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Abstract. Sjégren’s syndrome is a multi-system chronic autoimmune inflammatory disorder characterized pri-
marily by diminished lacrimal and salivary gland secretion resulting in sicca syndrome, i.e. xerostomia and
xerophthalmia. Gastrointestinal involvement is often seen both in primary and secondary Sjégren’s syndrome,
being the third most frequent, after sicca syndrome and rheumatologic involvement. Dysphagia is a common
symptom in Sjégren’s syndrome. This is most often due to lack of saliva but there have been also reports of
oesophageal dysmotility. Chronic gastritis is found in up to 80 % Sjégren’s syndrome, which means as much as
twice higher when compared with age-matched subjects. The autoimmune mechanism is considered to be the
major factor in development of chronic gastritis in Sjégren’s syndrome. Sjégren’s syndrome can also be associ-
ated with coeliac disease, both symptomatic (active) and silent. There is a marked association of Sjégren’s syn-
drome to primary biliary cirrhosis and chronic active autoimmune hepatitis. Pancreatic exocrine dysfunction in
Sjégren’s syndrome is usually subclinical. Patients with Sjégren’s syndrome are at higher risk of malignant lym-
phoma.
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Souhrn. Sjégrentv syndrom je chronické systémové autoimunitni zanétlivé onemocnéni postihujici predevsim
slzné a slinné Zlazy. Projevuje se tzv. sicca syndromem (xerostomie, xeroftalmie). Gastrointestinalni postizeni je
Casté jak u primarniho, tak i u sekundarniho Sjégrenova syndromu, po sicca syndromu a revmatologickém posti-
Zeni je treti nej¢astéjsi. Dysfagie je ¢astym steskem nemocnych se Sjégrenovym syndromem. Nejéastéji je zpu-
sobena nedostatkem slin, ale miZe byt zplsobena i dysmotilitni jicnovou poruchou. Chronicka gastritida je pri-
tomna aZ u 80 % pacientu se Sjégrenovym syndromem, tedy dvakrat Castéji neZ u stejné starych osob vseobecné
populace. Predpoklada se, Ze autoimunitni proces je hlavnim patogenetickym mechanismem chronické gastriti-
dy u Sjégrenova syndromu. Sjégrentv syndrom se také Castéji spojuje s celiakii, a to jak s klinicky manifestni, tak
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i se silentni formou onemocnéni. Vyznamna je také asociace Sjégrenova syndromu a primérni biliarni cirhézy

nebo chronické aktivni autoimunitni hepatitidy. Pankreaticka exokrinni insuficience je zpravidla subklinicka.

Nemocni se Sjégrenovym syndromem mayji vy3Si riziko vzniku maligniho lymfomu.

Kli¢ova slova: Sjégrentiv syndrom, postiZeni gastrointestinalniho traktu, autoimunita

Sjogren’s syndrome is a multi-system chronic auto-
immune inflammatory disorder characterized primari-
ly by diminished lacrimal and salivary gland secretion
resulting in sicca syndrome, i.e. xerostomia (dry
mouth and salivary gland enlargement) and xeropht-
halmia (keratoconjunctivitis sicca). Secondary Sj6-
gren’s syndrome refers to those cases occurring in
the presence of an established systemic disease
(rheumatoid arthritis, systemic lupus erythematosus,
scleroderma, dermatomyositis or mixed connective
tissue disease), while primary Sjogren’s syndrome
may be diagnosed only when all other systemic dis-
eases are excluded (9).

From the review by Slezak et al. in the last issue of
the Journal (51), we have learnt about all dental, opht-
halmologic and immunological aspects of Sjogren’s
syndrome and principles of its treatment in detail.
Besides keratoconjunctivitis sicca and salivary gland
involvement, many non-exocrine organs and/or multi-
organ systems can be affected, like rheumatologic
involvement (arthralgias, arthritis, fibromyalgia), vagi-
nal affection (with dyspareunia), respiratory involve-
ment, skin manifestation including vasculitis (with or
without palpable or non-palpable purpura), Ray-
naud’s phenomenon, peripheral and cranial neuro-
pathies, central nervous system involvement, endo-
crine disorders, renal disease, psychiatric affections
and many non-specific symptoms (malaise, fatigue,
low grade fever, lymphadenopathy, splenomegaly)
(2,5,9,49). Patients with Sjogren’s syndrome are at
higher risk of malignant lymphoma (up to 44-times
higher) than a comparable control population
(29,32,41,49).

