[faotpeviepoAoyLko Tunua - A’ MaBoAoyikn
KAWLKN
'NA «O Evayyehiopoc-OpBaApuatpeio —
[MOAUKALVIKN»



12/2015

e Tuvaika, 74 eTwV, TTPOOCEPXETAL OTO TAKTLKO
faoTpeEVTEPOAOYLKO latpeio Aoyw SLappoikwv
KEVWOEWV OO 7Nvou, amwAegLoc fapouc Ko
kataBoAnc.




e 10-20 udapeic + MOATWOELC, LEYOAOU OYKOU
KEVWOELS/24wpo
— NUKTEPLVEC KEVWOELG
— Xwplc maBoAoyLKEC TpooUiéELC
— XwpLg KOLALaKO AAyOC
— Xwplc MUPETO

* BopBopuyuoug
o AntwAela Bapouc = 10Kgr/4 unvec




3 pAvecg vwpltepa (09/2015), Aoyw tTwv (SLwV CUUMTWHATWY,
uTtePANON o€ epyaocTNPLAKO EAEYXO, YAOTPOOKOTINON KOl
KOAOVOGOKOTINGON

Awayvwon: KOINIOKAKH
Evapén diatac xwpic YAouTEVN

Muwkpn BeAtiwon tov pwto pnva (peiwon dtappolwy 3-
4/nuEpa, otaBepo 2B)

YTTOTPOTI) OTN CUVEXELDL




e QOoteoapBpitida — OAKA apOPOTIAAOTLKI YOVATWVY
apdw 2007

e 2. Kapraiov cwAnva ap. (xetpouvpyeio 1990)

* YKwANKoelbEKTOUN
e Kaloaplkn toun

e ApPTnplaKN UTIEPTOON
* YrepAuudatpia
* MBavn Bupeosildbomnabela




— Ozepran 40 mg (ravtonpaloAn)

— Orizal 40/5 mg (oApecaptavn +apAodutivn)
— Carvepen 12,5mg (kapBeSAOAn)



e EAeUOepo yla kothtokakn, IONE, cuotnpatikd /autodvood
VOO LOTO, KOLKONOELEC.




ApPTILEANC, ATTUPETN
2B:69Kgr, Y:162cm, BMI 26,3

Xwpic maBoloyikd onpela amo TNV eEETAON TNG KOLALAC.
AoKTUALKN e€€Taon: Kevr AnkuBoc¢

Aev PnAadwvtat taBoAoyikd SloykwpeEvol Aepupadeveg
Akpoaon TVeELLOVWV-KapdLac: Quololoykn

AN 120/75mmHg, HR:64/min

ApBpwoelc : KO

A€ppa-BAevvoyovol: OXETLKA LELWLEVN oTtapyn, E€€puBpn
vAwooo




Nvopsarsuon :

OIZOPAIOZ : AveEu supnuaTwV.

STOMAXOZ : Kevdc NeEpIEXOUEVOoU.

©0A0G : AVEU SUPDNUATOLV.

Zowopua : Epubnuarddng spgavion Tou BAEVVOYyOovou.

'AvTpo: EpuBnuatmoncg eupavion Tou BAsvvoyovou.
AQAEKAAAKTYAO : BoABOG kai SeUTEpN Hoipa Gveu eUpnNUaT®V.
BIOWIES : 1. AsUTepn poipa dwdexkadakTuAou.

2. AVTpO - o@ua oTopdayxou.

ZUUNEPAOUC =
Maorpimda.

Mvapdrevon :
Elgodog opyavou eypt To kamiov koAov, onou eupavileral ofela kapn, mibavoTata and oupploei nou Gev

Enmpenel TV aogaky npowBnon Tou evdookoniou. OpBo Kkai Giywoeidé wpic naBohoyikd eupruaTa.
Aipoppoidonafeia,



IETOAOI'TKH EEETALH
10Vi 0

TopodaPope pe nig evdsiteic:
1) "2" poipa”, mévte Aevkond wrotepdypa ud 0,1-0,3¢x.
2) "Avipo-ohpa”, téooepa Aevkond wrotepdpo pd 0,3-0,6ex.

Iotohoyucd 1o wrotepdya pe my évdedn (1) avaotoroiy oe BAevvoyovo dmd/Aov, pe tkavod Badpod
adhordoerg ypdviog svepyod dwdexadaktvindog pe eoniaxt anoxdrnon Tov empavelekod embnhion xat
TP emnédwon Tev Aayvev kotd ioeig.

Me ) gpdon CD3 avevpébnoav ~100 T-kepgoxvtrapa/100 embnhaxd kdTrapo.

Zovondpyet KpOumTikn vEpTALCi.

To avotépw svpripata eivar copPatd pe kovmokdi (tpomomounpévn Khipaka kard Marsh 3b).

Ta wrotepdgo pe ™y évdeln (2) aviiotoolv oe TOABPIKG petomhacpévo BAevvoyivo chpatog
OTOWGKOV, pe fimeg Emg pétpies aAlordoelg ypdviag yeotpindog, eotiekd wavod Babuod dpaompromta
KL 1KovT) aTpo@ic. ZnHei@vovTol PKPOOKOTIKES E0TIEG EVIEPIKIG PETATANGING WPIOL TOTOV.

Me ™ gpdom ypouoypavivyg avoyvopileto ypappoedig vrepmiasic tav ECL xuttdgpav.

Ta avatépo evpipara sivat covnyoprikd autodvoong yastpindog, dedopévng Trg Béomg Ajymg g
Broyiac.

