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faoctpevTEpOAOYLIKA ZUVOpOHA

ALOTAPOXEC OTOMOTLKNAG KOLAOTNTOG
Alatopaxec olcodpayou

ALaTopaXEC OTOUAXOU

Alatopayec Aemtou & TOXEOC EVTEPOU
Hratikd cuvdpopa

Moaykpeatikd cUvpoua




fQOTPEVTEPLKA CUVOPOUO KOIL PEUMATLKEC TTOONOELC

Qc apxlkn ekdnAwaon tng vooou
Q¢ ekdbnAwaon otnv mMopEia TG vooou
AvemlOUuNTN eVEPYELD DAPUAKWY

ErtumtAokn (Aotpwdnc...)



AloTapaxXEC CTOMOTIKAC KOLAOTNTOG

ApBpitda kpotadoyvabiknc apBpwonc
=npootouia

Evavonuata



ApOpitida KOr

* Neaviwkn Wlonabnc apbpitida
— Juxvotnta 17-87% avaloya L€ TOV
MANBUGOO, TOUC UTTOTUTIOUG KalL TN

akTwoAoyLkn nEBodo diayvwong

— Mrmopel va tpooBAnBetl mpwipa N oPLua,
€TEPO- N apdoteponmAepa

— Mrmopetl va eival n mpwtn apbpwon mou

npooBAaiAetat
* PA:4,7-88%

e WA:31-63%

Twilt M et al. Ann Rheum Dis 2006,65,;823-825
Weiss PF et al. Arthritis Rheum 2008;58:1189-1196

Lin YC et al. J Chin Med Assoc 2007;70:527-34

Bessa-Nogueira RV et al. J Oral Maxillofac Surg 2008,66:1804-11
Kénénen M et al. Acta Odontologica Scandinavica 1992;50:281-288
Peltomdki T et al. Semin Orthodont. 2015;21 (2):84-93

e A2:4-32%



Rheumatological Causes

- Thermal
Bone

- Folate
Deficiency

- Vit. B12
deficiency

- Vit. ¢ deficiency

Bacterial: Viral
PF A PA - syphilis - HHV1
- Gonorrhea - HHV2
- TB-sinus -HIV
tract
infection =

I
Fungal:

- oral
Candidiasis

- Zygomycosis
- Histoplasma
- Aspergilosis

- Lindren Planus
- Pemphigoid

Carcinoma
Oral
Melanoma

- Kaposi
Sarcoma

- Behcet's
Disease
- SLE (Systemic

Lupus

Erythromatosi)

- Reactive
Arthritis

- Corticosteroi§s - GCA (Giant Cell

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



EvavOnua octopatocg

2EN 2. Abapavtiadn-Behget




MpooBoAn kpaviakwyv aptnplwv o GCA




Dysphagia

- Amyotrophic Lateral
Scelerois

- Myasthenia Gravis

- Multiple Scalerosis
- Parkinson's Disease
- CNS Tumor

- Structural:
Thyromegal

- Cervical Osteophyte
- Zenker Diverticulum
- Cricoid Web.

Esophageal Dysphagia

- Mouth and tongue diseases
(Xerstomia, Ulceration,
Candidiasis):

Sjogren's Syndrome, SLE,
Behcet's Diseases, Drugs:
Steroids, Cytotoxic .

~pill Esophegitis”
- NSAID

Bisphosphonate, Colchicine
Corticosteroid

| Arthritis): RA

- Joints diseases: (TMJ

- Mucosal lesions of the
oesophagus (Oesophagitis,
ulceration, stricture, web):
vasculitis, Ezsonophilic
Granulomatosiz With Polyangitis
(Churg-Strauss)'rare’

- Ring Webs

- Eosinophilic
esophagitis

- Stricture
- Neoplasm

- infectious (HSV-CMV)
candida

- Systemic Sclerosis
- Polymyuositis, inclusion

|| body myositis

- Rheumatoid Arthritis
-SLE

- Achalasia
- Distal Esophageal
Spasm

- External Compression
Cervical spine disease:

Spondylosis, DISH, Ankylosing spondylitis

-Mediastinal disease:

Sarcoidosis, lymphoma complicating

autoimmune disease

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore




MpooBoAn otco¢pAayou 0TO GUOTNHATLKO OKAnPOodeppa

SSc xwpic ntpocoBoAn owcodpayou SSc pe npooBoAn otcodpayou

Q¢ 90% twv a.oBevwv



MpoofoAn otco¢pAayou 0TO GUOTNHATLKO OKAnPOodeppa

 OmoBooTePVIKOC
KaU0o0G, AVOYWYEC,
ELopOPNOELC

e [lemtiki olcodayitida,
OTEVWOELC, 0loodAyOoC
Barrett, adevoCa

oloodayou




Avodayia otic IIM

A. AuvoAsttoupyia $apuyyLlKwV HUwWV

B. AuoAewtoupyia KpltkodhapuyyLkoU HUOC
C. Adbuvouia avaomnoaong Adpuyya
D. Aduvapio YpoUHUWTWY HUTKWV VWV

QVWTEPOU oloodayou

J Clin Med. 2020; 9: 2150
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Avodayia otic IIM

1BM

Mropel va glval To apyLko n To
HOVO CUUTTTWHAL

Entimtwon: 36%, aAAd 56% otnv
IBM

Juyvotepn otnv CADM & NXP-2
oxetwopevn IIM

EruBdpuvon mowotntag {wng,

elopoPr oL

J Clin Med. 2020; 9: 2150



AweBveic ouotaoelc yia €éAeyyxo veonAaoiog ota IIM

IIM diagnosis
(within 3 years of symptom onset)
|
¥
Juvenile-onset IIM Adult-onset [IM IBM
{ { }
Cancer screening not Cancer risk Cancer screening not
routinely required stratification based on routinely required
risk factors
A
\}
‘High risk’ factors ‘Intermediate risk’ factors
[IM subtype [ | Dermatomyositis [ | CADM [T ASSD
[ Polymyositis [ 1 CTD-associated IIM
1 IMNM
MSA and [ Anti-TIF1-y antibodies [ ] Anti-SAE1 antibodies [ ] Anti-SRP antibodies
MAA [ Anti-NXP2 antibodies [ Anti-HMGCR antibodies [] Anti-Jo1 antibodies
[ Anti-Mi2 antibodies [ Non-Jo1 ASSD antibodies
[ 1 Anti-MDAS antibodies [1MAA=
Clinical [ | Age >40 years at [IM onset [ ] Male sex [ ] Raynaud phenomenon
features [1 Persistent high disease activity [1Inflammatory arthropathy
despite therapy [ Interstitial lung disease
[ Dysphagia (moderate to severe)
[ Cutaneous necrosis
Total
)

All patients with [IM, irrespective of cancer risk, should continue to participate in
country- or region-specific age- and sex-appropriate cancer screening programmes

Nat Rev Rheumatol. 2023 Dec;19(12):805-817



Avodayia we anotéAeopa dtaxutnc tblomadouc OKEAETIKNAG
UTTEPOCTWONC

Dantas Soares C et al. Mediterr ] Rheumatol 2023;34(4):573-4



AlotopaXEC CTOMAXOU

e BAevvoyovikeg BAABEC
— MZIAQ, NUKOKOPTLKOELON

— Taotpitda
* PA: eumoAng n atpodikn yaotpitida og 30-60% twv BoPlwv

* J.Sjogren: xpovia atpodikn yaotpitida o 25-81% twv acOsvwv

— APCA ot 10-27% twv acBevwv pe pSS, oA& +B12 fj peyahoBAactikr avatpio moAd ondvia
*  AlLOTOPAXEG KLVNTLKOTNTOG
—  JUOTNUOTIKO oKANpOdepua

— Muooitideg
* KakonOeleg
— 2.Sjogren: MALT-Aéudwpa
— Muooitldeg: KapKvwpoTa
Trevisani VFM et al. Adv Rheumatol. 2022 Oct 10;62(1):35

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



AL0TOPAXEC YOLOTPLKAC KLVNTLKOTNTOC 0TO SSC

*  Enimtwon: 10-75% twv aocBevwv

e Juyvotepn ekdNAwon: Bpadeia
KEvwon

* TaotplKA ayyELaKN EKTaoia Tou

avtpou (gastric antral vascular

ectasia, GAVE) — Fe-mevikn

avatuio (96%)

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



GAVE

ALAXuTOG TUTIOG
(«MeAioooknpuBpa»)

-
.