Last but not least, gastrointestinal involvement is
often seen both in primary and secondary Sjogren’s
syndrome, being the third most frequent, after sicca
syndrome and rheumatologic involvement (2, 8, 14,
48). Hepato-gastroenterological affection in Sj6-
gren’s syndrome is the subject of this review. Gast-
rointestinal and hepatobiliary involvement is quite
common, various symptoms and disorders are
reported in up to 80 % patients with Sjogren’s syn-
drome (2,12,39).
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Sjogrentv syndrom je chronické systémové auto-
imunitni onemocnéni charakterizované pfedevsim sni-
Zzenou tvorbou slz a slin. Klinicky se projevi tzv. sicca
syndromem s xeroftalmii, xerostomii a zvétSenim slin-
nych Zlaz. Sekundarni Sjoégrenliv syndrom provazi jiné
difuzni (systémové) nemoci pojiva (revmatoidni artriti-
da, systémovy lupus erythematodes, sklerodermie,
dermatomyositida nebo smiSenda choroba pojiva). Dia-
gnoza primarniho Sjégrenova syndromu muze byt sta-
novena po vylouceni systémové nemoci pojiva (9).

Aktualni prehled Slezaka et al. v poslednim disle
tohoto ¢&asopisu (51) pfinesl podrobné informace
o v8ech stomatologickych, oftalmologickych a imu-
nologickych aspektech Sjégrenova syndromu. Kromé
keratoconjunctivitis sicca a afekce slinnych zlaz maze
byt postizena fada neexokrinnich organd anebo se
jedna o polysystémové projevy onemocnéni, jako
jsou revmatologické pfiznaky (artralgie, artritis, fibro-
myalgie), vaginalni postizeni (s dyspareunii), zmény
dychaciho Ustroji, kozni projevy v&etné& vaskulitidy
(s hmatnou nebo nehmatnou purpurou nebo bez pur-
pury), Raynaud(v fenomén, periferni a kranialni neu-
ropatie, postizeni centralniho nervového systému,
endokrinni poruchy, rendlni postiZzeni a psychiatrické
afekce. Dale mlze byt pfitomna cela fada nespecific-
kych pfiznakl (neklid, unava, subfebrilie, lymfadeno-
patie, splenomegalie) (2,5,9,49). Pacienti se Sjogre-
novym syndromem maji az 44-krat vyssi riziko vzniku
maligniho lymfomu ve srovnéani se vSeobecnou popu-
laci (29,32,41,49). V neposledni fadé je tfeba uvést
postiZzeni gastrointestinalniho traktu, které je u pri-
marniho i sekundarniho Sjégrenova syndromu treti
nej¢astéjsi (po sicca syndromu a revmatologickych
projevech) (2,8,14,48). Hepato-gastroenterologické
zmény u Sjogrenova syndromu jsou predmétem
tohoto prehledu. Gastrointestinalni a hepatobiliarni
postizeni je velmi ¢asté, rlzné projevy, ¢asto v kom-
binacich, se vyskytuji az u 80 % nemocnych se Sj6-
grenovym syndromem (2,12,39).

Jicen
Dysfagie je u Sjogrenova syndromu ¢astym prizna-
kem. Mnoho nemocnych si stéZuje na potiZze pfi poly-



The oesophagus

Dysphagia is a common symptom in Sjogren’s syn-
drome. Many patients complain about difficulties in
swallowing, mostly solids (2,21). This is most often
due to lack of saliva but there have also been reports
of oesophageal dysmotility similar to that seen in
scleroderma (9,40). Ramirez-Mata et al. (44) revealed
abnormal oesophageal motility in 9/10 (90 %) pati-
ents with primary Sjégren’s syndrome consisting of
absent or decreased contractility in the upper third of
the oesophagus. In 4/10 patients, dysmotility was
also noted in the distal part of the oesophagus (44). In
another study, Grande et al. (17) found dysphagia in
15/20 (75 %) patients with primary Sjogren’s syndro-
me although the presence or severity of symptoms
was not related to any specific motility pattern. Palma
et al. (40) found oesophageal motor abnormalities in
7/21 (833 %) patients with Sjégren’s syndrome.
Oesophageal webs are found in 10 - 20 % of Sj6-
gren’s syndrome (27). These webs also may (or may
not) cause dysphagia (32,48). Sj6gren’s syndrome
could also be associated with achalasia (11,12) so
this possibility should always be considered. Heart-
burn and regurgitation are also common complaints.
Gastro-oesophageal reflux disease is recognized in
up to 27 % of patients with Sjégren’s syndrome (2).
Lack of saliva in oesophageal self-cleansing is an
important deteriorating factor (12).