Zroweia kakonBeiag dev mapatnpnkay.



WBC:7.400 (% P/L/M/E:
54/35/7/3)

HCT: 42%

MCV: 86

PLT:184.000

CRP: 3,7 (®T<5)
AST/ALT:60/80

FIT: (-)

Oupia,Kpeativivn,K, Na, Ca, P
B12:713, Qepptrivn 102, uAAkO
ofu: 8

APCA: (-)

EmA IgA: (-) (YIO AIAITA)

U/S avw KolAlag: oplaka
auénUEVO LEYEBOC NIatog,
ue Aria Aumwédn dinénon

C/T kolAiac: Acadwv opiwv
aAloiwon 6 1ek otov
aplotePO Ao 0O Tou NIATOC
LLE XOPOALKTNPLOTIKA cupBata
e eoTLakn Autwdn dtnénon

* YrmoAouta opyava:K®




TLva KAVOUUE?




Ala@opikn dlayvwaon

2 O(pid Karoida Eidikeuduevn MNMabBoAoyiag
AieuOuovrpia:2t. [KoA@ivotrouAou

[ ‘TlaBoAoyiKn KAIVIKN

I'NA EuvayyeAiouocg




[lepiTTTLWON

AocBevNC 74 eTwWV PE DIEYVWONEVN KOIAIOKAKN

(Browiec 120aKTUAOU), UTTO diaiTa EAEUBEPN
YAoUuTEvnC aTTO 3uNVou

KAIviki ecetaon: 10-20 d1appOIKEC KEVWOEIG,
QATTWAEI CWHATIKOU BAPOUG, onueia
apuUOATWONG

EpyaoTnplakog EAEYX0C:0laTapaxn NTTATIKNG
Bloxnueiag

APCA(-), EMA(-)uTTé Siaita




KOIAIOKAKH(1)

AvoooAoyIKAG apxnc avTidpaon aTn yAoutévn (o1Tdpl, Kp1Bapl,
oikaAn)

Alatapayr) Tou AETITOU EVTEPOU TTOU XAPOAKTNPICETAI ATTO PAEYHOVI
KOl atpogia Tou BAevvoyovou, UTTEPTTAQCIA KPUTITWY, TA OTTOId
gep@avidovral Kata TNV EKBEON 0€ TPOPEC TTOU TTEPIEXOUV YAOUTEVN,
EVW BEATIWVETAI PHE TNV OTTOPUYI TWV TPOPWV QUTWV.

KAIvikéC ekdnAwoeic atro 1o NEZ (didppola, oTeatdoppoia, aTTwAEIa
2B, HeTEWPIOUOC, KOIAIaKO AAyoC), avaluia, diarapaxr NTTaTikAG
BloxXnNMEIOg, OOTIKEG KAl OEPUATIKEG EKONAWOEIC, KABWC Kal AAAEC
eEKONAWOEIC TTOU OXETICOVTAl JE TUVOPONO dUCATTOPPPOPNONG.




KOIAIOKAKH(2)

. Aldyvwon : 1aTPIKO I0TOPIKO, PUOIKN ECETAON, OPOAOYIKOG
ENEYXOG, EVOOOKOTINON KAl BIOYIEC AETTTOU EVTEPOU

. AvVTIOWPATA KOIAIOKAKNG:EVAVTI IOTIKAG

Tpavoyloutapivaong (tTG), evdopuiou(EMA),TNC
vAlavdivnc(AGA). DGP test(lgA kai IgG)

. O¢partreia diaiTa eEAeUBePN YAouTEVNC




loTOAOYIKN TACIVOUNON KOIAIOKAKNG

© 2013 by the American Cllege of Gastroenterogy




Low probability

[=5%]
High probability
(=5%) v
TTGA IgA=igA
level
|
" Megative TTGA  Negative TTGA
v Positive TTGA Low IgA Norma IgA
ek v \ ’
Duodenalbiopsy 1o ',_gg’ CD unlikely
\ Any positive All negative
Y v ¥
S bt
* * HLA DQ2 and DQ8 genotyping
CD unlikely « Measure IgA level £ TTGA'DGP

IgG
*  Work-up for other causes of
cD villous atrophy (see text)




HLA GENOTYPES: DQ2/DQ8

O TTI0 GNUAVTIKOC YEVETIKOC TTAPAYOVTAC KIVOUVOU YIa KOIAIOKAKN
HLA-DQ2 ~95% Twv acBevwv pe KoINIOKAkn evw 1o DQ8 ~5%
NPV>99%

Aev ouoTAveTal 0 EAEYXOC TOUC VIO TNV apXIKr OIAyvwan TNG KOIAIOKAKNG

2UOTAVETAI O EAEYXOG O€ OUYKEKPIUEVEG TTEPITITWOEIG




Mn avTaTtrokpivopevn atn olaiTd
KoIAloKaknN(NRCD)

2UUTTTWHPATOAOYIQ, ONUEIa KAl EpYAcTNPIOKA EUPHUATA KOIANIOKAKNG
o€ aoBeveic uTTo diaiTa eAeUBepn YAouTEVNC yia 6-12 unveg

7-30% TWwVv aoBevwv

AiTiq;




Supporitng evidence:

= Confirmation of small-bowel histolgy findings
‘L consistent with celiac disease

= Positive EMA, tTTGA, or DGP serology at some
time during the clinical course
Presence of HLA-DQZ or HLA-DCQS
Biopsy-proven dermatitis herpetiformis
Clinical andfor histological response o GFD
Strong family history of celiac disease
Presence of associated auto-immunea
disorders

Mon-responsive celiac disease?