PaBSowtog tumog («Kapmoully)

s

Zepeda-Gomez S. GE Port J Gastroenterol.2017 Jul;24(4):176-182



Small intestine and Colon

Bowel Ischemia

Diverticular/Pseudodiverticular

Obstruction/Pseudo-obstruction

- SLE -RA -Vasculitis (PAN)

- Takayasu's Arteritis - Henoch-
Schénlein Purpura (HSP)

- Cryoglobulinemia - Behcet's

- Beheet's (Ulceration In lleocecal Area)

- Drugs: Etanercept Methotrexate

(Ulceration, Perforation?)

- Juvenile idiopathic arthritis (JIE)

- Dermatomyositis
- Mixed connective tissue disease

- Drug: corticosteroid

- Scleroderma (intussusception/volvulus)
- Inflamatory Myositis

(Dermato/Polymyositis)

- Kawasaki Disease (Paralytic lleus)
- Henoch-schonlein Purpra

(Intussusception)

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore




SSc & AlaTapa)EC EVTEPLKNG KLVNTLKOTNTOG

N\EMTO €viepo
* Ymokwntkotnta
* Xpovia Pevdoamnodpaln
*  Yrepavamntuén pkpoBiwv (wg
43% Twv o.c0evwv)
* Avoamnoppodnon
lpocBoAn tou MEX oto SSc
dumAaotalel tn Bvntotnta tnv

gnouevn dLetia

Kréner PT et al. Am J Gastroenterol 2019;114:1441-1454
Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



Varga J, Denton CP, Wingley FM, Allanore Y, Kuwana M (eds). Scleroderma: From Pathogenesis to
Comprehensive Management. Springer Science+Business Media New York 2017




KuoTtoelb ¢ MVEVUATWON TOU EVTEPOU OTO SSC

Kroner PT et al. Am J Gastroenterol 2019;114:1441-1454



SSc & AlaTapa)EC EVTEPLKNG KLVNTLKOTNTOG

Mayv €vtepo

MpoaoPoAn raxéoc: 20-50% twv
acOsvwv

— Auokolllotnta
OpBomnpwktikn mpooBoAn: og 50—
70% Twv acBevwyv

— Meilwon tng evevdoTtoTNTAG TOU

0pBoU—> TEWVECUOG
— AkpaTtela Kompavwy

— [Mpomntwon opbou

Medscape

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



EvtepokoAitida Kot PEUHATIKA voonipata

[evika palvopeva

— Avopetia, TUPETOC, AMWAELA
Bapoug
Kot\Ltakd aAyoc, SLappolec,

TEWVEOUOC, alpoppayia

EykoAeaouog

e ImovoéulapOBpitidec-ONE

e Ayyslitidba



2tA & ONE

As-IONE ODONE As-IONE
(5-10% e (4-10%
TNGAZ) ™G IONE)

A2




MuookeAeTikeC ekbnAwoelc tnc ONE

Timos npogfohi Ehions oo

Aovikn mpooBoAn

DAeyuovwbdeg ormovOouAiko alyog 5,2-42%

lepoAayovitiba 10% 13% 7%

Aykulomnointikn onovéulditiba 3% 4% 2%
Nepidepikn apOpitida 13% 15% 12%
AaktuAitda 1-54% Moapduota ouyvotnta uetaéu NC & EK
EvOecitida 0-5% 2-4%

* Wropaomes K

Karreman MC et al. J Crohns Colitis. 2017 May 1;11(5):631-42
Salvarani C el al. World J Gastroenterol. 2009;15(20):2449-55



Mopdec mepidpepikne apBpitidog tne ONE

ErumoAaopog otnv EK 3.6% ErumoAaopog otnv EK 2.5%
ErtutoAaopog otnv NC 6% ErumoAaopog otnv NC 4%

<5 apBpwoslg >5 apBpwoelg

MeyaAeg apBpwoeLg Meyahecg & ULKPEG apOPpWOELG

rovato> MNAK> MXK> aykwvag> MKO> woxio> wuog MK®> yovata> EQD> MXK> NAK> aykwvag> wuog
AcUuUETPN JUMUETPLKN 1) ACUUUETPN, EVOEXOUEVWE SLaBPWTLKN

NapakoAouBOEel TRV EVEPYOTNTA TNG EVIEPLKAG VOOOU  Ave{APTNTH IO TNV EVEPYOTNTA TNG EVIEPLKNG

vooou
Autoneplopl{opeva enelocodia Stapkerag <10 £B6. Entipovn pAeypovi SLAPKELOG NVWV EWG ETWV

Tuxvég aAAeg EEE
ZuOoXETLON LOVO UE payoeLditida
(olwbeg epuBbnua & payostditida)

Orchard TR et al. Gut. 1998 Mar;42(3):387-91.



Turik aykuAomnowntikn ortovOuAitida o ONE

Avépoac 57 etwv pe vooo Crohn
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Mote Siepeuvw €vav aocBsvi pe AEZTA/WA yio ONE;

Table 1. Proposed “red flags” to consider further investigation for concomitant IBD or SpA.

Red flags for IBD Red flags for SpA
Chronic diarrhoea for more than 4 weeks Back pain (for more than 3 months)
Abdominal pain for more than 3 months Recurrent or chronic (more than 3 months) peripheral joint
pain or swelling
Nocturnal diarrhoea or abdominal pain Inflalnmatory spinal pain: age at onset younger than 40

years, insidious onset, improvement with exercise, not
improvement with rest, pain at night

Rectal bleeding (not due to haemorrhoids) Finger swelling (ie, dactylitis) ever
Perianal fistula or abscesses, recurrent oral aphthosis | Heel pain (ie, enthesitis) ever
Unexplained constitutional symptoms: weight loss, Family history of SpA*

fever, anaemia

Family history of IBD

* First- or second-degree relatives with IBD, AS, psoriasis, acute uveitis or reactive arthritis
IBD, inflammatory bowel disease; SpA, spondyloarthritis; AS, ankylosing spondylitis.

Zioga N et al. Mediterr ] Rheumatol 2022;33(Suppl 1):126-36



Ayyetitidéa NEZ

e AyyeLTIdEC pEYAAWV OpTNPLWV
— 1gG4-RD, RPF, Takayasu, GCA
* AyyeLitidec HEoOU Kol HLKPOU HeyEBouc aptnpLlwv
— Olwdng moAvaptnpiitida
— ANCA-0oXeTL{OMEVEC QYYELITLOEC
— IgA ayysilitida

— 2to mAaiola aUToAvoowv PEVUATIKWY voonpatwv (PA, ZEA, Kpvoodarpwvarpia...)

* N. Behget



Ayyeilitidec & gvtepo

TABLE 16.1 Gastrointestinal Involvement in Primary Systemic Vasculitis

Type of Primary Vasculitis

Frequency of Gastrointestinal
Involvement (%)

2 Chronic periaortitis 80

4 Polyarteritis nodosa 3050
Eosinophilic granulomatosis with polyangiitis 25-50
(ex Churg-Strauss syndrome)

’ Granulomatosis with polyangiitis (ex Wegener 5—10
granulomatosis)
Takayasu arteritis 47
Giant cell arteritis 11

1  Henoch—Schonlein purpura 50—-90
Mixed type Il cryoglobulinemia <5

3  N. Behget 50

L. Quartuccio, S. De Vita. Gastrointestinal Involvement in Systemic Vasculitis, in Ramos-Casals M, Khamashta M,
Brito-Zeron P, Atzeni F, Rodés Teixidor J (Eds) Handbook of Systemic Autoimmune Diseases, Vol 13, pp 293-320,
Elsevier 2017 | Kréner PT et al. Am J Gastroenterol 2019;114:1441-1454



AyYYeUTIOEC HEYAAWV APTNPELWV KOl EVTEPO

* |gG4-RD, nepLaoptitda, ontoBormnepLrovaikn ivwon
* Takayasu

* GCA



* [Meplaoptitida,
onwcOomnepirovaikn ivwon

— ApBAU¢ ovog otnv oo,

VEDPLKEC XWPEC, KATW KOl

e IKAnPUVTIKN pecevTEPiTIOQ,
onwoBOomnepirovaikn ivwon

— Kow\ako dAyog, LETEWPLOUOC,

Sldppola, oTIaVIOTEPO LoYOLUL

Wu S &Wang H. Front Immunol. 2023;14:1278332
Butt Z et al. Cureus. 2018; 10(2): e2147.