The stomach

Nausea, epigastric pain and dyspepsia are com-
mon complaints of patients with Sjégren’s syndrome
(9,32). These symptoms are mostly functional, but
can be also organic or secondary. We have observed
a severe gastric arrhythmia found by means of elect-
rogastrography in Sjogren’s syndrome, correlating
with patients’ dyspeptic complaints (2002, unpublis-
hed data).

Chronic gastritis is found in up to 80 % of patients
with Sjégren’s syndrome (12,34; Fixa and Dfizhal,
1989 - unpublished data), that means as much as
twice higher when compared with only 40 % of age-
matched subjects (41 - 65 years) (34). We take this to
mean that the age factor can be only contributory (31).
Prevalence of Helicobacter pylori in Sjégren’s syndro-
me is not different from the general population (54).
Chronic atrophic autoimmune gastritis is associated
with auto-antibodies against parietal cells and achlor-
hydria (9), however pernicious anaemia is a rare fin-
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kani, zejména tuhych soust (2,21). Polykaci potize
mohou byt zplsobeny pouze nedostatkem slin, byly
v8ak popsany poruchy motility jicnu podobné jako
u sklerodermie (9,40). Ramirez-Mata et al. (44) zjistili
abnormalni ezofagealni motilitu u 9/10 (90 %) nemoc-
nych s primarnim Sjégrenovym syndromem spojenou
s chybgjici nebo snizenou kontraktilitou v horni treti-
né jicnu. U 4/10 pacientl byly zjistény dysmotilitni
zmeény také v dolni tfeting jicnu (44). V jiné studii
Grande et al. (17) zjistili dysfagii u 15/20 (75 %)
nemocnych s primarnim Sjégrenovym syndromem,
pfitomnost a tize subjektivnich obtizi vSak nekorelo-
vala s zadnym specifickym typem dysmotilitni poru-
chy. Palma et al. (40) nalezli ezofagealni motorické
abnormality u 7/21 (33 %) pacientl se Sjégrenovym
syndromem. Dal8im moznym nalezem jsou vazivové
prstence, které jsou v jicnu nachazeny u 10 - 20 %
osob postizenych Sjogrenovym syndromem. Tyto
prstence mohou (ale nemusi) byt dalSi pfi¢inou dysfa-
gie (32,48). Sjogrenlliv syndrom se muze sdruzovat
s achalazii (11,12), také tuto moznost je tfeba mit na
paméti pfi objasfiovani polykacich potizi pacienta.
Pyréza a regurgitace jsou dalSimi Castymi stesky
nemocnych. Refluxni choroba jicnu se nachazi az
u 27 % pacientl se Sjogrenovym syndromem (2).
Chybéni slin v samoocistovacich mechanismech
jicnu je dalezitym zhorSujicim faktorem (12).

Zaludek

Nevolnost, bolest v epigastriu a dyspepsie jsou dal-
8imi Castymi pfiznaky u nemocnych se Sjégrenovym
syndromem (9,32). Tyto symptomy jsou vétSinou
funkéni, dyspepsie v8ak mlze byt i organicka nebo
sekundarni. Sami jsme pozorovali tézkou Zaludecni
arytmii zjiSténou pomoci elektrogastrografie, ktera
u nemocnych se Sjégrenovym syndromem korelova-
la s dyspeptickymi obtizemi (2002, nepublikovana
data).

Chronické gastritida se nachazi az u 80 % pacientl
se Sjogrenovym syndromem (12,34; Fixa a Dfizhal,
1989 - nepublikovanad data), coz je dvakrat vyssi
vyskyt ve srovnani se 40 % u vékové srovnatelnych
osob (41 - 65 let) (34). Vékovy faktor je tedy nepo-
chybné vedlejsi (34). Prevalence Helicobacter pylori
u Sjégrenova syndromu se nelisi od vyskytu ve vSeo-
becné populaci (54). Chronicka autoimunitni atroficka
gastritida je spojena s autoprotilatkami proti parietal-
nim bunkam a achlorhydrii (9). Klinicky zjevna perni-
ciézni anemie je v8ak vzacna (32,42). Fixa a Dfizhal
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ding (32,42). Fixa and Dfizhal (1989, unpublished data)
found auto-antibodies against gastric parietal cells in
only 4/34 (12 %) patients with primary and in 4/18
(22 %) of those with secondary Sjégren’s syndrome.
Nevertheless, the autoimmune mechanism is conside-
red to be the major factor in development of chronic
gastritis in Sjoégren’s syndrome.

