Gastrointestinal Manifestations of
Systemic Lupus Erythematosus
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Gastrointestinal manifestations
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Oral ulcer
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1. Discoid lesion: red center with telangiectasia and light col-
ored borders

2. Erythematous lesion: flat macules with telangiectasia and

lack the distinct border
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Gastrointestinal manifestations

Hepatobiliary and pancreatic manifestations

Oral ulcer

Dysphagia (1-13%)

GERD (11-15%)

Dyspepsia

Malabsorption of D-xylose steatorrhea
Protein-losing enteropathy

Pneumatosis cystoides intestinalis Lupus
Gastrointestinal vasculitis (2%)

Nausea, vomitting (53%)1

Anorexia (49%)

Intestinal pseudo-obstruction

Peritonitis and ascites

Small artery lupus vasculitis (21%)
Nonalcoholic fatty liver (20-73%)
Hepatomegaly, splenomegaly

Nodular regenerative hyperplasia (5-7%)
Cirrhosis (1.1%)

Fatty liver®

Abnormal liver biochemical tests (25-50%)
Autoimmune hepatitis

Thrombotic and thromboembolic disorders

Pancreatitis1

Primary sclerosing cholangitis and autoimmune

cholangiopathy1

Acalculous cholecysti'(is1
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AN 2 Erythematous lesion

AN 3 Oral ulcer

Gastrointestinal and Hepatopancreaiobiliary Manifestations in Systemic Lupus Erythematosus

15

1 .‘t i



3. Ulcer like: crop and shallow with average diameter 1-2 mm

rfjﬂa Hﬁﬁ discoid Wag ulcerative lesion ANNMMTRY 0 erythema-

tous lesion axlidy snwusaslsausins hard palate (3auay 89) ueifh

ansonulusAnnduld wu nssfewda vermilion border wavdRD WA

luthn “NAUSFUNIS959aWY anti-smith antibodies MudaA uazsinay
“URUSTTL disease activity

mﬁﬂmﬁﬁiﬁ topical agent 1% oral lidocaine, anesthetic mouth-

wash fﬁi&iﬁ%%iﬁ%ﬂméf’m systemic agents G hydroxychlorquine, aza-

thioprine, dapsone, high dose corticosteroid”

Vasculitis

A 6 A £% a [~ % L 2
admsnizaweanfandn. uvAadusasay 53 wihunamaiy
PR D IR . - v A
ansthavies aaul “21deu Fesineg “uiusiuaimsmisuraseTendue
A o L% o 1 a C!I o b2 A
maznaandanint uinhly ‘mafeunaiianl” waznizidensaniuma
Wiuavnald Feanmssin@aundsannléen corticosteroid 38 cyclophospha-
mide
TnapeAfionms ussuumadiuewng snwuil SLE disease activity
_ - X 4 » vy A
index (SLEDAI) 1fisshnass diadeyas SLEDAI fa 6.9+9.9 laerilefisl
amstheviad unesingd SLEDAI score >8 uasdinWumens mnil supe-
rior mesenteric artery IAERWIE AALIEL AN 0 jejunum wag il-
2
eum
M391533lAel barium enema AW thumb printing sign Wiasans]
submucosal hemorrhage 38 edema M3 BINABIMNIAUWNTILNY dif-
fuse inflammation, friability, ulceration, irregularly-shaped or punched
out with intervening normal mucosa
MINTINDNTLITNDNAINDITDIVDIALNY segmental or multifocal

bowel wall thickening, target sign, ascites, prominent engorged mesen-
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teric vessels with palisade pattern (comb sign) (MWH 4)
M361992 mesenteric angiography [¥WU diffuse irregularities
o N ~4 1Y 1 a AG o 1 s g % dl
sﬂadva LN LL@]@']VLNWU@’D']NN@ﬁﬁWﬂEIJVLN 1N73ﬂ@]@1§@%@@ﬂ\1‘1ﬂ,® LARDNRIN
nafanens mMuiunasadanuawnadne Ml 1WInaTany
NMINTIANNINLNDTACWL small vessel arteritis and venulitis Lag
deposit @3¢ immune complex, C3 complement La¢ fibrinogen
M3 Aa mﬂﬁ corticosteroids (pulse methylprednisolone 500
o o o 4 . lo 3
mg doSuvisnNe 3 ) WSl cyclophosphamide umefisnmsenn F9ay
% a X | o A o A 1o a1
@]@GLLEITUT]'DS@]@L"ﬁ@aaﬂiﬁﬁalﬂ,mﬂlL N I@EL%WW%SL%T]HV]@')EQEQHVLNTT]LTLl
Tugfthefiwuing bowel wall thickening 31NN 9 AaAmas WU
fatiEmsnlvasmaifialsnd) s deiunsdSumsSnmene corticosteroids
Tuszaznafenmuan W Wn135Nn@iy immunosuppressive drugs