Katavoun npoofoAncg peyaiwv aptnpiwv o GCA & TAK

E,\

Cluster One
95.6% TAK
4.4% GCA

Cluster Four
33.6% TAK
664% GCA

Al '

Percent
Involvement

Cluster Two Cluster Three 100%
75.3% TAK 70.1% TAK
24.7% GCA

29.9% GCA 50%

0%

/\ /4 —— :rf\

Cluster Five Cluster Six
16.2% TAK 14.5% TAK
83.8% GCA 85.5% GCA

Av Kol n tpocBoAn Twv
LECEVTEPLWV ELVOL GUXVN
otnv TA, cupmTWHATA
(vautia, €petol, Slappola,
KOLALOKOC TIOVOC) omavia
ekdnAwvovrtal

Hochberg, 16™ ed.

Bates Gribbons K et al. Arthritis Care Res (Hoboken). 2020 Nov;72(11):1615-1624



Ayyelitida HECEVTEPLWV AYYVELWV

? Affected layer Clinical manifestation

Mesentery

T
Serosa (panel b) ———— © gerpsitis ascites

Arteriolitis
thrombus

Venulitis
thrombus

Dilatation
Fluid accumulation

Muscular (panel ¢) ——»

Submucosal edema
Submucosa (panel d) —  Pseudotumors

Immune complex deposition

Ulceration
Hemorrhage
Diarrhea

Perforation  Infarct Hemorrhage Ulcer

Y

Mucosa

Ju JH et al. Nat. Rev. Rheumatol. 2009;5: 273-281



Olwdnc moAvaptnptitida

L. Quartuccio, S. De Vita. Gastrointestinal
Involvement in Systemic Vasculitis, in Ramos-Casals
M, Khamashta M, Brito-Zeron P, Atzeni F, Rodés
Teixidor J (Eds) Handbook of Systemic Autoimmune
Diseases, Vol 13, pp 293-320, Elsevier 2017

40-60% Twv acBevwy

2-16% otnVv €vapén

Mellwv attia Bavatou to 1° €to¢ ko 3N
ETA TLC AOLUWEELC Kall T KopSLayyELaKA
uvnOwc umoéeio vOooc SLAPKELAC
eBSouadwv-punvwv

Mrmopel va ekdnAwBel kot w¢ Epdpakto N
Sdldtpnon tou otopaxou, Aemtou 1 TaxXEOG
EVTEPOU, okwANnkoeldoug, xoAnboyou
KUOTNG, AlLoppayYLKA TtayKpeatitida,
ULKPOOKOTILKA W otk EvTEpoppayia,
pNEN aptnplag (.x. NTTATIKAC, OTTANVLKAC,
VEDPLKNG



Olwdnc moAvaptnptitida: loxatpukec BAABEeC




IgA ayyetitida & MNEZ

TasLe 1 Clinical and morphological characteristics of the
137 IgAV patients with gastrointestinal involvement

Characteristic n (%)

Clinical manifestations

Abdominal pain 135 (99)
Bleeding 43 (31)
Diarrhoea 36 (26)
Nausea or vomiting 26 (19)
Paralytic ileus 3(9)
Surgical abdomen 6 (4)
Radiological features®

CT scan and/or abdominal US QU
Normal 35 (39)
Thickening of intestinal wall 55 (61)
Intestinal dilatation 6 (7)
Submucosal hematoma 2(2)
Intramural hematoma 1(1)
Pancreatitis 1(1)
Endoscopic features

Upper and/or lower Gl endoscopies 78
Normal 0(13)
Ulceration 3 (55)
Mucosal erythema 27 (35)
Mucosal purpura (27)

Audemard-Verger A et al. Rheumatology 2020,;59:3050-3057



Evbookomikn elkova o€ IgA ayyetitida

Hokama A et al. World J Gastrointest Endosc. 2012; 4(3): 50-56



IgA ayyetitida & MNEZ

Fic. 2 Overall survival in IgA vasculitis according to the
presence or not of Gl involvement
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Audemard-Verger A et al. Rheumatology 2020,;59:3050-3057



ANCA-oXeTL{OMEVEC AYYVELTLOEC

* [QOTPEVIEPLKA OUMUETOXN ocuxvoTtepn otnv EGPA (25-50%)

—  MEéAawa, alpatépeon, Statpnon olcodAayou, CTOUAXOU, AETTTOU 1) TTAXEOC EVTEPOU,

XOAOKUOTITIO O, LOYOULULKA KOALTLOQ, ALPATWHO ETUITAOOU

* [apopola etkova otnv MPA, ortaviotepn otn GPA

L. Quartuccio, S. De Vita. Gastrointestinal Involvement in Systemic Vasculitis, in Ramos-Casals M, Khamashta M,
Brito-Zeron P, Atzeni F, Rodés Teixidor J (Eds) Handbook of Systemic Autoimmune Diseases, Vol 13, pp 293-320,
Elsevier 2017



N. Adapavtiadén-Behget kat Evtepo

53% twv a.oBevwyv €xouv ekdnAwaoelg MEZ TEPAV TWV OTOUATIKWY EAKWV
MpooBaAAetal omoladAmote poipa, meplocotepo N eLAeoTU ALK TtepLoxn (88%)
AvaAoya pe to peEyeboc Twv nmpooBeBAnuEvwy ayyeiwv ot BAAPBeC kupaivovTal
aro €AKN w¢ LoYaLuia

Ta €AKkn evtomilovtol mavw armo MAAKES Tou Peyer ko propet va sival to fadlda

TIOU VoL TIPOKAAECOUV alpoppayia i dtatpnon

Kroner PT et al. Am J Gastroenterol 2019;114:1441-1454



N. Adapavtiadén-Behget

Chin AB & Kumar AS. Behcet Colitis. Clin Colon Rectal Surg 2015,;28:99—-102



N. Crohn

AdBwdN €AKN

Eprintostdn €Akn ’ STEVWON

Hamilton MH. Diagn Ther Endosc. 2012:2012:467979.



N. Adapavtiadn-Behget vs N. Crohn

Behcet disease

Crohn disease

Endoscopic findings

Focal distribution of
disease

Large ulcers (= 1 cm)
Round or oval, punched
out lesions

Deep ulcers

Ulcers with discrete

Segmental disease

Discontinuous involvement of various portions of the
gastrointestinal tract

Diffuse, longitudinal lesions

Cobblestone appearance

margins
< 6 ulcers
Biopsy Vasculitis Granulomas
Location Perianal disease rare Perianal disease frequent
Extraintestinal Genital lesions Musculoskeletal, dermatologic, hepatopancreatobiliary,
manifestations Papulopustular lesions ocular, renal, and pulmonary systems

Neurologic involvement

Chin AB & Kumar AS. Behcet Colitis. Clin Colon Rectal Surg 2015,;28:99—-102



Meoevtepikn ayyetitida o ZEN

d)

d—’

¥ -
A=

Small

&
*
intestine -

=
s
a

o

L

Large
intestine

#H

Rectum

Duodenum

Ju JH et al. Nat. Rev. Rheumatol. 2009;5: 273-281



EvtepondBela Tou AUKOU HE anmMWAELA TPWTEIVNG

EkénAwon %

Mepldepiko oldnua 80

e ImAvia ekSHAwoN Aokitng 48

. ActdTec MAgupLtikr) cuAAoyn 38

’ Mepikapdlakn cuAloyn 21

*  Mnxaviopog KolAlakog movog 27

— Ayyelakn BAGBN amnd evepyomnoinon 1ou € NouTia 22

—  Mn-vekpwTikn (Heo)evTEpLa ayyeLitida EpeTOC 19

— AU€&non TNG EVTEPLKNC OYYELOKNC Awdppola 46
Slanepatotntag and Tomnwkd MéEoog xpovog amo tn 4,2+4,7 €1n