Patients with Sjogren’s syndrome are at higher risk
of malignant non-Hodgkin lymphoma. However,
gastric MALT lymphoma in Sjogren’s syndrome was
published only as isolated case reports (13,37,43).

An epidermal growth factor is secreted in large
quantities by the salivary glands and its biological
effects on the stomach include inhibition of gastric
hydrochloric acid secretion, mucosal protection and
support ulcer healing (26,32). The production of epi-
dermal growth factor is considerably reduced in rheu-
matoid disease (26) and this may increase the pre-
valence of gastric ulcers in patients with decreased
salivation (32).

An increased frequency of duodenal ulcers in pati-
ents with Sjogren’s syndrome and primary biliary
cirrhosis has been reported (3), which may be asso-
ciated with decreased production of epidermal
growth factor in both saliva and bile (32). The asso-
ciation of Sjogren’s syndrome with primary biliary
cirrhosis is significantly higher in patients with (85 %)
than without (27 %) ulcers. This finding supports the
hypothesis that the underlying exocrine gland defect
is involved in the pathogenesis of duodenal ulcers in
Sjégren’s syndrome (3).

The small and large intestine

Involvement of the small and large intestine is less
frequent (32). Sjégren’s syndrome can be associated
with coeliac disease, both symptomatic (active) and
silent (6,7,12). Some patients with Sjégren’s syndro-
me without intestinal symptoms have positive anti-
endomysium antibodies and a mild degree of villous
atrophy on small bowel biopsy, thus indicating
a silent form of coeliac disease (32). Therefore, selec-
ted screening for coeliac disease in patients with Sjo-
gren’s syndrome is indicated (32).

The association between Sjogren’s syndrome and
Crohn’s disease, ulcerative colitis or chronic idiopat-
hic pseudo-obstruction is described only sporadical-
ly as isolated case reports (12,32). Protein-losing
gastroenteropathy is another rare complication of
Sjégren’s syndrome (20).
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(1989, nepublikovana data) zjistili protilatky proti pari-
etalnim bunkam zaludec¢niho téla pouze u 4/34 (12 %)
pacientl s primarnim a u 4/18 (22 %) nemocnych se
sekundarnim Sjégrenovym syndromem. Nicméné
autoimunitni mechanismy jsou povazovany pfi vzniku
chronické gastritidy u Sjégrenova syndromu za roz-
hodujici.

Pacienti se Sjégrenovym syndromem maiji vyssi rizi-
ko vzniku maligniho lymfomu. Nicméné Zaludecni
MALT-lymfom je u Sjégrenova syndromu popsan
pouze kasuisticky (13,37,43).

Dulezitym pUsobkem je epidermalni rastovy faktor
(epidermal growth factor). Je ve velkém mnozstvi
secernovan slinnymi Zzlazami a ma fadu biologickych
ucinkd na Zaludek, v&etné inhibice Zalude¢ni sekrece
kyseliny chlorovodikové a slizni€ni cytoprotekce,
a tak podporuje hojeni peptického viedu (26,32). Pro-
dukce epidermalniho rlstového faktoru je vyznamné
snizena u revmatoidni artritidy (26) a u pacientl se
snizenou salivaci mlze zvySovat vyskyt Zalude¢niho
viedu (32).

Byl popsan vyssi vyskyt duodenalnich vredu
u nemocnych se Sjégrenovym syndromem a primar-
ni biliarni cirhézou (3). K tomuto vys$Simu vyskytu
muze pfispivat nedostate¢na sekrece epidermalniho
rastového faktoru jak ve slinach, tak i ve zZluci (32).
Podle vySe uvedené studie (3) je asociace Sjégreno-
va syndromu a primarni biliarni cirhdézy vyznamné
vy8Si u osob s peptickym viedem (85 %) ve srovnani
s nemocnymi bez viedu (27 %). Tyto nalezy podporu-
ji hypotézu, ze postizeni exokrinnich zlaz hraje duilezi-
tou roli v patogenezi duodenalniho viedu u Sjégreno-
va syndromu (3).

