced hemorrhagic syndrome is the only feature distin-
guishing it from most leukemia cases with translocation
(8;21). However, the hemorrhagic syndrome is sometimes
observed in myeloblastic leukemia too.

Another siggestion is that the detected translocation
t(8;17) is a variant of translocation t(15;17) characteristic
of acute promyelocytic leukemia. In this case the hemor-
rhagic syndrome is a typical disease manifestation.. There
are many reports on typical and complex variants of trans-
location (15;17) in promyelocytic leukemia [7, 9, 27, 33,
36, 44 ]. The absence of morphological signs of promyelo-
cytic leukemia does not contradict this suggestion. Ac-
cording to the published data [5, 10, 14, 25]in cases with
two specific chromosomal translocations in leukemic cells
the degree of blast differentiation usually corresponds to
the translocation characteristic of less "mature” leukemia.

It is known that not all genomic alterations can be
identified  microscopically., Complex translocation
(8;15;17) in the patient’s leukemic cells can hardly be ex-
cluded without a special molecular genetic study. Molecu-
lar genetic analysis only can answer whether breakage in
the chromosome 17 long arm involves the gene RAR- to
form a chimeric gene RAR-a/MYL coding a specific pro-
tein characteristic of promyelocytic leukemia, i.e. whether
translocation (15;17) occurre [2, 8, 21, 41, 1].

Now we cannot answer whether the hemorrhagic
syndrome in the case presented is associated with rear-
rangement of the chromosome 17 long arm. The reports
on myeloblastic leukemia with rearrangements in q21-
q23 segment of the chromosome 17 long arm do not con-
tain data concerning hemorrhagic syndrome. We have
also failed to find such data in case reports describing
karyotypic alterations similar to abnormalities in the
patient P.E. [18, 35, 37].

We hope that further accumulation of facts and com-
parison of the morphological, clinical, cytogenetic and
molecular genetic findings well elucidate whether he-
morrhagic syndrome at least in some cases of myelo-
blastic leukemia is associated with rearrangement in
segment q21-q23 of the chromosome 17 long arm.
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