TIOPAYOHEVEC KUTTOPOKIVEC dtayvwon tou ZEA

H 0,
_  B'radnc Aepdayyetektooio YMoAgUKwHOTVOLLLOL 96%

Méon Aeukwpativn opou 1,8+0,82 (eupoc 0,5-

(g/dL) 3,9)
YNOGUUTANPWHATVALLLLOL 79%
aClL+ 53%

Law ST. Lupus, 2012
Al-Mogairen SM. Rheumatol Int, 2011



EvtepondBOela Tou AUKOU HE anmMwAELA TPWTELIVNG

Awdyvwon

2rmivOnpoypadnua pe
AEUKWUOTIVI OECNUOOUEVN UE
99m-Tc

KaBapon ota kompava tng al-

avtiBpuivng

Oepamneia

YynAn 660n YAUKOKOPTLKOELO WV
(0,8-1mg/kgx6W kal otadlokn
uetwon) (+ AZA)

Qoelc CYC

CsA

Al-Mogairen SM. Rheumatol Int, 2011
Mok CC. Rheumatology, 2006



Ayyetlitida PA

Table 1. Clinical presentation of rheumatoid vasculitis
based on organ system invohed

Organ system Clinical presentation

Skin [most common) Purpura
Mail fold infarcts
Digital ischemia/gangrene
Cutaneous uleers (upper or lower
extremity]
Peripheral nervous system Meonaneuritis multiplex
Distal asymmetric/symmetric
sensory and/or mixed
polyneurapathy
Eye Episeleritis
Seleritis (anteriar/ posteriar,
nodular/diffuse, nonnecrotizing,/
necralizing scleromalacia
perforans)

Peripheral ulcerative keratitis (with
or without corneal melt]
Retinal wasculitis

Heart Percarditis
Myocarditis (presenting as
arthythmias — atrial fibrillation,
venfricular archythmias and
complete heart bloack)

Caranary vasculitis (presenting as
myocardial infarction)

Lung Pulmonary angiitis/capillaritis
|presenting as abealar
hemarrhage)

Kidney Pauci-immune glomerulenephritis

Medium vessel vasculitis [without
ficroaneurysms]
Gastroinkestinal tract Mesenteric vasculitis
Bowel [commanly ileal or sigmaid)
ischemia and/or perforation
Central nervous system Hypertraphic pachymeningitis
Central nervous system vasculifis

|presentations include seizures,
cranial nerve palsies, strakes and

myelopathy)

Makol A et al. Rheumatoid vasculitis: an update. Curr Opin Rheumatol. 2015 Jan;27(1):63-70.



Faotpeviepikn toxatpio: AvitdpwodoAlmidiko cuvdpopo

Table 2. Prevalence of venous/arterial thrombotic events and microvascular manifestations in APS as reported in selected studies

Author, year Cervera R, SevimE, QiQ, ShiH, Bertero MT, Ogata Y, Serrano R, Pengo V, A.lvarez—]_épez Mejia-Romero
2002 [8] 2022191 2022 [36] 2017 [30] 2012[31] 2021[32] 2020 [33] 2009 [34] S,2023[37] R, 2007 [35]
Thrombotic manifestations, Initial | Cumulative ~ Cumulative  Initial Initial | Cumulative Initial Initial Initial | Cumulative Initial Initial Cumulative
n(%)*
i (T 498 (49.8) | 731 (73.1) 327(50.9) 237 (61.9) 106(42.1)|144(57.1) 107(49.3) 60(35.7) 81(50.6) |92 (57.5) 76(46.9)  90(87.4 38 (38.0)
Thromboembolic disease 407 (40.7) | 564 (56.4) 300(46.7) 192(50.1) 102 (40.5)[120 (47.6) 107 (49.3) 56(33.3) 75 (46.9) [80(50.0) 70(43.8)  80(77.7 26 (26.0)
Deep venous thrombosis 317(31.7) | 423 (42.3)  224(34.9) 110(28.7) 90(35.7)[103 (40.9) 81(37.3) 39(23.2)  59(36.9) |64 (40.0) 56(35.0) 61(59.2 23(23.0)
Lower limb 317(31.7)| 389 (38.9) 217(33.8) 110(28.7) 90{35;” 101 (40.1) — — —|— 54(33.8) 53(51.5 23(23.0)
Upper limb —34(3.4) 7(1.1) — —12(0.8) — — . 2(1.3) 8(7.8) 0(0.0)
Pulmonary embolism 90(9.0) 141 (14.1) 76 (11.8) 82(21.4) 12 (4.8)[17(6.7) 26(12.00  17(10.1)  16(10.0) 16 (10.0) 14 (8.8) 19 (18.4) 3(3.0)
Superficial thrombophlebitis 91(9.1) 117 (11.7) — — 4(1.6)] 12 (4.8) — 2(1.2) —|— — — 7(7.0)
Visceral venous thrombosis — | 710.7) 8(1.2) 201(5.2) — | 1(0.4) — — 6(3.8) |6 (3.8) 1(0.6) — 0(0.0)
Mesenteric —|— — — —|— — — — = 1(0.6) — 0
Hepatic vein — | 7(0.7) — — —|1(0.4) — — 6(3.8)|6(3.8) — — 0
Splenic vein —|— — — —|— — — o — — 0
Renal vein — = — — — = — — | — — — 0
Central sinus venous thrombosis — | 7(0.7) 13(2.0) 19 (5.0) —2(0.8) — — |— — 5(4.9) 3(3.0)
Retinal vein thrombosis —19(0.9) 6 (0.9) 6(1.6) — | 5(2.0) — 2(1.2) | — 2(1.3) — —
Other veins — |27 (2.7) — — — | 4(1.6) — — —|— 2(1.3) 5(4.9) 2(2.0)
Subclavian — |18 (1.8) — — — | 1(0.4) — — —|— — — 2(2.0)
Jugular —19(0.9) — — —13(1.2) — — |— 1(0.6) — —
Vena cava —|— — — —|— — — —|— 1(0.6) — —
Arterial (any)” 279(27.9) | 551 (55.1) 311(48.4) 140 (36.6) 67 (26.6)|108 (42.9) 63(29.0) 109 (64.9) 100 (62.3) |121(75.6) 69 (43.1) 34(33.0) 26 (26.0)
Ischaemic stroke 131(13.1) [ 198 (19.8) 165(25.7) 70(18.3) 42 (16.7) |60(23.8)  53(24.4)  92(54.8) 36(22.5)|47(29.4) 27(16.9)  25(24.3) 18 (18.0)
Transient ischaemic atrack 70(7.0)| 111 (11.1) 69 (10.7) — 11 (4.4) | 11 (4.4) — — 8 {‘5 0)]10 (6. 3 15(9.4) — —
Myocardial infarction 28(2.8)|55(5.5) 31(4.8) 18 (4.7)¢ 3(1.2)|5(2.0) 10 (4.6) 6 (3.6)° 9(5.6)] 10 (6.3) 8(5.00 2(1.9) 3(3.0
Coronary bypass thrombosis —[11(1.1) — — — | 1(0.4) — — —|— — — —
Peripheral artery thrombosis 19(1.9)[103 (10.3)  30(4.7) 11 (4.4) |22 (8.7 - 5(3.0) 10 (6.3) |12 (7.5) 15 (9.4) 7(6.8) 4(4.0)
Lower limb — |43 (4.3) — 23 (6.0) —16(2.4) — 5(3.0) — |- 15(9.4) 7(6.8) 1(1.0)
Upper limb — 27 (2.7) — — — | 2(0.8) — — —|— — — 2(2.0)
Digital gangene 19 (1.9) | 33 (3.3) — — 11 (4.4) | 14 (5.6) — — —|— — — 1(1.0)
Visceral arterial thrombosis —|58(5.8) 11(1L7) 20(5.2) —15(6.0) — 4(24)  17(10.6)|19(11.9)  3(1.9) — 1(1.0)
Mesenteric artery — | 15(1.5) — — —12(0.8) — 3(1.8) 3(1.9) | 3 (1.9F 1(0.6) — 1(1.0)
Splenic artery —[11(1.1) — — —13(1.2) — — —|— — — 0
Pancreatic artery —15(0.5) — — — [ 0(0.0) — — —|— — — 0
Heparic arrery —|— — — —|— — — —|— — — —
Renal artery — 27 2.7)¢ — — —10(4.0° — 1(0.6) 4(8.8) 16 (10.0°  2(1.3) — —

Gaspar P et al. Rheumatology. 2024, 63, SI124-5136



AvtipwodoAridiko cuvdpopo kot MEZ

Table 2. Summary of digestive system manifestations associ-
ated with APS.