Confirm accuracy of celiac disease diagnosis {:I

Yeas Mo Evaluated for other causes of villous atrophy®
———>» and for other condition with celiac-like clinical
,1, presentations”

Celiac serologies® &
expeart dietician evaluation:
gluten ingestion andfor
other food intolerances identified?

¥ v

Yeas Mo
4 ¥
Adjust diet & Small-boweal biopsy
monitor progress. (with colonic bicpsies

if parsisting diarrheaa)

Enteritis with
wvillous atrophy?

v

Yes Mo
Reconsider and exclude other Consider alternative etiologies
eticlogies for villous atrophy® for ongoing symptoms®

v

Refractory celiac disease (RCD)®

Abnormal or clonal inteftinal T Iyrnphucj.rtes?”"’

v v
Yes Mo
v v

Type Il RCD Type | RCD




AvOeKTIKN KOIANIOKAKN(RCD)

Eupévovrta i uttoTpotridlovTa onuUEia Kal CUPTITWHATA
duoaTroppoPnong ME auvodO aTpoPia Aaxvwy TTapd mn
diaitTa yia 6-12 unvec TOUAAXIOTOV

ETripovn didppola, KOIAIOKO AAYOG, ATTWAEIQ CWUATIKOU
Bapouc , avaiuia, aveTTapkela BITAUIVWY, KOTTWOn .
OpouPocUPBOAIKA ETTEICODIO KAI CUVUTTAPYXOUCEC
QUTOAVOOEC DIATAPAXEC

. Taglivopnon avaAoya PE TOV avooo@aIVOTUTTO TWV
AEUQOKUTTAPWV: type 1 (puaolioAoyikog ), type 2(aberrant
/KAWVOQ)




Table 2 Histological mimics of CD in seronegative patients—conditions to be considered for investigation in an appropriate clinical context

Duodenal histology: normal architecture and increased |ELs (>25/100 enterocytes) or villous atrophy=zincreased |ELs (>25/100 enterocytes)

Immune disorders

Autoimmune disease
These patients may have @ncurent CD,
check serology and HLA status if approgriate®

Hypersensitivityfnon-gluten protain intolerance

Infection

Other

Common variable immunodeficiency syndrome
Glomeruloneghritis

Hypogammaglobulaemia

igA deficiency

Autimmune enteropathy (adults and children)
Graves' disease®

Haemolytic anaemia

Hashimoto's thyroiditis*

Multiple sclerosis

Psoriasis

Non-meliac gluten sensitivity

Pratein intolerance (cows’ milk, soy,
eggs, peanuts, cemals)

AIDS

Cryptosporidium

Giardiasis

Helicobader pylari gastritist
Postinfections diarhoea

Chemathempy

Non-steroidal anti-inflammatory drugs
Olmesartan

Mycophenolate mofetil
Entempathy-associated T-@ll lymphoma
Immunoproliferative small intestinal disease
Refractory CD type 2

(D 4 T-cell polifeation

Abetal paproteinasemia

Collagenous colitis

Collagenows duodenitis

Crohn's disease

Rheunatoid arthritis

Siogen’s syndome*

Systemic lupus erythematosus
Thymoma-associated autoimmune entempathy
Type | diabetes mallitus*

Small intestinal bacterial overgrowth
Tropical sprue

Tuberulosis (incuding atypical TEB)
Viral

Whipple's disease (for example, HIV)

Eosinophilic gastroenteritis
Glycogen storage disease
Microscopic calitis
Radiation enterits

Small bowel ischaemia




Table 3. Other causes of villous atrophy in duodenum

Tropical sprue

Small-bowel bacterial overgrowth
Autoimmune enteropathy

Hypogammaglobulinemic sprue

Drug-associated enteropathy (e.g., olmesartan
Whipple disesase
Collagenous sprue
Crohn's disease
Eosinophilic enteritis
Intestinal lymphoma
Intestinal tuberculosis

Infectious enteritis (e.g., giardiasis)

Graft versus host disease
Malnutrition

Acquired immune deficiency syndrome enteropathy



2.UVOPONO UTTEPAVATTTUCNG MIKPORBIWY

ATTOIKIOMOG TOU AETTTOU EVTEPOU ,0€ HEYAAEG OUYKEVTPWOEIG,
agPOPIWV Kal avagpOfIwy HIKPORiwv TTou QUOIOAOYIKA eu@avidovTal
OTO TTaXU EVTEPO

KaraoTdoelg Tou oxeTtiCovTal: utTtoxAwpudpia/axAwpudpia,
dIATAPAXEC AVATOMIKNG TOU EVTEPOU, DIATAPAXEC KIVNTIKOTNTAG, GAAQ
OTTWG N XPOVIA TTAYKPEATITION,Kippwarn, KUOTIKNA ivwaon,
QVOOOQVETTAPKEIEC

2UUTTTWHATOAOYIO avaAoywe TNG aiTiag. [evikoTepa: diappoia,
ATTWAEIO 2B, NETEWPIOUOG,KOIAIOKN duCPOopIa, OTEATOPPOIA,
veupoTraleia Adyw ENAeipne B12 k.a

Aidyvwon :1.KaANEPYEIQ EVTEPIKOU UYPOU(EYYUG TUAMA TOU AETTTOU)
2.00KIpJagia avatrvong (TITNTIKOi METABOAITEG)