Tenké a tlusté strevo

Postizeni tenkého a tlustého stfeva je méné Casté
(82). Sjogrentiv syndrom muze byt spojen s celiakii,
a to jak aktivni symptomatickou, tak i silentni (6,7,12).
Néktefi pacienti se Sjoégrenovym syndromem maji
pozitivni antiendomyzialni protilatky a mirnou atrofii
klki v biopsii tenkého stfeva, nasvédcujici tak silent-
ni formu celiakalni sprue (32). Proto by u nemocnych
se Sjogrenovym syndromem mél byt provadén scre-
ening na celiakii (32).

Asociace Sjogrenova syndromu a Crohnovy choro-
by, ulcerézni kolitidy €i chronické idiopatické intesti-
nalni pseudoobstrukce jsou popisovany pouze kasu-
isticky (12,32). Exsudativni gastroenteropatie je dalsi
vzacnou komplikaci Sjégrenova syndromu (20).



Several nutritional deficiencies have been noted in
Sjogren’s syndrome, this may be at least partially
related to poor nutritional intake due to xerostomia
(82). Iron and vitamin deficiencies were found in 63 %
of 43 patients with Sjégren’s syndrome (iron 51 %,
vitamin B12 25 %, folate 9 %) (33).

Large intestinal dysmotility is seen quite often,
resulting in diarrhoea (up to 20 %) or constipation (up
to 30 %) in Sjoégren’s syndrome (2).

The liver and biliary system

Hepatomegaly and abnormal liver function tests
have been found in up to 25 % of Sjégren’s syndro-
me (32). However, liver involvement in Sjoégren’s syn-
drome is mostly subclinical (50).

There is a clear association between Sjogren’s syn-
drome and primary biliary cirrhosis and chronic acti-
ve autoimmune hepatitis (1,18,35,47,50,53,59,60).
Anti-mitochondrial and anti-smooth-muscle antibo-
dies are frequently found in Sjégren’s syndrome. In
about 70 - 80 % of patients with primary biliary cir-
rhosis the sicca syndrome is noted as a major extra-
hepatic disorder (9,22,32,48,56).

A rare symptom complex of sclerosing cholangitis,
chronic pancreatitis and Sjégren’s syndrome seems
to be a well-defined entity with autoimmune cause
(36). Primary hepatic lymphoma in Sjégren’s syndro-
me was published as a sporadic case (57).

Possible associations between both the hepatitis
B and hepatitis C viruses and Sjogren’s syndrome
have been intensively studied (23,49,52). The hepati-
tis C virus (HCV) has been recognized as a cause of
a Sjoégren’s syndrome-like disease in humans (4,55).
Results of experimental study (28) also suggest that
there is an association between chronic HCV infecti-
on and Sjogren’s syndrome-like sialadenitis. Sjo-
gren’s syndrome observed in some patients with
chronic HCV infection may be considered as one of
the extra-hepatic manifestation of HCV (45). Thirty-
two (46 %) out of 69 patients with HCV infection had
anti-ENA antibodies: 16 (23 %) showed anti-Ro/SS-
A antibodies and 14 (20 %) had anti-La/SS-B antibo-
dies (10). Several studies showed an increased pre-
valence of chronic HCV infection in patients presen-
ted with sicca syndrome (24,32). In a study of 90 con-
secutive patients with primary Sjogren’s syndrome,
14 % had antibodies to the hepatitis C virus and in all
of these patients, liver involvement was observed
(15). In a Portuguese study (57) anti-HCV antibodies

Sjogren’s syndrome - gastroenterologist’s point of view

Sjégrenav syndrom z pohledu gastroenterologa

U Sjoégrenova syndromu byly zaznamenany rizné
nutri¢ni poruchy, které mohou byt ¢astecné vysvétli-
telné poruchami pfijmu potravy v dusledku xerosto-
mie (32). Hyposiderémie a deficity vitaminU byly zjis-
tény u 63 % ze 43 nemocnych se Sjégrenovym syn-
dromem (nejcastéji Fe 51 %, vitamin B2 25 %, folaty
9 %) (33).

Také dysmotilita tlustého stfeva se u Sjogrenova
syndromu vyskytuje Casto a ma za nasledek jak
prajmy (az u 20 %), tak i zacpu (az u 30 % pacien-
ta) (2).