Gastrointestinal

Organ Manifestations
Esophaqgus Oesophageal necrosis [25,27]
Oesophageal rupture [26]
Stomach Gastric ulcer [28]
Gastric gangrene [29]
Intestine Intestinal infarction [32-35]
Inflammatory bowel disease [38,40]
Liver Budd-Chiari syndrome [44-54]

Hepatic infarction [57-61,63-65]

Hepatic venous-occlusive disease [68-74]

Nodular regenerative hyperplasia [22,77-81]

Portal hypertension [82-87]

Autoimmune liver disease(Autoimune hepatitis [92,93]
Primary biliary cirrhosis [89,90]

Primary sclerosing cholangitis [91,94]

Spleen Splenic infarction [95-98]
Autosplenectomy or functional asplenia [100-102]
Pancreas Pancreatitis [24,103-106,108-110]

Pancreatic duct injury [107,111]

Zhang J et al. Ann Med. 2021; 53:1, 1328-1339



EkkoAnwpatititda & Oapupaka otn Peupatoloyia

*  Ennpedalovta tnVv EVIEPLKI KIVNTLKOTNTA
— Omwouya
—  TPLKUKALKA QVTLKOTOOALTTTLKA
—  XaAapwTlka Twv Aslwv puikwv vwv (CCB)
*  AvoooKATOOTOATIKA
—  TAUKOKOPTIKOELSN
— AvaotoAeig IL-6

— AvaotoAeic JAK
*  Ennpedlovta tnv opolootacia Tou
BAevvoyovou

- M2AOQ




ALQPPOLO OE PEVUMOTIKEC TTOONCELG

Approach to Reumatological Causes of

Chronic Diarrhea

[ | | I |

- Colchicine-Leflunomide
- Behect's Diarrhea (Bloody) - RA (Collagenous Colitis)
- Methotrexate - Scleroderma (Bacterial Over - IBD Associated Arthropathy - Systemic sclerosis
_AZA Growth) (sclerodema)
- Spondyloarthropathy - Sjogren's
- MMF - SLE (Malabsorbtion, Protien _ vasculltis (Lymphocytic Colitis) - Mixed Connective Tissue
~ Loosing Enteropathy) “— Disease
- Cyclosporine - - Reactive Arthritis
- Sjogren’s syndrome (Microscopic Colitis) - 2ry Amyloidosis due to
- Cyclophosphomide ELIMI::"GmMmrm Chronic Rheumatic Disease
- Rituximab (Eosinophilic Granulomatosis (RA-SLE)
- Infliximab With Polyangitis)

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



Rheumatological Causes

Gastrointestianal Bleeding

|
Neoplasm In
Assosiation With

| |

L

Vascular I

- Sjogren’s Syndrome
- Dermatomyositis

- Systemic Sclerosis

Gastric Antral Vascular

- Ectasia (GAVE) = “Water-
melon Stomach”

- Talangectasia

- SLE (GAVE)

- Vasculitis:

# Rheumatoid vasculitis
# PAN

# Granulomatosis with
polyangitis

# Eosenophilic
Granulomatosis with
polyangitis

—_—

Non-rheumatological Causes

1

| | |
. ‘ Variceal
Gastritis Peptic Ulcer ‘ 2ry to Portal Hypertention Non-Variceal
heumstological Drug: p—1 Neoplastic I
- Sjogren's (Atrophic ) NSA.|D .
gastritis)/Lymphocytic - Corticosteroid
e Mt Vascular (AVM-GAVE)
- ———
Diseases: o Mallory Weiss
- Behcet's (Stomach) —_—
- Sjogren's syndrome
(Duodenal) Esophagi
— | sophagitis
O ——
- Gastritis / Duodenitis
—_—
~— Peptic Ulcer Disease

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



1gG4-RD

Often symptomatic, masses,
extra-ocular muscle myositis

Asymptomatic enlargement,
usually symmetric

Asymptomatic enlargement,
usually symmetric

Diffuse enlargement, diabetes,
exocrine insufficiency

Masses, nodules,
bronchial wall thickening

Intra-hepatic and
extra-hepatic strictures

Kidneys ’
Focal masses, usually
multiple

Soft tissue mass encasing the
anterolateral aorta

[ Frequent | Occasional [ Infrequent




IgG4-RD naykpeatitida

AMOVTOELSEC TIAYKPEDLC

Perugino CA & Stone JH. Nat Rev Rheumatol. 2020 Dec;16(12):702-714



Pancreatitis

Rheumatological Causes Non-Reumatological Causes

Drugs
- BMP/AZA
Diseases - Sulfasalazine
-SLE - Leflunomide
- RA - Cyclosporine
- Sjogren's syndrome - MMF

- Behcet's Disease |—
- PAN
-GCA
- GPA (Wegener's)

Halabi H, AIDabbagh A, Alamoudi A. (2021). Gastrointestinal Manifestations of Rheumatic Diseases.
In: Almoallim H, Cheikh M. (eds) Skills in Rheumatology. Springer, Singapore



Hmatikn vOoocC Kol PEVMOTIKA VOO LOLTO

Qappoakevtiki toéikotnta (Drug-induced-liver injury, DILI)

Evepyornoinon toyevouc nratitidoc AOyw oVOGOKATAOTOANG
— Evepyomoinon HBV Aoyw RTX, TNFi, GC

PeUMATIKEG EKONAWOELG ATTO XPOVLA LOYEVH NTaTiTda

— HCV: =npo cuvdpopo, apbpadyiec, RA-like apBpitida,

Kpuoodatpwatpio/ayyetitida
— HBV: Olwénc moAvaptnptitda

Hriatikn mpooBoAn armd To pEUUATLKO VOoh O



Hmatikn vOoocC Kol PEVMOTIKA VOO LOLTO

Doappakevtiki toéikotnta (Drug-induced-liver injury, DILI)

Evepyornoinon toyevouc nratitidoc AOyw oVOGOKATAOTOANG
— Evepyomoinon HBV Aoyw RTX, TNFi, GC

PeUMATIKEG EKONAWOELG ATTO XPOVLA LOYEVH NTaTiTda

— HCV: =npo cuvdpopo, apbpadyiec, RA-like apBpitida,

Kpuoodatpwatpio/ayyetitida
— HBV: Olwénc moAvaptnptitda

Hriatik mPocoBoAn amo To PEVHATLKO VOoHLOL



EMUToAaopog Kol TUITOG NIATKAC TPOOBOANRC OE PEULOTIKA VOO paTO

Table 1.1 Prevalence and major causes of liver dysfunction in patients with different rheumatic

diseases

Prevalence of liver

Major causes of liver

Rheumatic disease |dysfunction dysfunction References
Systemic 43% (46/106) Disease related (22/46), Kojima et al. [1]
erythematosus drug (8/46)
(SLE) =) | 9.3% (47/504) Discase related (47/47) | Zheng et al. [2]
20.9% (43/2006) Fatty liver (19/43) Runyon et al. [3]
32.3% (84/260) Drug (28/67), Miller et al. [4]
alcohol (8/67)
35.6% (80/225) Luangjaru and
Kullavanijaya [5]
20.8% (40/192) Viral hepatitis (8/40), Chowdhary et al. [6]
fatty liver (8/40)
18.69%(45/242) Drug (18/45), Piga et al. [7]
disease related (14/45)
32.6% (46/141) Drug (11/46) Her et al. [8]
8.6% (134/1553) Drug (35/134), Huang et al. [9]
fatty liver (31/134)
== |59.7% (123/206) Drug (38/123), disease Takahashi et al. [10]
related (35/123)
Rheumatoid A1% (24/59) Drug (8/24), disease Kojima et al. [1]
arthritis (RA) related (7/24)
35.9% (79/220) Drug (32/79), Takahashi et al. [11]