AuTtoavoon evrepoTtradeia(1)

. 2TTAvIia VOO Oog, TTIO OUXVI O€ BPEPn

. XapoakTtnpiletal atro guuévouaa dIappoIa e

duoaTroppPOPNON TToU 0dNYyouV O€ aTTWAEIa 2B, arpogia
Aaxvwv AETTTOU EVTEPOU, UTTAPCN QUTOAVTICWUATWY KAl Un
avTarToKpIon oTn diaita EAEUBEPN YAouTEVNC

E€wevTepIKEC EKONAWOEIC :auToAvoon BupeocldiTIOAq,
auTOAVOON NTTATITION,AIUOAUTIKN avaluia,veppitida, PA,
OEPMUATITION, XPOVIO TTAYKPEATITION

. AUTOQVTIOWUATA:EVAVTI EVTEPOKUTTAPWY (AE)
EVAVTI KOAUKOEIDWYV KUTTApWYV (AG)
ANA k.4




AuTtoavoon eviepOoTTateia(2)

loTOAOYIKA EUprUATA: ATPOPIa AQXVWYV, UTTEPTPOPIO
KoutrTwy, otravia IELs( <40/100 evrepokuTTapPQA ),
ATTOTITWTIKA CWHPATIA OTIC KPUTTITEC, ATTOUCIO
KaAuko€1dwyv Kal Paneth kuttdpwyv

. O¢partreia : TTAPEVTEPIKA TITION
KOPTIKOOTEPOEION
OVOOOKOTAOTOATIKA




Dapuaka

. XnueloBepatreuTikad . Mn oTepOEION
AVTIPAEYHOVWON
PpapuaKka

. OApeoaptavn . Muko@aivoAdaTn




PPl's kal1 evrepottabela

. MeTa3OAN HIKPOBIWUATOC TOU EVTEPOU

. EuttaBeia o€ evTEPIKEC AOIMWEEIC(EaAeyn Tou
TTPOCTEUTIKOU POAOU TNG YAOTPIKNG OCUTNTAG)

. MIKpOO’KO'ITIKf] KOAITIOO (e101K& o€ ouyxopriynon e
M2AQD)

. Agv Eyouv avapepOsi TTEPITTTWOEIC
IOTOAOYIKWV BAaBwy OTO AETTTO EVTEPO




OAueocapTavn

CASE REPORT Annals of Gastroenterology (2017) 30, 131-133

Small bowel enteropathy associated with olmesartan medoxomil
treatment

Michail Galanopoulos®, Lazaros Varytimiadis®, Athanasios Tsigaridas®, Pantelis S. Karatzas?,
Emmanuel Archavlis®, Nikos Viazis®, Christina Vourlakou®, Gerassimos J. Mantzaris®

Evaggelismos-Ophthalmiatrelon Athinon-Polycliniki, Athens, Greece

Xpovio dIappoIko
ouvOpPOouOo,ducaTTopPOPNON Kal

’ ~ loToAoyikd euprjpaTa: coapn
oTeardppola

arpogia Aaxvwv

ATTWAEI0 cwaTIKOU BApoug - AlaKoT aywyRc:KAIVIKHA Kal

Muikrj aduvapia I0TOAOYIKN BEATIWON

Makpoxpovia xpnon




KolAlokakn?

KaAry Aqyn 1otopikou (diatpogry, Tacidla o€ TPOTTIKEC
XWPEG)

HAekTpo@OpPNON ASEUKWHATWY - pETPNnan IgA
Autoavtiowuara (tTG, anti-DGP IgA/IgG)

HLA DQ2/DQ8

ETTavaAnyn yaoTpookoTTNong Kai Bloyieg 2" yoipag
1200KTUAOU

KaAAiEpyeia uypou dwdeKadaKTUAOU/KAAAIEpYEIQ
KOTTPAVWYV




[lepaITEPW OlEPEUVNON...

> AuToavTiIoOWUATA VIO auTOAVOON
EVTEQOTTAOEIO KAl GAAQ CUCTNPATIKA
VOO uaTa

> KoAovookotrnon Ue Blowieg (MIKPOOKOTTIKN
KOAITIOO)

> AIAKOTTN PAPPAKWYV




HLA DQ2/DQS (-)
kK/o 126akTUALKOU vypou: apvntikn, Giardia (-)

MopaottoAoykn/KOAALEPYELO. KOTIPAVWV:
OPVNTLKEC

IgA: 233mg/cl, H/® duololoyikn

Quantiferon: (-)

HIV (-)

ANA 1/640 (otiktocg), EmA (-) tTG (IgA+1gG) (-),
anti — DGP (-)

AVTIOWUOTO EVAVTL EVTEPOKUTTAPWYV: N
dlaBeoun €etaon




[iveTal véa evOOOKOTTNON AVWTEPOU KAl KATWTEPOU TTETTTIKOU KAl
AauBavovTal K véou Bloyieg

v' H 10TOAOYIKN £CETOCN TOU AVWT.TTETITIKOU EMIRERAIWVEI TNV
TTOAPOUTIa ATPOPIiag AaX VWYV, UTTEPTPOPIOC KPUTTTWYV. ZUVUTTAPXEI
AEUQOKUTTAPIKI OINBNON OTO XOPIO, AUCNUEVOC APIBNOGS
eVOOETTIONAIOKWY AEPUPOKUTTAPWYV. PUCIOAOYIKOC AvOTOPAIVOTUTTOC.

