n13n373lAsUlaY (Cytogenetic study) wazadudIAnylungulsa Myelodysplastic syndrome (MDS)

=
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Myelodysplastic syndrome (MDS) tlungulseinainaiuiaunfives hematopoietic stem cell il
nsasadadenuuu  ineffective hematopoiesis ~ ¥1lALAR bone marrow dysplasia wag peripheral
cytopenia Tngngulsa MDS flomaviemnudssiiasiiunzidadindonviin acute myeloid leukemia (AML)
Ifumnsineiy Fuifulladesneg Ieudwesidus blast Tulvnszen anuiaundvedlasiuley anuRaUnfvesdy
WarsLIUTed lineage 71 cytopenia i single, bi-cytopenia wa pancytopenia Seflmsradomand
wildlunsussfiuanudeddunssniuvedsaludu AML mussuu International  Prognostic  Scoring
System (IPSS)

anuiinunavedlaslulealugths MDS  wuldinnndn 50% TesensRsunddivuldues  (recuring
cytogenetic abnormalities) lown +8, -7 or del(7g), -5 or del(5qg), del(20q), -Y, i(17p) or t(17p), -13 or
del(13g), del(11qg), del(12p) or t(12p), del(9qg), idic(X)qgl3), t(11;16)(g23;p13.3), t(3;21)(q26.2;022.1),
t(1;3)(P36.3;021.2), t(2;11)(p21;923), inv(3)(g21g26.2) waz t(6;9)(p23;034) uazdnuaANRAUNFAYDY
TasTuloudinuiios (rare cytogenetic abnormalities) dnvaneeevilalugUiy MDS s?faé'aﬁsﬁa%aﬁiﬁmﬁlumi
Tseiiunnuidsmionensallse

asRnUndveslastaluilugiae MDS flflunisweinsallsa wiadu 3 nauldun nguidneinsallse

good, intermediate Waz poor AIUAAIlUAIIIIN 1

A9l 1 wansnuRaunfvedlasiulaukazniswensallsa
Prognostic factor Subgroup Cytogenetic Abnormalities
Good Normal karyotype

-Y as sole abnormality
del(5q) as sole abnormality

del(5q) as sole abnormality

Intermediate +8 and others

Poor Complex karyotype (> 3 abnormalities)

Chromosome 7 abnormalities
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FogsAuRnUnAvedlasiulsuLazANEI Ay enatn
1. Del(5q); deletion LL%JUEJ’]’J“ZJ’ENIﬂiINI"UiJﬁjﬁ 5
Del(5q) 1Wunuiinunavestaslulsuiinutesiigelu MDS (nnnd1 15%) Fedidanuiiaunfvia
Hisnvarmenainiinannnaneuddlailu 2 naulvg)e MuANEAENAGTNNITINGT KAENITNBUALDIHD
M35 MInensailsa Lo 1) MDS lundsannlésunissnudeenaiividnuiln cytotoxic 1y
alkylating agent waw/M3e5s@snw Shnu del5q) SaufuAuAnUnivedaslaleudy uwag TP53 mutation
MDS nguililentasiiulsaiu AML g¢ (30-45%) i overall survival §u (6-17 o Tufuduiuuazaia
SULTIWRIAAAUNATLY)  uagmInaUaussionIsinwTiesnin (complete remission Uszannd 3%) nawiid
del(5) oguifiss  2) MDS #ifl del(5q) eguiien ﬂ&jmﬁazﬁwmmmﬁmaﬂ’h wazilonasidulsadu
AML #1 (5-16%) finsmevauesionissneuinndi (complete remission Uszungs 67%)
2. Monosomy 7, del(7q); deletion wwugnivestasluleugh 7
awiiaunAvedlastulong 7 wulduseanas 10% lugtae de novo MDS  uwazannndt 50% Tu
fthe therapy-related MDS asfisunfsdinfiinnuduiussunensallsailid waedl overall survival ¢
3. Trisomy 8
Trisomy 8 wulausesna 5% et MDS uagilauduiusiunginsallsasesdu intermediate &