Tene’
Esophageal involvement

%uA @13 heartburn Way regurgitation (WUUBE#A @) LavaIM3
a . 4~ XV A ~ A -
nandLN Zafetuldanmaedanlmramasnesieund wasUSaom
ihaeftasad Zeanaiendastiu Sjogren’s disease

o ° ;é A 3 }ﬂ/ 1
@‘ﬂ’l EIQW%’J‘LL‘VT%OEL% INNUNH myopathy snaqﬂammaslu I larynx,

AT 4 bowel wall thickening 1w gastrointestinal vasculitis A: antrum B: jejunum C: cecum
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pharynx LasanaaIn1s eIt VIWGLMUNﬂﬁﬁ’J%ﬁJ%EILLEJﬂ\IGW gnNN ﬂg‘ﬂ’)ﬂlﬁﬂu SLE
09 wielu SLE overlap Ny polymyositis wanANHAINL aperistalsis
PNVIADADIVNT LLAE hypotony UOIYFANNDADINT a9 61

> A A |
qaﬂ@mmum mimamuuﬁmmamaauvl,msnawaa@mmim%

- o X . . 1
AANMIENL LUYaIna 1Niie muscle atrophy Wa¢ ischemic vasculitis

Stomach and duodenum
[ ' . A 2 [y
1&una1n1s dyspepsia GNWUSL‘LLQJ]‘]J’JEJ SLE lé%opay 4-21
“wisguinienndlsa SLE 109 Wisannuasasmssnm gumsheen
NSAIDs, steroid Maiawds H pylori M3 wieniiatlasmiumIfieuwxg nsumiy
A Y A wa R A Yo o
ammm@mmﬂ@ﬁiﬂmﬂmmmﬂizm peptic ulcer ¥i38 lFUMITNM
. 4
@18l NSAIDs 38 steroid

Pneumatosis cystoides intestinalis

ﬂﬂwuéwﬁ‘ummﬂaaa’?mg%"m Wmaﬂi@ﬁﬂwuﬁéﬂﬂmj 1oe
Tnfdnuenan Wi well defined, intramural gas collection MISNENE2E)
¢ steroid ¥38 cyclophosphamide vlieanld uelumefimasnmdaeen
1l waznes mwdemmnediant lva) wiawiu necrotizing enterocoli-

tis fO1AdiIvhMIEF® subtotal colectomy’

Intestinal pseudo-obstruction (IPO)

wulelitoesn uwifnufluenan eausnaas SLE lensSasay 41-

50 112e8lo1MIULL intestinal obstruction W6 (3if mechanical cause

waglasanniduiianl “&nsnnniant vy fihedinazandemmsthediag
‘ﬂl -2 a A ] v 2 a [ Cil

aaul“aBn DaunTeg waevinayn onaflometl mew ude leefmng

aoant]  Melian 9919319Memy abdominal distension without rebound

tenderness, hypoactive or absent bowel sounds La¢ ascites Lmunmmﬁ

active serology T3 MWENTIETaWiadNL dilated, fluid filled bowel
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loops with thickening bowel wall and multiple air-fluid levels

athslafimuansuonan wgduiivhlial Engasld madnm
m3 Lﬂ?ﬂlau»lmmméﬂ “Wu intestinal hypomotility, esophageal sphincter pres-
sure aAad & delayed gastric emptying 2126189N5M¥ double balloon
enteroscopy Lﬁamnmmmﬁmﬁﬂaéim yasénl “1&n°