...TAa OUVOAIKG eupnuara gupavidlouv aAAnAoETTIKQAUTTTOUEVA XAPAKTNPIOTIKA [UE
EKEIVA TNC QUTOAVOONC EVTEPOTTABEIAC. ATTOUdia EUPNUATWY AEUPOUTTEPTTAQOTIKNC

aAAoiwong, auuAogidwang, N.Whipple.

v Ol Bioyieg atrd 1o TT.EVTEPO €ival QUOIOAOYIKEC
v" Bapiouxo¢ uttokAUGHOC DC: @uaoioAoyIKOG, TEA.EINEOC PUTIOAOYIKOC




Table 3. Other causes of villous atrophy in duodenum
Tropical sprue

Small-bowel bacterial overgrowth

Autocimmune enteropathy

Hypogammaglobulinemic sprue

Drug-associated enteropathy (e.g., olmesartan)
Whipple disesase

Collagenous sprue

Crohn’s disease

Eosinophilic enteritis

| ntestinal lymphoma

Intestinal tuberculosis

I nfectious enteritis (e.g., giardiasis)

Graft versus host disease

Malnutrition

Acquired immune deficiency syndrome enteropathy



Table 3. Other causes of villous atrophy in duodenum
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[Mopela vOoou

Alakor oApecaptavng — movtompalOAnc
Tnv 3n nuepa voonAeiac n aaoBevnc BeAtiwOnke
2 TIOATWOELC KEVWOELC

ALaKOTIN iV XOPNYOUUEVWV LYPWV
Evapén per os oltonc

E€itnplo tnv 7" nueEPA voonAeiag o€ KaAn
KOTALOTOoN




1 Etoc peta...

MIKPOYKONTKH EERTALH
431: Teuayidio Blevvoyovov omd mv Sedtepn uofpa tov dwdekaduxrilov ue omovoln afwonusintoy

LKpookonkdy aAMoLDGEDY,
432: Tepoyida yaotpikot fhevvoydvoy mudopucod timov i ewbva avndpaoticod Timov YeoTpoRddeies
Foanntizra mactennathul cmAmeay of fy1eyy m\uﬂn-rn n 14 Y\M("'n eu(r\\m

tlv“vnlv auuu Urhhdljj \J\rvvv Vel v ey V)8

Amoveie eftoompueiomg pheypovig, orpogiog Tav yeotpikav adeviov kol eviepiod Throv petdmhoong
700 YaloTpikod embnAion.

Buxmpidie pe poppohoyia Helicobacter pylori ot ypdoeig H-E kor tpomomowuévy Giemsa dev
UVETVPILUVIUL

433: Tepoyidw yeotpicob PAewoybvov Timov obpatos, pe eomaxes cAAOIMGE YPOVIRS GTPOUG
petamhoonicls yaotpindug fimag Pepbuyas yopic afwonusiom Speompdmpre. Eomoxy  xm
MEMOPIOPEVTIG EKTOIOTS  EviepkoD Thmov ps'tclnlacm 00 yao’tpmoﬁ embnilov kot fme €ag peTplo.
QTPOPLD. TV YAOoTPIKAY edeviny. Arovain fuxtnpbiov tomov HP.

Zopmépaoyn: Ewdva fmag ypéviag arpogucic petumhaotikng Yootpindag Tov 6hpatog Tov oTopdyov.
434: Tepayitro Bhevvoybvov owoondyov ue some fima vrepayuie tov yoplov.






Mn avtamnokpwopevn otn dtowta Xl

KOLWALOKAKN

Mn avtamnokplon e€apyxnc otn diatta

AvTtamokplon otnv apxn, EMaveUdAVLON CUMMTTWHATWY N EPYaoTnPLOKWY dlatapaywv
uTto Slatta

AITIA
AM\N voooc (ANAGOZ AIATNQZH)
Mn thpnon tng diattag (\AGOZ AIAITA)

JUVUTIAPYXOUCA VOOGOC (uLKpookomKn kKoAltiba, bacterial overgrowth, IONE,
Bupeocldonadela, MAYKPEATIKA OLVST[OLpKELOL)

ErtutAokn Kollokakng (eAkwtikA vnotdoeeitida, Aépdwpa)

AVOEKTLKH KOW\LOKAKN |:> SMANIA



e 7-30% twv acBevwVv PE KOLALOKAKN

KAWVLKN €lkOvVa
— Eppévouoa duappola, KOWLoKO AAyoc, amwAesla Bapoug

AVeTApKELA BLTapvwy, avatpio, KOmwon
YriaABoupwvoripia

Auénon apwotpavodepaowy

OyKkwOeLC SLappoLleC-2TeEQTOPpPOL

Evpriuata

Atpodia Aaxvwv/eEeAKWOELG
EAkwTIKA dwdekadakTuAitida

— [dyuvon TOXWUOTOC EVTEPOU
— ZUvOpOUO  OTNACLOTIOLOUUEVWY  UECEVTEPLWV

oTANVLKNA atpodia = oTtdvio aAAd XaPAKTNPLOTLKO

Aepdadevwy

+/-




ALOlYVWOTLKN TIPOCEYYLON

BHMA 1° : ANAZKOMHZH AIATNQZHZ

OpoAoyikoc eAeyyoc MPIN tnv evapén dlattog
O TITAOS TQN ANTIZQMATQN MEIQNETAI >3-4 EBA META THN ENAP=H THZ AIAITAS
H AIAITA XQPIS TAOYTENH EINAI MOAA

lotoAoyikn e€€taon:
AEM@OKYTTAPIKH AIHOHSH + ATPO®DIA AAXNQN+YIEPIIAASIA KPYITTQN
Ol ISTONOIIKES BAABES AMTOKAOISTANTAI OWIMA

