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4. Nowa dpyava TpooBAaArAe;
o Aéppa: Oawvopevo Raynaud, Oidnpa twv SaktuAwv, EEavBnua SnAwTko

Juotnuatikol EpuBnuatwdoug AUkou (pwtosuaiodnto, e€€pubpo),

TEMIKD NOEOKOMEID ABHNOM

MANEMIETHMIOD ABHNOM AMOLWOELG OTIWG QUTEG TTou epdavilovtal oto IKANpoSdepua.
IATPIKH EXOAH ApBpwoeig/Muec: ApBpalyiec/apBpitida, Muik aduvapia pe TCPK kat
KAINIKH TAGOAOT'TKHE ®YZIOAOTIAX M NaTkeY eviUpwv.
KENTPO EMHEIPOFNQMOEEEEI?&IT‘XZHANIA KALTIOAYHAOKA *  Owodayog: Auodayia, laotpootcodayikn maAwwdpounon, Owodayitida.
* Nvebpoveg: Mveupovikn lvwon, Mveupovikn Aptnplakn Ynéptaon.
MIKTH NO202 TOY 2YNAETIKQY I2TOY *  Kapdid: NpocBoAn tou nepikapdiov, pe ekdnAwon mepkapditidoc.
1. Tt ivae n Muktry Néoog Tou ZuvSetikou lotou; | © Nedpoi: 3to 30% mepimov, Kupiwg pe Tn popdn ueuPBpavwdoug
* Autodvoon dlatapaxn, n onola xapaktnpeiletal and KAWVIKA EupruoTo onelpapatovedpitidag, n onoio KATAARYEL O€ VEDPLKI) AVETAPKELA.
; TPLWV SLAPOPETIKWV PEULOTOAOYIKWY VOO LATWV: TOU SUGTNUATIKOU *  QDeutepontaBeg Zvvépopo Sjbégren: MNepirou oto % twv acbevwy, pe
EpuSnuatwsou¢ AUKou, ToU SkKANPOSEPUATOC KL TN ekdnAwoelg §npootopiag kat EnpodBaiuiac.
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MoAvuvocitiéag. +
*  Mepikol aoBeveig pmopei va epdavilovv eniong cupnTwpaTa
Peuparoeibouc Apdpitidag.
*  Mepikol TtV Katataooouv ota ZUvépopa AAnAoemikaAuYng.
—
2. Noéoo ouxvn €ivat Kot moloug tPooPAAAeL;
*  Imavia vooog (2,7% Twv auToAavoowy).
ISLaltepn mpotipunon otig yuvaikeg < 30 €Twv.
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3. TumpokaAeL T vOoo;
* HakpBng attia mapapével ayvwotn.
* H unMEpPUETPN EVEPYOTIOLNON TOU AVOGOAOYLKOU CUOTHMOTOG 08nyel
OTNV MAPOYyWYN OVIIOWHATWY TIOU 6TOXEUOUV CUCTATLKA TOU TTUpHva
TwV KUTTApwWV (U1-RNP: cupmAoka mpwteivwy kat RNA). Ta
QVTIOWUATO QUTA UITOPEL va TponyouvTal WG KAl Eva £T0G TNG
EUPAVIONS TWV KAWVIKWV EKSNAwoewv tn¢ vooou! Ev toutols Sev
eivau oiyoupa nadoyova. Eival anAa S€iktng tng vooou

5. Mwg yivetaw n tayvwon;
* loTtoptko, KAWVLIKN e€€taon

*  AU&non delktwv PAeyHOVAG
*  Anti-U1-RNP avtiocwpota (+)
Juxva ANA (+) kot RF (+)

6. Nwg avtipetwniletal;

*  MéxpL onuepa dev umapyxet €WK Beparmeia.

* HOepameia gival CUUMTWHUOTLKH. OEpATIEVOE TO LAAAOV TTACYOV
OPYaVO KaL TO LAAAOV TIPOEXOV CUUMTWAL.

*  [AUKOKOPTLKOELON: LEYAAN amoTeAeopaTIkOTNTA, Wolaitepa otav
ouyxopnyouvTtal pue avBehovoolakd Gpapuaka.

*  Mepikol aoBeveig amattolv pakpoxpovia xopnynon
0lVOOOKOTOOTOATLIKWY TIAPOyOVIWYV yla apBpitida, puooitida
TIVEUMOVLKN (vwon, Kol ayyEloSLaoTOATIKWY GOPUAKWY YL TIVEUOVLK

umEpTaon
T S
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1. What is MCTD?

2. How frequent is MCTD and who is affected?

Autoimmune disorder, characterized by clinical features of three
different rheumatic diseases: Systemic Lupus Erythematosus,
Scleroderma, Polymyositis.

Also, some patients appear symptoms of Rheumatoid Arthritis.
Many clinicians consider MCTD as an Overlap Syndrome.

Rare disease (2,7% of autoimmune diseases).
Mainly in women < 30 years old.
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4. Which organs does MCTD affect?

* Skin: Raynaud Syndrome, puffy fingers, Lupus-like rash(sensitive to light,
reddish), Scleroderma-like skin changes.

* Joints/Muscles: Arthalgias/arthritis, Muscular weakness with NCPK and
“Miver enzymes.

* Esophagus: Difficulty in swalling, Gastroesophageal reflux, Esophagitis.

*  Lungs: Pulmonary Fibrosis,Pulmonary Arterial Hypertension.

*  Heart: Pericarditis.

* Kidneys: Membranous glomerulonephritis, in approximately 30% of
patients, which progresses to kidney failure.

* Secondary Sjogren’s Syndrome: In % of patients, with clinical
manifestations of dryness of mouth and eyes.

3. What causes MCTD?

The exact underlying cause remains unknown.

The upregulation of immune system leads to antibodies’
production against nucleolar components of cells (U1-RNP:
complexes of proteins and RNA). These antibodies can be found in
patient’s serum, up to one year before the appearance of the
disease’s manifestations! However they are non-pathogenic. They
simply serve as disease biomarker.
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5. How is MCTD diagnosed?
* Patient’s history and clinical examination
* Elevated markers of inflammation

* Anti-U1-RNP antibodies (+)
Frequently ANA (+) and RF (+)

6. How is MCTD treated?

*  Currently, there is no available cure for MCTD.

| » Medication is symptomatic. We treat the rather involved organ and the
rather predominant symptom

* Glucocorticoids: very effective, especially when they are co-administered
with antimalarial treatment.

* Some patients require long term use of immunosuppressant medications
for arthritis, myositis, pulmonary fibrosis as well as vasodilating agents
for pulmonary arterial hypertension
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