—

fatty liver (5/79)

45.0% (45/100)

Not reported

Fernandes et al. [12]

45.9% (45/98)

Not reported

Spooner et al. [13]

77.4% (48/62)

Lowe et al. [14]

47.0% (86/183)

Akesson et al. [15]

Ohira H & Migita K (eds). Gastrointestinal and Hepatic Manifestations of
Rheumatic Diseases. Springer 2019



EMUToAaopog Kol TUITOG NIATKAC TPOOBOANRC OE PEULOTIKA VOO paTO

Prevalence of liver

Major causes of liver

Rheumatic disease | dysfunction dysfunction References
Sjbgren’s 52.1% (37/71) Disease related (11/37), Kojima et al. [1]
syndromes (5§5) PBC (10/37)

45.5% (20/44) PBC (14/20), ATH (2/20) | Takahashi et al. [11]

= 7.0% (21/300) Skopouli et al. [16]
26.7% (12/45) Lindgren et al. [17]
44.2% (42/95) Montano-Loza
et al. [18]
Systemic 37% (10/27) Drug (3/10), disease Kojima et al. [1]
sclerosis (S5c¢) related (2/10),
fatty liver (2/10)
= |44.7% (21/47) PBC (16/21) Takahashi et al. [11]

119 (8/727) Chen [19]
Vasculitis 54.0% (7/13) Disease related (5/7), Kojima et al. [1]
syndrome drug (2/7)

48.0% (12/25) Disease related (7/12) Takahashi et al. [11]

16-56% Ebert et al. [20]
Adult-onset 81.3% (13/16) Disease related (13/13) Takahashi et al. [11]
Still’s disease 75.8%(47/62) Pouchot et al. [21]
(AOSD)

73.6% (53/72)

Fautrel et al. [22]

62.1% (39/93)

Pay et al. [23]

35.7% (30/84)

Cagatay et al. [24]

62.3% (48/77) Zhu et al. [25]
62.5% (65/104) Kong et al. [26]
75.0% (57/76) Colinaet al. [27]
70.5% (43/61) Chen et al. [28]
54.0% (27/50) Gerfaud-Valentin

et al. [29]
89.3% (25/28) Mehrpoor et al. [30]

Ohira H & Migita K (eds). Gastrointestinal and Hepatic Manifestations of
Rheumatic Diseases. Springer 2019



Avutoavoon nratitidéa (AH)

* EMUTOAOOUOC
* B. Apepkni: wg 42.9/100 000
* Eupwrn: 10.7-23.9/100 000
e Auipaolko mpotumo evapéng: 1" awun =2 madikn ko epnpikn nAkior & 2N

awxpun =2 4n-6n dekastia

* Avaloyio OnAewv: appevec 2 4-6:1

J Gastroenterol Hepatol. 2015 Aug;30(8):1230-6
Hepatology. 2020 Aug;72(2).671-722



KAwikég popdpéc AH

1. Zupnmtwpatikin popdn: 2touc neplocotepouc aobeveic, n AH

EKONAWVETOL PE XPOVLA LN ELOLKA CUUTITTW AT

2. Acuvuntwpatikn popdn: AcBeveic xwpic elpnUA NTATLKAC VOCOU-N

Sldyvwon tibetal peta amno tuxoia KAWLKN 1 EpyaoTnpLOKA
€EETAON, LE OUXVOTEPO EUPMMOTO NTTATOCTIANVOUEYOALO KOl LETPLAL

N LEYOAN alénon TwV TPAVOAULVOOWV.

3. O€ela coBapn nopdn Kot o€Ela NTTOTLKN OLVETTAPKELAL: ELKOVOL

o&eloc LktepIkNC nratitidog, omaviwg kepovuvoBoAou



Avutoavtiowporta otnv AH

Eupecoc avooopopLoUOC OE NITAP-OTOUOXO-VEPPO TPWKTLKOU

ANA: 50-75%, $B0pLopOC OLOLOYEVNAC N OTLKTOC
* dsDNA (wg 20%)
* Xpwpartivn, Lotoveg, kevipouepidlo, ssDNA, kukAivn A, piBovoukAeonpwteiveg (Ro52)

KATT

ASMA (50%)

Anti-SLA/LP: uynAn sdikotnta
* e 5-10% og cuvbuaopo pe ANA f ASMA, aAAd o€ 10% TO LOVO aVLXVEUOLUO AVTIICWHA

Anti-LKM1 & anti-LKM-3 (AH-tumou 2)

Anti-LC1 (2to 30% AH-tUTou 2, pova n oe cuvouaouo pue anti-LKM1)
pANCA

Kavéva avtoavticwpa: 10-15%

Sebode M et al. Front. Immunol. 2018; 9:609.
Bonroy C et al. Clin Chem Lab Med. 2023 Mar 29;61(7):1167-1198



TUmot Autoavoon¢ Hriatitidog

BAoeL Twv avtoaviiocwpatwyv = 6o tunot AH

» AH turmou 1
* Mapoucia avtutupnVvikwy avtiowpatwyv (ANA) kaiy/n
* AVTIOWHATWVY £vavtl Aslwv pUikwv vwv (ASMA)

» AH tumou 2

* AVTIOWMOTO EVAVTL UKPOOWUATWY ATIATOC- VEPPOU TUTIOU

1 (anti-LKM1) n
* Awyotepo ouyva (30%) tumou 3 (anti-LKM3) ri/kai

* Evavtl kutoooAiwv Artatog turou 1 (anti-LC1).

Hepatology. 2020 Aug;72(2):671-722



TABLE 3. Characteristic Features of Type 1 and Type 2 ATH

Features

Type 1 AIH

Type 2 AIH

Frequency

Age ot presentation
Mode of presentation

Laboratory features
Autoantibodies

Concurrent immune diseases

Autoimmune overlap with PSC (ASC in children)

Overlap with PBC
Cirrhosis ot presentation

Remission after drug withdrawal

US adults, 96% 1554

Peripubertal and adults

| Rheumatic diseases

Chronic symptoms common
Ascites or Gl bleeding rare
Asymptomatic in 25%-34%
Acute in 25%-75%

Acute severe in 2%-6%
Hypergammaglobulinemia
ANA

SMA, anti-actin

SLA

IBD

Common in children

Atypical pANCA-positive

Seen in adults (not children)

Adults, 28%-33% (especially elderly)
Children, 233%

Possible

US children, 9%-12%+1¢)
UK children, 38%(1%
Usually under 14 vears
Acute onset (~40%)
Acute liver failure possible®2>>%¢)
Relapse frequent!®®

(153)

IgA levels may be reduced®?
Anti-LKM1
[Anti-LCT, Anfi-LKM3]

Autoimmune thyroiditis
Diabetes mellitus
Vitiligo

Rare

Atypical pANCA-negative
Not reported

Rare

Rare, usually need long-ferm
immunosuppression

Hepatology. 2020 Aug;72(2):671-722



H Boyia otn didyvwaon avtodvoonc nratitidog

* NepPOMAAOUATOKUTTAPLKES SLNONOELC TWV TTUAALWV

Staotnuatwy Kot interface hepatitis
e EumteputoAnon
* POlETEC NMOTOKUTTAPWV

* lvwon pmopet va eival mopovoa e e€aipeon TLC ATILEC KoL
TMIPWLUEC LOPPEC TNC VOOOU, EVW ELVOL EKTETAMEVN O a0BeVELG

LE Kippwon

Hepatology. 2020 Aug;72(2).671-722



NMuAaiec AepdponAacpatokuttapikeg dinORoeLc kat interface hepatitis

Hepatology. 2020 Aug;72(2):671-722



Polétec

Hepatology. 2020 Aug;72(2):671-722



EpneputoAnon

Hepatology. 2020 Aug;72(2):671-722



AmtAomolnpEva SLoyvwoTIKA KpLtiplo

Table 1. Simphfied Diagnostic Cntena for AIH

Vanable Cutoff Point
Autoantibodies ANA or SMA 1:40 1
ANA or SMA >1:80 2
L KM (=1:40) or SLA positive 2
IgG >ULN 1
»>1.1xULN 2
Lrver histology Compatible 1
Typical 2
Absence of viral hepatihs  Yes 2

>6, Probable autormmune hepatitis (AIH); >7, definite ATH.