KAwikn ekova — lotopikd (DAPMAKA®)

2E AMOIBOAIA HLA DQ2/DQ8

e >95% twv acBevwv pe kolAlokakn €xouv 1o HLA DQ2/DQ8 datvotumo
* 30-40% tou yevikoU mAnBuopov £xeL tov HLA DQ2/DQ8 ¢datvotumo
* NPP>99%




ALOlYVWOTLKN TIPOCEYYLON

BHMA 2° : ANAZKOMHZH AIAITAZ (katavaAwon yAoutévng, Suoaveia
otn Aaktoln, tpodikn aAAepyia)

BHMA 3°: EAENXOZ INA 2YNYNAPXONTA NOZHMATA (Bupsosibonabela,
HULKPOOKOTILKN KOAiTIda, o.Baktnpldlaknc umtepavantuéng, IONE,
0.eVEPEBIOTOU EVTIEPOU, TTAYKPEATLKI OLVETIAPKELQL)

BHMA 4°: EAEMXOZ A AAAA AITIA ATPODIAZ / KAKOHOEIA

ElSLkA OToV UTTAPYOUV U UTTTWUATA cuvayvepuou (amwAsla Bapouc,
ebldpwon, alpoppayia)




H ANOEKTIKH KOIAIOKAKH EINAI AIATNQZH E=
ANOKAEIZMOY




EMIBEBAIQ2H
AIATNQ2H2

YMNEP
OPOAOQOTI'IKOZ EAEIMXOZ (+)

HLA DQ2/DQ8 (+)
OIKOTENEIAKO IZTOPIKO (+)
IS TOAOTIKA ENIBEBAIQMENH
EPMHTOEIAHE AEPMATITIAA
APXIKH KAINIKH/IETOAOTIKH
ANTAMOKPIZH =TH AIAITA

MH ANTANOKPINOMENH 2TH
AIAITA KOIANIOKAKH
Mn cwoTtA diaita
2UVUTTAPXOVTA VOO AT
Kakonfsia

OEPATEIA ANOGEKTIKH
KOIAIOKAKH

Table 1  Major causes of villous atrophy in adults

Pathological findings characteristic but not diagnostic
Coeliac disease™

Tropical sprue*

Adult-onset autoimmune enteropathy
Hypogammaglobulinaemia

|diopathic AIDS enteropathy

Pathological findings that could be diagnostic
Eosinophilic gastroenteritis

Whipple disease

Abetalipoproteinaemia

Intestinal lymphoma

Collagenous sprue

Tuberculosis

Giardiasis*

Crohn’s disease

Pathological findings that are non-specific
Small-bowel bacterial overgrowth*
Infectious enteritis*

Parasitic infestation®

Severe malnutrition

Small-bowel ischaemia

*More frequent causes.



CASE REPORT Annals of Gastroenterology (2017) 30, 131-133

Small bowel enteropathy associated with olmesartan medoxomil
treatment

Michail Galanopoulos? Lazaros Varytimiadis®, Athanasios Tsigaridas®, Pantelis S. Karatzas®,
Emmanuel Archavlis?, Nikos Viazis®, Christina Vourlakou®, Gerassimos J. Mantzaris®

Evaggelismos-Ophthalmiatreion Athinon-Polycliniki, Athens, Greece

* |oTOAOYIKEC AANOLWOELC OMOLEC LE TNG KOLALOKAKNG
aAAQ KalL:

v' Aepdokuttaptkn KoAitida
v' KoA\ayoviko sprue
v Aepdokuttopikn yaotpitida

e OLBAaBec unootpedouv pe tn Slakomn Tou
dopUAKOU




H cuoyxEtion €xeL
TEKUNPLWOEL

—  Case-series

—  Reviews

—  EmdnuIoAoyIKEC MEAETEC

Aev elval class-effect

Metd amo apKeTtoUg
LAVEG-XPOVLO XPONG
YoBapn dtappola,
duoarmnoppodnon,
oTEATOPPOLAL

Table 4 Adjusted rate ratios of hospitalisation with a discharge
diagnosis of coeliac disease (ref: ACEI)

Adjusted rate ratio 95% ClI p Value

Overall population

Olmesartan 4.39 (2.77 to 6.96) =0,0001

Other ARBs 0.91 (0,58 to 1.42) 0.68
Treatment duration <1 year

Olmesartan 1.98 (085 to 4.61) 011

Other ARBs 1.07 (0.56 to 2.05) 0.84
Treatment duration 1-2 years

Olmesartan 4.36 (2.04 to 9.34) =0.001

Other ARBs 0.77 (0,36 to 1.67) 0.51
Treatment duration =2 years

Olmesartan 10.21 (421 to 24.76) <0,0001

Other ARBs 0.94 (0.36 to 2.47) 0.90

ACE|, ACE inhibitor; ARB, angiotensin receptor blocker,



e AyvwoTtocC TtaOoyeVETIKOC
LNXQVLOHOG

v’ MeyaAUtepn enintwon
HLA-DQ2 og EAO (68%)

v’ Evepyomnoinon KUTTAapLKAC
avooiog

v AvootoAr TGF

v’ MNpo-anontwtikn Spdon
ATIl ota emBnAtaka
EVTEPLKA KUTTOAPA

X

Ag oXeTI(ETOL UE KOLALOKAKN

Aev epdavilel cuoxEtion pe
QAAAEC ALUTOAVOOEC KATOLOTAOELC

Agv amovta o€ dlatta
eAeVBEePN YAOUTEVNG

OApeoaptavn 6g dpa wg

TIOPAYWV EVEPYOTIOLNONC

UTTOKE(LEVNC KOLALOKAKNG
ALakoTt) aywyng
ouvdualetal e taxeia Avon
OUUIMTTWHATWV/LOTOAOY LKWV
EUPNUATWV