overall survival 1ade 23 iou ﬁﬁﬁﬂgﬁuﬂﬁimiaﬂwu Trisomy 8 i myeloid progenitor cell éuaaﬁﬂw
MDS uazunuazlainulu CD 34 positive stem cell Feinsisanufguinnisfnaruiiaunddegludaine
yeangBindaues MDS  uenaIniganuin Trisomy 8 MDS cell & anti-apoptotic protein luuSunnuge
wazflauifieadastiu auto immune pathophysiology
4. Sex chromosome abnormalities (-Y, -X)
msvemeluvedlasliloy Y Tummneuaglasiulon X wiwvidummdgoluggeogilsidan
Aaund TenuindeuiAesdestu aging phenomenon agnslsinudmuindanuduiusivuzisadnden
Py
nmsvavgllveddasiuley Y danuduiusiu myeloid disorders LLazQ’ﬁWU Y fllonaniiiulsa
Hu MDS Uszana 3.8 whwesiilaslulanund ¢ae MDS A -Y Senudiniusiunensallsaiifunn (very
good prognostic factor)
nsvemeluvedlasiulon X Tu MDS wuldtles Aewu -X egifeiuszuiad 0.2-0.3% Uag —X
SwfumsRnUnAveslesiulendy 11 1.5% vesfihs MDS  gthe MDS #ii X fleuduiusiy
wensallsaseAuUIunans (intermediate prognostic factor) aﬂﬂﬂliﬁmmﬁﬂw Turner syndrome (45, XO)
Liflenuidsssonisiin MDS Watwdlefisufuuszannsund
-3
5. 3g- abnormalities
mmaﬂ‘dﬂamaaLLsuusmImImIszimjﬁ 3 WU deletion, translocation wag inversion wulatagunnty

MDS wariianudunustunensallsalid I overall survival (0S) Tasiiawady OS 20 Loy

6. Trisomy 13, del(13q)



Trisomy 13 wulalsiveglugUae MDS (Ussanas 0.2%) winulaueeninlugUae AML (1-2%) Trisomy 13
finwuly advanced MDS with excess blast kagiln1ie pancytopenia SEAUUIUNANNTDTULT

del(13q) WumuAnunaninulunzdafindeaiily lymphoid uay myeloid disorders saumaly
AUe MDS Tagnuuseann 2% v83 MDS wagilauduiusiu therapy-related MDS Wag poor outcome

7. Trisomy 21, monosomy 21

HUIy Down’s syndrome (Trisomy 21) ﬁmmL?iaaqaﬂfjmiss{mﬂiﬂﬂaﬁiaﬂmﬁm AML wag ALL tag
wulglaiveslu MDS (0.3-0.8%) MDS finu trisomy 21 siamu absolute neutrophil count ¢ Aaglafnans
Bntfes wasindmdend  warlinuduiusiunensallsaseduliunans vnesenuidenuanuduiusiu
wensadlsAlaid  Monosomy 21 wulatessnnlu MDS lagwu monosomy 21 Uszana 0.2% Lagwu

¥ o w

monosomy 21 fafumuAaUARBUUTEINM 05%  mnuduiusiunsmensallsadsiideyadntn  ue
F189ATENUANUFLNUS A UNEInSallsAlLR
8. Isochromosome 17q
DueruRaunffinuuszana 1% Yoty MDS wadanuduiusiunensallsassauuiunans
AUy MDS fnuisunaitdnvarneeadnansie i profound anemia, neutrophil with Pelger-Huet
anomaly e hyperplastic bone marrow 7id micromegakaryocyte Laiu
9. Del(20q), del(12p), del(11q)
Del(20g) Way del(12p) %’magﬂuﬂajmﬁﬁwmmmﬁiﬂﬁ Tag MDS #ifl del(20q) i1 overall survival
W@y 5-6 U way MDS 711 del(12p) @ overall survival 1@y 6-9 U du del(11q) fnensallsauunas
naulsa MDS IANUNAINUAEUDIAIURAUNG Feoradnannendindafiuansnety anudnamvih
mawelulagvinlviarudlaneBiudalussduwaduazsedulnanauiniu Jagtumu MDS U1e subgroups

v 6

fanuduiusivanuiaunivedlasiulaundimig waznssnwindume anudssiuwaduarseaulianade

lUgnedinlialen waznissnwiwuugadh (targeted therapy) @avgihlvitussdnsamlunissnwavu an

NAT19LAB9INN1TS NP8 LeiUITR wazihlUdnun ndienavusely
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