IPO {NWLTINAY ureterohydronephrosis %ammuﬁmm smooth
muscle dysmotility En) spasm 289 detrusor muscle spasm LaZAANN
vesiculoureteric reflux w38l fibrosis M596LAI ureterovesicular junc-
tion ikl WYaIKLY SLE Aifu interstitial cystitis WuiAeN im-
mune complex deposit Feilvaandonvadnsumel e

uamawnﬁﬁawudwﬁ extrahepatic common biliary tract LQg pan-
creatic duct dilatation” 331613 EIVLG’T

wendidiaas PO emnvaaadanint uudnhhl aneal”
NeEALLLES e myopathy, neuropathy %384 antibody ¢18 smooth
muscle 7981 “ANlALAT MINTRMINNFINENTNNL myocyte necro-
sis, atrophy Wa¥ fibrosis 989 muscularis propria I@a‘m&iwuﬁﬁwmzsﬂm
thromboembolic disease

mMasn @A M3 high dose corticosteroids Wa%/vae immu-
nosuppressive drugs LLaSmGGSLﬁ erythromycin %@aaﬂqwélﬁu prokinetic
Samde’ Jamrielimesneseaems wu 1 e nasogastric tube ¢lany
intermittent suction M3l WhMaaREaRm WazmsliesiueMs

[~3 ] 1 % }%3 [~1 LY [~ Y 6 A [~% =
Buthe wunaeey uwassiamasneeaa et S “Uai vsadhudion
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Protein losing enteropathy

wushn luivieanetioasnandeamsuaraMsit. esresnedayiu

Twdansh 1w 2N winh lugasiag (ascites) 8 pleural effusion Wag peri-
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cardial effusion flomfa"s Aaa weseslwden 9 susfifomsin
193ANL ANA, anti-dsDNA, anti-ribonucleoprotein (anti-RNP) LLa¢ anti-
extractable nuclear antigen (anti-ENA) lwdan %aﬂmﬂﬁ’j%m_lizﬁu se-
rum complement (9“%1

Tustiudi gl lumadivens snsaesaldle technetium-99m
labeled albumin scintigraphy (Tc-99m HSA) %38§573 alpha-1 anti-trypsin
mﬂaﬁmﬁz%a 13N5DUSR9AIY protein losing enteropathy b8 L6l b

ansoss AN awle

'aﬂw@wumazﬁhﬁm@qmaq‘ﬂismm 30 T waznuifluainmsusn
iy ‘meAfiasiy SLE fvSauay 67.4 (a1 2)

A6 protein losing enteropathy \N®AN villi edema ey leu-
kocyte infiltration iwﬁ”’mﬁumamﬁmaz%‘m VLG’T LN pericarditis, pericardial
effusion, bacterial overgrowth, thrombosis, vasculitis ﬁﬂﬂﬁlﬁ@m’w in-
creased membrane permeability LagiN®AN activated complement en)
immune complex deposit $3097N lymphalrlgiectasia2

MaSn 1Gn Mk steroid 9193870 cytotoxic agents wao s
Alé fimsdinsnma b high dose prednisolone (0.8-1 mg/kg/day) {Ia
6 “Uei udarawe) anlSannenasiuag 10 mg Ul azathioprine ng/
kg/day mslwmmi@w‘ﬂuvl,@ I@maaav 838 complete clinical response Vl
%ﬁL@a%maﬂﬂWﬁiﬂ‘hﬂ

Peritonitis and ascites

. . . PR 2 &
A% primary lupus peritonitis wuldtoesnn fihuoasndae
o a v A . A o 1A . AR
mmstheviaadieunds § ascites Wintnsaisenalall ascites Al File
chronic lupus peritonitis ot Naloety ascites I@ﬂsiﬁawmim@ﬁaa LALLI®
‘gﬂl Y v 1 1A o ‘ﬂl
Iuldufuhazlifionnsy aswasedunzszuuu
msiie ascites Iuiihe SLE Sufludasuen wedue aanly léun
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msfiaize nazanl “naden &l Mg dugeusn. U viaesdan mesenteric
AN U (mesenteric vasculitis) &;’J:ﬂ’aﬂ SLE ‘17%53‘ chronic ascites "mélmlai%
“NRUSTT nephrotic syndrome, heart failure, protein losing enteropathy,
constrictive pericarditis, lupus peritonitis La¢ indolent infection @ Tu-
berculosis

Ascites ﬁlﬁ ﬂsl,umaz primary lupus peritonitis eidnwau sterile
ascites WagH compliment level (9“1:1 iw%@ﬁ positive ANA LRE anti-DNA
antibody

msmuﬁﬁaﬁmﬁm@ﬂuﬂﬂwmmﬁ Slevhneaaa small bowel
series %W‘Llﬁﬂﬁmzﬁl,%aﬁd? speculation with tethering WU angulation
9098l ” uazianea | “gesiule iwnmistraniiea iy ascites, asymmet-
ric thickening ?Jadfm, “&n SL% ol peritoneum ENUNA hyperemia, thick-
ening and nodular peritoneum uagdl adhesion VLG’T Lﬁamawwwaw%
ANENAEWY chronic inflammation L&y small vessel vasculitis