*  AVOTOMLKEC SLatapaxeC (OTEVWOELS, EKKOATIWHOTO, TUPAN
EALKO, cuplyyla)

e Kwntikeg Statapayec (Z.AwapBnAtng, okAnpodepua,
Jevdoanodppain)

* YroxAwpudpila/AxAwpudpia

e KolAlokakn, Kippwon, xp.maykpeatitda, p.apbpitida,
eviepomnaBela amo aktvooAia

e Aldyvwon
— KaAALEpyeLa evtePLKOU UYpOU
— AOKLHOOLEC aAVATTVONC
— XopnAn B12 - Auénuévo dpuAAko ou




2rmavia mabnon
Ye Bpedn kot TtotdLA >EVAALKEC

Euuevouoa Sdlappola, 6u0anoppo¢n0n, atpodia Aaxvwy, un
avtamnokplon o€ dlatta xwplc yAoutevn

E€wevteplkeg ekdnAwoelg (avutoavoon Bupeoslditida,
vedpitida, alpoAuTIKn avalpia, avtoavoon nratitida,
pev.apBpitda, depuatitida)

2UVUTIAPXEL LE OVOCOOVETIAPKELEC

IPEX (Immunodysregulation, Polyendocrinopathy, Enteropathy
X-linked syndrome)




* HdLayvwon tn¢ Kol\lokaknc otnpiletal os
KALVLKA, OpOAOYLKA KOl LOTOAOYLKQL KpLTApLAL

* Eav o acBevnc dev avtamnokpivetal otn dlatta
XwWpPLc YAOUTEVN
— Avaokomnon SLayVWOTLKWY KPLTNpLwVv
— ‘EAeyyxoc tpnong diattog
— Avantnon aAAwv aLtLwy
evtepornaBetlac/duocamnoppodnong
— OAPMAKA (oApecaptavn)

— ATtoKAeLopOC TwV Ttapartavw: ANOEKTIKH
KOIANIOKAKH




Euxapiotw




NO2HMATA 2XETIZOMENA ME TA

|ELS

KOIAIOKAKH e

i reactive intra-epit

ANOEKTIKH KOIANIOKAKH Clona

ﬁ low-grade malignancy

EAKQTIKH NH2TIAOEIAEIT

i high grade

EATL (1,11)

nelial lymphocytes

T-cells

Ulcgrative Jejunitis

malignancy



AvOoOodaLVOTUTILKO XOpaKTNPELOTIKA |ELS

KOINIOKAKH/ANGEKTIKH |

sCD3 (+), CD8 (+), TCR o/ (60%), TCR y/&
(>35%)

MOAUKAWVIKOC TANBUOUOC
ANOEKTIKH KOIAIOKAKH Il
sCD3 (-), iCD3 (+), CD8 (-) | xounAo, CD30 (-)
KAwvikeéc avadiatatelc tou TCR y/6
EAKQTIKH NH2TIAOEIAEITIAA

KAwvVLKOC TANBUOUOC 0€ OPLOUEVOUC E OLa
XOPOKTNPLOTLKA HE auTd Tou EATL

EATL tumou |

sCD3 (-), iCD3 (+), CD8 (-) n xapunAo6, CD30
(+)

EATL tumou I
CD30 (+), CD56(+)

Table 1. Immunophenotype of EATL

EATL type 1 EATL type 2

p

CD3e
cDh2
CD5

89% 95%
43% 53%
17% 6%

NS
NS
NS

CD4
CD8

1% 5%"
43% 63%

NS
NS

CD30
CD56

37.5% 125%
0% 73%

09
01

TIA-1
EBV (EBER-ISH)

81% 87.5%
10%" 12%"

NS
NS

MONOKAQNIKA/ABERRANT IELs
Kot otic pun ntpooBeBAnUEVEC TTEPLOXEG




Molecular Analysis of T-Cell Clonality in Ulcerative
Jejunitis and Enteropathy-Associated T-Cell
Lymphoma

Margaret Ashton-Key, Timothy C. Diss,
Langxing Pan, Ming Q. Du, and Peter G. Isaacson

American Journal of Pathology, Vol. 151, No. 2, August 1997

Table 2. Results of TCR-y PCR for All Cases

M1.2.3.4 5.8
Total  Monoclonal  Adjacent
Case EATL/UJ Tumor ulcers ulcers mucosa

EATL
EATL
EATL
EATL
EATL
EATL
UJ
uJ
UJ
10 UJ
11 UJ
12 uJ
13 uJ

b

00 0o oo ooww

O DD WN —
GO L IO O~ — W W
NWAaADPNDOWW N0 O
WwWwWo WO WO DT WYDD

B, monoclonal band; S, polyclonal smear.