Gut Liver. 2020 Jul 15;14(4):430-438



Hrtatiki mpooBoAn otov ZEA

*  ~50% twv acBevwyv Ba epdavicel kAmola oty avénon Twv NTATIKWV
evOUWV

* Alepelvnon tpavooplvaoatpiog

Scand J Rheumatol. 2020 Nov;49(6):427-433



Hrtatitido tov AUKoU

3-8 % Twv aoBevwv pe ZEA
AyvVwOoTOoC LNXOVIOMOC =2 TiiBavn evanoBeon cUUTANPWHOTOG OTO RTAP N
OYYEUWTLOLKOC LNXAVIOUOC 1 BpouBWTIKOC unxaviopocg (aPL+)
JuvnBwc epdavion ota MAALoLO YEVIKEUMEVNC EVEPYOTNTOC TG VOOOU
YTokAWLIKA AT avénon NTATkwy V0wV
Komwon, kakouyia, avopetia, vautia' evOEXOUEVWC LKTEPOC,
NratoonAnvopeyoAia
Yravia uAaia urntéptaon, o. Budd-Chiari, loxatpio i vékpwon ATatog
Scand J Rheumatol. 2020 Nov;49(6):427-433

Chin Med J (Engl). 2013 Jan;126(2):260-6
Clin Exp Rheumatol. Jul-Aug 2010;28(4):504-10



Hriatitida AUkou: totontaboloyia

 Aladopa & pn eldKA evpApaTa:
— Hrua muAaiieg 6inBnoelc amo Aspdokutrapa, oudetepodplia, MAACUATOKUTTOPA
— Yépwrikn) ekPUALON NTTATOKUTTAPWV
— JTEdTWON
— Hria xoAdotoon
— Eotiakn vékpwon
— OlwbdNnc¢ kippwon
* Aduvapia dtakplong amo aAAec vooouc Tou Nratoc (Loyevic nratitda,

DILI)

Chin Med J (Engl). 2013 Jan;126(2):260-6



Hratitida Avkou: AvocodpOopLopno¢

Immunoglobulins Mean intensity of  IMean intensity of
and complements SLE ALD deposit (SLE) depostt (ATLD)

Iz3 10410 B e 2ot

Iz 510 ETR P 2

Iald 510 5 153:k P

Clg 210" 0/ e™ 3.3+ 0

(23 1410 0fY i ()

“Fisher’s exact test, P=0.011.

Chin Med J (Engl). 2013 Jan;126(2):260-6



Hrtartitidéo Tov AUKOU

Aldyvwon: amokAELOUOC AAAWV aLTiwV NTATOTtABELOC
Yriép HA: XaunAo C3, C4, Clqg, Avti-ribosomal P+
OepameuTkd =2 UPNAEC SOCELC KOPTLKOOTEPOELS WV
Hratikr) otedtwon
Yrotpomnn UeE tn Helwon
AvBektikotnta ota GC
Steroid-sparing agents: AZA, MMF

MoAU omavia NItk vooog TeAlkoU otadlou Kal Kippwon

Scand J Rheumatol. 2020 Nov;49(6):427-433
Chin Med J (Engl). 2013 Jan;126(2):260-6
Clin Exp Rheumatol. Jul-Aug 2010,28(4):504-10



Lupus hepatitis and elevated liver enzymes 5

Clinical symptoms and
sipns of hepatitis in SLE

w
- Elevated LFT and -
inflammatory markers. - SLEAI-2K = 4.
- Assess SLEDAI- 2K score = LH less likely.
= SLEDAI-2K > 4
- LH more likely
- Proceed with imaging with U/S or CT abdomen.
- Rule out alcohol, drugs, metabolic, viral, ATH and PBC.
| Lupus hepatitis |
Subclinical disease. / a -
- Majority of cases. Owert disease.
- Mimority of cases.
- Mildly elevated LFT. - Significantly
- Stable. elevated LFT.
- No biopsy. - Persistently elevated - Proceed with liver biopsy
- Mo aggressive treatment. e LFT. ) —» | Star meatment with
- Monitor for progression. - Mo resolution of - i
symptoms. steroids.
w

| Monitor response |

/ | T,

- Relapsing fonm.,

- Remitting form. - Unremitting form. - Recumrence of symploms
- NMormaliza tion of symptoms and - Noimprovement s ymploms . - Rise in LFT - :
LFT within 12 month -Noimprovement of LFT. ) y

. - Requirmg inc
- Sustains for at least 6 months, = =

HTImUnNos uppress ion

l !

Progression to fulminant liver ilure. Progression to liver cirrhosis,
- Wery mne - Wery rare
- Requiring liver transplantation. - Requiring liver transplantation.,

Figure 1. Diagnosis and treatment of lupus hepatitis (LH). SLE, svstemic lupus ervthematosus: LET, liver inction test: SLEDAT-ZE, Svstemic
Lupus Envthematosus Disease Activity Index 2000k LS, ultrasound; CT, computed tomography: ATH, sutoimmune hepatitis: PBC, primary biliary
cirrhosis: PSC, primary sclemsing cholangitis.

Scand J Rheumatol. 2020 Nov;49(6):427-433



ZUVUTIOPEN PEVUOTIKWY VOOWV & 0UTOAVOGCNC nrtatitidac

Overlap

Prevalence

References

Autoimmune hepatitis (AIH)

AlH + SLE

3.1% (51/1639)

Takahashi et al. [66]

2.6% (27/1056) Abe et al. [67]

3.1% (5/162) Oka [68]

0.7% (2/2778) Teufel et al. [69]
AlH + RA 3.4% (56/1639) Takahashi et al. [66]

2.8% (30/1056) Abe et al. [67]

1.8% (5/278) Teufel et al. [69]
AlH + §jS 5.7% (95/1639) Takahashi et al. [66]

7.2% (76/1056) Abe et al. [67]

1.4% (4/278)

Teufel et al. [69]

Ohira H & Migita K (eds). Gastrointestinal and Hepatic Manifestations of

Rheumatic Diseases. Springer 2019



2UVUTIOPEN PEVUOTIKWY VOOWV & Ttpwtomadouc XOALKAC
XoAayyeLitidac

Overlap

Prevalence

References

Primary biliary cirrhosis (PBC)

PBC + SLE 0.4% (33/9233) Hirohara [81]
3.7% (12/322) Wang et al. [83]
1.3% (2/160) Watt et al. [84]
2.6% (27/1032) Gershwin et al. [85]
_ 1.8% (3/170) Marasini et al. [86]
PBC + RA 3.5% (327/9233) Hirohara [81]
2.8% (9/322) Wang et al. [83]
16.9% (27/160) Watt et al. [84]
10.0%(103/1032) Gershwin et al. [85]
1.8% (3/170) Marasini et al. [86]
PBC + §jS 11.2% (1031/9233) Hirohara [81]
37.6% (121/322) Wang et al. [83]
25.0% (40/160) Watt et al. [84]
9.9% (102/1032) Gershwin et al. [85]
3.5% (6/170) Marasini et al. [86]
PBC + SSc (CREST) 2.9% (272/9233) Hirohara [81]
2.8% (9/322) Wang et al. [83]
7.5% (12/160) Watt et al. [84]
2.3% (24/1032) Gershwin et al. [85]
12.4% (21/170) Marasini et al. [86]