¥ acute WaY chronic lupus peritonitis LML UAIAGFONITINEN
¢nel steroids %38 cyclophosphamide  Aum3iendut!  1edslalldnadaian

A2 "UWJuSuoL gastrointestinal manifestation AUBINNSUBVOIYI:S:UU
dulugilos SLE

fmafnnwuigiay SLE Fflo1MIU PIMITEULMOGRE T
Jnag “wAus U Raynaud’s phenomenon 8¢ pyeloureterectasis
(@197 3) wananidenmuny hypoalbuminemia LaENUNTEOL C3 LAY
CHS0 ¢ 92ufus positive ANCA (ana19f 4)°

Hepatopancreatobiliary manifestations

Hepatomegaly and abnormal liver function tests

NI¢ hepatomegaly Wﬁ[é"ﬁaaﬁﬁamaz 40 LWENY splenomegaly
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A15197 3 81134 mezas SLE luguenfiuazlafl gastrointestinal manifestation

With Gl Without Gl
Characteristic (n=39) (n=138) p value
Raynaud’s phenomenon (cases) 13 21 0.020
Fever (cases) 24 64 0.105
Mucocutaneous disease (cases) 25 80 0.581
Pyeloureterectasis (cases) 9 0 0.000
Glomerulonephritis (cases) 25 82 0.711
Nervous system involvement (cases) 6 26 0.814
Hematological involvement (cases) 20 53 0.197
Musculoskeletal involvement (cases) 13 47 1.000
Cardiovascular involvement (cases) 13 28 0.131
SLEDAI (activity index) 10.95 + 6.93 9.56 + 5.91 0.217

A1519% 4 wanIRTIINRasUiuinmszacgiae SLE Nfluazlad gastrointestinal manifes-

tation

With Gl Without Gl
Laboratory tests (n=39) (n=138) p value
Serum albumin (g/L) 26.89 = 5.54 30.83 = 7.15 0.002
ESR (mm/h) 46.31 = 41.62 46.42 = 37.25 0.989
C3 (g/dL) 39.27 + 29.02 64.21 = 32.83 0.000
C4 (g/dL) 9.34 £ 9.10 12.76 = 8.51 0.051
CH50 (g/dL) 22.30 = 19.86 35.45 = 21.38 0.001
ANCA (+/- cases) 3/20 1/59 0.030
Anti-Sm (+/- cases) 7/32 28/110 0.746
Anti-SSA (+/- cases) 18/21 58/80 0.646
Anti-SSB (+/- cases) 6/33 8/130 0.085
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1¢50818e 6 MInT2any liver function tests (LFTs) Raundinulesaeay 23-
79 loe) alanine aminotransferase (ALT) Qe LA UM BUY8
SLE Gl,ua"?mzém 1§ fmuinfinnne hepatic steatosis Winduldiiag
31 NElaA SLE 104 4aganmasSnneneen corticosteroid

aehslsfiona ynwuenaReaUnGvas LETs e "nmeﬁm'wéha
W% §197A viral hepatitis profile, infectious panel, GGT, specific autoanti-
body to liver LarNaA1TIN®TIA imaging studies Lﬁla\l@&l i) qamwsm@?
Judiu

fihe SLE Yeuay 2.4 asfidusn. uies warsosay 1.1 nanenu
suudeld wingjanaiaun@izes LETs s “NWuSUMIesIany antiri-
bosomal P antibodies WAa9 waLEWLINTEFUYaS dsDNA, LE cells way
anti-ribosomal P antibodies 17% yﬂmﬁa@ QSLﬁ%ﬁ’JﬁG%ﬁGﬂTAS chronic hepa-
titis

NN VLG’T LN mﬂﬁ steroid Y138 steroid sparing agents \% aza-
thioprine, other DMARDS6

Nodular regenerative hyperplasia (NRH)

m’;:‘ﬁ%wu multiple hepatic nodules I@ EJﬁVLS\iﬁ liver fibrosis N3
§992 LFTs 2zUn6 ﬂﬁ’)t‘ﬁLﬂ% wmwﬁwaqﬁmﬁ@ portal hypertension
WasyN WRaMSUINFaueaa i variceal bleeding ind

meftaderldlaansesia MRI uwsmstudunamsitadedas
NFUMIATIWNINENEINEN B998WD noncirrhotic architecture with hyper-
plasia of hepatocytes forming a nodule