KuttopopeTpla pong oTov LoTO

10* 5
NL IEL
10° <
§102 .
171
AB IEL
10} 4
10° I— RS +, —
10° 10" 10° 10° 10*



[EVETLKEC OLaTaPAXEC OTNV EEEALEN ITPOC
AEpdwpa

[MpooBnNkKn N anwAegLla yeVETLKOU UALKOU
(+): 1q (tplowpia), 99, 79, 59
(_) : 8pl 13p1 9p



EZEAIZH NMPOZ AEMOQMA

EAKQTIKH
NHZTIAOEIAEITIAA
ACD RCSII High grade T lymphoma
CD103+ CD103+ > CD103+
_— i
S sCD3/TCR- Accumulation of KI6T+
Tyclonal IEL other oncogenic mutations? P53+CD30+
Chromosomal
3 e 1q22-44 trisomy
instability
T — Same clonal Ty
. Ki67- Ki67+
Inflammation ? A ccumulation without Proliferation

proliferation







[MTPOINQ2H

H nipoyvwon lval Kok Kol oTLG 3 TIEPLTTWOELC
(RCDII, UJ, EATL)

Avcamoppodnon, kakr Bpédn
Aloppayla, Alatpnon
NoLWEELG, AP

Mn avtamnokplon otn Beparmneia
ErtunAokeg amo tn Beparneia



IZTOAOTIKH EZETALH
Khavikéc minpogopieg : Kothiokdxm pe St yopis yhovtévn, Ayn orizal.
Nnuoroeidég tepoyidio nratuod 1wtod pikovg 0,9 ex.

[otohoyud o Tokade StoTipete Tapovaiilovy NMES TPOG METPIES KA UETPIES QAEYHOVMIELS
dmBnoeig xuplag and AsppoxiTrape pe Tupovsia pkpod aplipod HOKPOPAYOY IOV TEPLEYOLY
Kknpoerdés. Ze §0o mhaia Suotuate cuvumdpyer pikpod kol petpion Peduod mepurviaia
dpaoTnpromre kot pikpod Paduod nepurvdaio ivaon. Eniong napatnpeitar oympaniopds
Aentdy waddy Seppaypatiov.

To mapéyyoua supaviler ot pepovapéva AP kevipohoPokés sotiokés vekphosig pe
uBpolaelc puaxpopdynv mov TEMEYOVY KNPoEIdéC.

Loprépaspa : AMoiboeig mag ypovieg nrotindag pe pikpod Puduod ivmon (stadion 2 kard
[shak). Xopig va thnpodvrar T totohoyikd kpiripio cutoavicon naetindag, dev umopet vo
amoxAgtatsi avosohoyikng apyis eimoAoyie oyenilopevn pe  Afyn oAuecoptawg, n omoic
EVOYOMOLELTOL KOt Y1¢L VOGO TUHTOV KOIMOKAKMC,



Disorders

[ Gluten Related J

Pathogenesis

Autoimmune

I | I

Celiac Gluten | | Dermatitis
Discase | | Ataxia | |herpetiformis

Not Autoimmune
Not allergic
(Innate immunity?)

Wheat Gluten
allergy sensitivity

I I

Respirato

Symptomatic || Silent | | Potential b

Iy [SEGOURS [Fesess Contact
} Allegy LI Urticaria

* wheat-dependent exercise induced asthma




Table 1. Clinical Characteristics of Non-Celiac Gluten Sensitivity (NCGS) vs. Celiac Disease (CD) Subjects

Symptoms CD NCGS

Intestinal Chronic diarrhea Diarrhea
Abdominal pain Abdominal pain
Weight fluctuation Weight loss
Weakness Gas
Smelly, fatty stools

Extra-intestinal Bone or joint pain Bone or joint pain
Osteoporosis Leg numbness
Behavioral changes Muscle cramps
Tingling, numbness in legs Glossitis
Muscle cramps Behavioral changes
Infertility Foggy mind
Recurrent miscarriage Headache
Delayed growth Dermatitis
Thyroiditis Anemia
Tooth discoloration

Unexplained anemia



Table 2. Laboratory Criteria for Non-Celiac Gluten Sensitivity (NCGS)

Diagnostic Test NCGS CD WA
Celiac Disease Serology
Anti-tissue transglutaminase Negative Positive Negative
Anti-endomysial antibody Negative Positive Negative
Anti-deamidated gliadin peptide Negative Positive Negative
Anti-gliadin (IgG) antibody Positive (~56%) Positive Negative
Duodenal Histology Negative (Marsh 0-1) Positive Negative
Other Histologic Findings Activated circulating

Basophils

Eosinophilic infiltration

in small intestine, colon
HLA Haplotypes Absent/Present (50%) Present Absent
(D02 and D0B)
IgE-hased Assays Negative Negative Positive




Symptoms responsive to GFD
l -HTLA —  NcGS

Serology before GFD? ——* NO

l Gluten l
YES “— challenge +HLA

" e I i

>2 ULN-postive Borderline-postive :
serology serology Negative serology
| A% "
No typical Typical
Biopsy enteropathy enteropathy
PRAT i symptoms or symptoms or
Normal or Normal Il risk factors risk factors
Marsh | or lll l
Marsh Il
Poter orlil Normal
(o] ——— e R - Biopsy
Normal or _ Marsh | :
Marsh | or Il
Indeterminate "nﬁ e

Figure 2. Diagnostic Algorithm to Differentiate Non-Celiac Gluten Sensitivity (NCGS) from Geliac Disease and
Wheat Allergy (WA)