Ohira H & Migita K (eds). Gastrointestinal and Hepatic Manifestations of
Rheumatic Diseases. Springer 2019



ZUMTTEPACLOTOL

2xeb0V KABe TUTIOC YaoTpevTEPLKOU cUVOPOUOU Umopel va ekdNAwBeL otnv
TOPELA LUTOAVOOWV PEVMATIKWY VOO LATWV

— Alatapaxeg Kwntkotntac: SSc, [IM

— JTopaxoC: ouvnOwc AE amod ¢papuaka

— Evrtepitida: ONE-2TA, ayyetitideg (IgA ayyelitida, N. Behcet, AAV)

* Auoxepnc dtayvwon, uPnAn Bvntotnta
— 'Hmap: nmatotofikotnta amod ¢dapuaka, Loyeveic nratitdeg, cuvomapén AH,
MXK

'vwon TS eowTtePLKNC taBoAoyiac, upnAoc Babuoc vroiag,

gvalocOntomnoinon yootpeVIEPOAOYWYV KOl OKTLVOSLAYVWOTWY



	Διαφάνεια 1: Προσέγγιση στον ασθενή με προσβολή του ΓΕΣ και πιθανό ρευματικό νόσημα
	Διαφάνεια 2: Γαστρεντερολογικά Σύνδρομα
	Διαφάνεια 3: Γαστρεντερικά σύνδρομα και ρευματικές παθήσεις
	Διαφάνεια 4: Διαταραχές στοματικής κοιλότητας
	Διαφάνεια 5: Αρθρίτιδα ΚΦΓ
	Διαφάνεια 6
	Διαφάνεια 7: Ενάνθημα στόματος
	Διαφάνεια 8: Προσβολή κρανιακών αρτηριών σε GCA
	Διαφάνεια 9
	Διαφάνεια 10: Προσβολή οισοφάγου στο συστηματικό σκληρόδερμα
	Διαφάνεια 11: Προσβολή οισοφάγου στο συστηματικό σκληρόδερμα
	Διαφάνεια 12: Δυσφαγία στις ΙΙΜ
	Διαφάνεια 13: Δυσφαγία στις ΙΙΜ
	Διαφάνεια 14: Διεθνείς συστάσεις για έλεγχο νεοπλασίας στα ΙΙΜ
	Διαφάνεια 15: Δυσφαγία ως αποτέλεσμα διάχυτης ιδιοπαθούς σκελετικής υπερόστωσης
	Διαφάνεια 16: Διαταραχές στομάχου
	Διαφάνεια 17: Διαταραχές γαστρικής κινητικότητας στο SSc
	Διαφάνεια 18: GAVE
	Διαφάνεια 19
	Διαφάνεια 20: SSc & Διαταραχές εντερικής κινητικότητας
	Διαφάνεια 21
	Διαφάνεια 22: Κυστοειδής πνευμάτωση του εντέρου στο SSc
	Διαφάνεια 23: SSc & Διαταραχές εντερικής κινητικότητας
	Διαφάνεια 24: Εντεροκολίτιδα και Ρευματικά νοσήματα
	Διαφάνεια 25: ΣπΑ  ΦΝΕ
	Διαφάνεια 26: Μυοσκελετικές εκδηλώσεις της ΦΝΕ
	Διαφάνεια 27: Μορφές περιφερικής αρθρίτιδας της ΦΝΕ
	Διαφάνεια 28: Τυπική αγκυλοποιητική σπονδυλίτιδα σε ΦΝΕ
	Διαφάνεια 29: Ιερολαγονίτιδα στη CT κοιλίας
	Διαφάνεια 30: Πότε διερευνώ έναν ασθενή με ΑξΣπΑ/ΨΑ για ΦΝΕ;
	Διαφάνεια 31: Αγγειίτιδα ΓΕΣ
	Διαφάνεια 32: Αγγειίτιδες & έντερο
	Διαφάνεια 33: Αγγειίτιδες μεγάλων αρτηριών και έντερο
	Διαφάνεια 34: IgG4-RD
	Διαφάνεια 35: Κατανομή προσβολής μεγάλων αρτηριών σε GCA & TAK
	Διαφάνεια 36: Αγγειίτιδα μεσεντέριων αγγείων
	Διαφάνεια 37: Οζώδης πολυαρτηριίτιδα
	Διαφάνεια 38: Οζώδης πολυαρτηριίτιδα: Ισχαιμικές βλάβες
	Διαφάνεια 39: IgA αγγειίτιδα & ΓΕΣ
	Διαφάνεια 40: Ενδοσκοπική εικόνα σε IgA αγγειίτιδα
	Διαφάνεια 41: IgA αγγειίτιδα & ΓΕΣ
	Διαφάνεια 42: ANCA-σχετιζόμενες αγγειίτιδες
	Διαφάνεια 43: Ν. Αδαμαντιάδη-Behçet και έντερο
	Διαφάνεια 44: Ν. Αδαμαντιάδη-Behçet
	Διαφάνεια 45: Ν. Crohn
	Διαφάνεια 46: Ν. Αδαμαντιάδη-Behçet vs Ν. Crohn
	Διαφάνεια 47: Μεσεντερική αγγειίτιδα σε ΣΕΛ
	Διαφάνεια 48: Εντεροπάθεια του λύκου με απώλεια πρωτεΐνης
	Διαφάνεια 49: Εντεροπάθεια του λύκου με απώλεια πρωτεΐνης
	Διαφάνεια 50: Αγγειίτιδα ΡΑ
	Διαφάνεια 51: Γαστρεντερική ισχαιμία: Αντιφωσφολιπιδικό σύνδρομο
	Διαφάνεια 52: Αντιφωσφολιπιδικό σύνδρομο και ΓΕΣ
	Διαφάνεια 53: Εκκολπωματίτιδα & Φάρμακα στη Ρευματολογία
	Διαφάνεια 54: Διάρροια σε ρευματικές παθήσεις
	Διαφάνεια 55
	Διαφάνεια 56: IgG4-RD
	Διαφάνεια 57: IgG4-RD παγκρεατίτιδα
	Διαφάνεια 58
	Διαφάνεια 59: Ηπατική νόσος και ρευματικά νοσήματα
	Διαφάνεια 60: Ηπατική νόσος και ρευματικά νοσήματα
	Διαφάνεια 61: Επιπολασμός και τύπος ηπατικής προσβολής σε ρευματικά νοσήματα
	Διαφάνεια 62: Επιπολασμός και τύπος ηπατικής προσβολής σε ρευματικά νοσήματα
	Διαφάνεια 63: Αυτοάνοση ηπατίτιδα (AH)
	Διαφάνεια 64: Κλινικές μορφές ΑΗ
	Διαφάνεια 65: Αυτοαντισώματα στην ΑΗ Έμμεσος ανοσοφθορισμός σε ήπαρ-στόμαχο-νεφρό τρωκτικού
	Διαφάνεια 66: Τύποι Αυτοάνοσης Ηπατίτιδας
	Διαφάνεια 67
	Διαφάνεια 68: Η βιοψία στη διάγνωση αυτοάνοσης ηπατίτιδας
	Διαφάνεια 69: Πυλαίες λεμφοπλασματοκυτταρικές διηθήσεις και interface hepatitis
	Διαφάνεια 70
	Διαφάνεια 71
	Διαφάνεια 74: Απλοποιημένα διαγνωστικά κριτήρια
	Διαφάνεια 77: Ηπατική προσβολή στον ΣΕΛ
	Διαφάνεια 79: Ηπατίτιδα του λύκου
	Διαφάνεια 80: Ηπατίτιδα λύκου: ιστοπαθολογία
	Διαφάνεια 81: Ηπατίτιδα λύκου: Ανοσοφθορισμός
	Διαφάνεια 82: Ηπατίτιδα του λύκου
	Διαφάνεια 83
	Διαφάνεια 85: Συνύπαρξη ρευματικών νόσων & αυτοάνοσης ηπατίτιδας
	Διαφάνεια 86: Συνύπαρξη ρευματικών νόσων & πρωτοπαθούς χολικής χολαγγειίτιδας
	Διαφάνεια 87: Συμπεράσματα