NRH /0 “NWusU antiphospholipid antibody “wHEIWLINM

il nodule WAAIINMITONUTN parenchyma Z9YNNAILAINNTILNA

a

A (%

Ham sudume” Ulaganan hypercoagulable state

24 9a 1S AUIMNES:UUMDIALUOINSIKDUSINAINE, UNSAL-ILNEU 2558



mMasn @A MasnaMauysndaunasnIe portal hyperten-

. 6
sion
Autoimmune hepatitis (AIH)

Tsatiuafiu 3 types
1. Type 1 (lupoid hepatitis): anti smooth muscle antibodies
(ASMA) positive
2. Type 2: anti liver kidney mouse antibodies (LKM) positive
3. Type 3: anti soluble liver antigen (SLA) positive
gl SLE Au AH wudifu type 1 a0l 0° il AIH $n
WU extrahepatic manifestation FINILLRLENT overlap NU connective
tissue disease Aue) Fiheazsnnuomsiisimng 1w sonmnde Hoawns
1heias sz AiENgemasin laisife wenaniifsiamevas autoimmu-
nity @ et wasld Wudu
b3 wmm‘iﬁaﬁ&mnzﬁié’mn immune profile (hypergamma-
globulinemia La¥ autoantibodies) MWW TINENTIAENL
interface hepatitis, lymphocyte infiltrate ‘ﬁ periportal area
Tugithel autoimmine hepatitis 1 wud3aeag 10 & criteria a9y
flagifiasie SLE 1¢ “aufihe SLE wudfl chronic hepatitis wag3fiasendu
autoimmune hepatitis Saray 2.4-4.7 lapavdinmal. a9aanved antibody ri-
bosomal P protein1
Fiheiilesumeatasendiu SLE Taffu ATH Snifudndsoetion
mild to moderate lupus activity EY strong positive ANA ¢ high titer
dsDNA TI:NUATIAWL chronic liver dysfunction
mMasnen ATH 1w SLE un M3l prednisolone 338U azathioprine Wa7
maintenance ®3& steroid sparing therapy LT cyclosporine e

mycophenolate

Gastrointestinal and Hepatopancreaiobiliary Manifestations in Systemic Lupus Erythematosus 25



Thrombotic and thromboembolic disorders

vLéfl,l,ﬂ' venoocclusive disease L% Budd Chiari syndrome m’szﬁ
wuldes Taeiamwzaehatslune s antiphospholipid antibodies e
AN MIUIAYIad ATIANWU ascites Ao1NSUNINLaUVDY portal hyper-
tension wasiinnesiuudeld msna LFTs Tussasusnanadnd masnmn

LY £ X 6
VL@meﬂw anticoagulant

Fatty degeneration of liver

z 2 (% 3 1 ¥ v % 1 a % [
mginuldtey deldnanuadnsduiifaaindilen SLE 09 393
UKL LNRIMISNINGNY corticosteroids Wnanuin A fat de-

.6
posit

Pancreatitis

filhe SLE Lideswusiudaudn, v maiesudaudn, ulw SLE
v%ﬁ‘lﬂjﬂu’mﬁ@]mﬁ vascular damage % necrotizing vasculitis § thrombi
9@ arteries %130 arterioles LLa:jLﬁ@mwméhﬁnaaL?]au%ﬂmamaamﬁa@ (in-
timal thickening and proliferation) 21N immune complex ﬁmmzﬁwﬁq
KN a1rte1ries7

mdiusausne uludihe SLE Shasfememdsnnilesunsitad
SLE uéh fimemsihosas 60 masdihameilifinsiusausng undmmiad
SLE wiifuna 2 ¥ ueffimanuh ansodelélunSusnianaese SLE
adsdoray 227 massudaudnt vilam Redn édissosay 43 uauinEnss
¢5auay 14" wenanil fihe SLE ‘wunilefvaraasiawunme hyper-

amylasemia \#7iee) 7 lafloxmamendfinsassiugausdni U

Primary sclerosing cholangitis and autoimmune cholangiopathy

LnNnIN vasculitis 989 intramural capillaries MIATIAMNTI ™
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AN irregularity YRIVDYNIAUINA

Acalculous cholecystitis

MEiAeaN vasculitis WAL wivaidasinemlaemsthda
anuLeNefbifl distended gallbladder wazlaifinig sepsis o1amay

UDIAFDMISNBIE corticosteroid
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