Jatra a biliarni systém

Hepatomegalie a abnormalni jaterni testy jsou zjis-
titelné az u &tvrtiny nemocnych se Sjégrenovym syn-
dromem (32). Jaterni postizeni je u Sjégrenova syn-
dromu zpravidla klinicky némé (50). Existuje vsak
jasna asociace mezi Sjogrenovym syndromem a pri-
marni biliarni cirh6zou a chronickou aktivni autoimu-
nitni hepatitidou (1,18,35,47,50,53,59,60). Castym
nalezem u Sjdgrenova syndromu jsou antimitochond-
ridlni protilatky a protilatky proti hladkému svalu.
Zhruba u 70 - 80 % nemocnych s primarni biliérni cir-
hoézou je vyjadren sicca syndrom jako hlavni extrahe-
patalni projev onemocnéni (9,22,32,48,56).

Vzacné popisovany komplex sklerozujici cholangiti-
dy, chronické pankreatitidy a Sjégrenova syndromu je
dobfe definovana jednotka s autoimunitni pfi¢inou
(82). Primarni jaterni lymfom je u Sjogrenova syndro-
mu vzacny (57).

V posledni dobé je intenzivné zkouman mozny
vztah mezi infekci virem hepatitidy B a C a Sjégreno-
vym syndromem (23,49,52). Je dolozeno, Ze virus
hepatitidy C (HCV) mlze u lidi zpusobit postizeni
podobné Sjogrenovu syndromu (4,55). Také v experi-
mentalnim modelu chronicka infekce HCV vyvol4 sia-
loadenitidu podobajici se histologicky postizeni u Sj6-
grenova syndromu (28). Sicca syndrom pozorovany
u nékterych nemocnych s chronickou infekci HCV
mUze byt povazovan za extrahepaticky projev chro-
nické hepatitidy C (45). U 32/69 (46 %) pacientd
s infekci HCV byly zjistény anti-ENA protilatky: u 16
(23 %) anti-Ro/SS-A protilatky, 14 (20 %) osob mélo
anti-La/SS-B protilatky (10). Studie u nemocnych se
sicca syndromem prokazaly vysSi vyskyt protilatek
proti HCV (24,32). Ve studii 90 za sebou jdoucich
nemocnych s primarnim Sjdgrenovym syndromem
mélo 14 % protilatky proti HCV a u vSech téchto paci-
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were found in 5/68 (7.4 %) of primary and in 4/61 (6.6 %)
of secondary Sjogren’s syndrome (HCV-RNA PCR
was positive in 2 and 4 patients respectively). Thus,
rather than representing an etiologic factor for prima-
ry Sjégren’s syndrome, HCV infection should be part
of the differential diagnosis of sicca syndrome, espe-
cially in patients who lack anti-Ro/SS-A or anti-
La/SS-B antibodies (9). It is important to recognize
the presence of autoimmune disease in chronic HCV
infection, since patients with concurrent autoimmune
hepatitis may flare after therapy with interferon alfa
(9). Some authors suggest that HCV infection should
be considered as an exclusion criterion for the dia-
gnosis of primary Sjégren’s syndrome (46).

The Pancreas

Similarities in anatomy and physiology between the
pancreas and salivary glands should lead to expecta-
tion of autoimmune inflammatory involvement also of
the pancreas in Sjogren’s syndrome (25,32,38). Studi-
es have also shown a decrease in the volume of
pancreatic external secretions after secretin stimula-
tion in Sjégren’s syndrome (32). In a study by Gobe-
let et al. (16) pathological results (of PABA test) were
found in 37.5 % of patients with Sjégren’s syndrome,
indicating impaired pancreatic function. Fixa and
Dfizhal (1989, unpublished data) found normal
exocrine pancreatic function in 10/13 (77 %) patients
with Sjégren’s syndrome, evaluated also by means of
a PABA test. Other studies (30,31) concluded that
possible pancreatic exocrine dysfunction in Sjégren’s
syndrome is only subclinical, and that pancreatic
enzyme supplementation is indicated only when clini-
cal symptoms of pancreatic insufficiency are present.
Nevertheless, even in case of the absence of evident
malasimilation, oral administration of pancreatic
enzymes as a supportive digestive agent could be
a reasonable option in the effort to relieve intestinal
dyspeptic symptoms and/or improve some nutritional
deficiencies in Sjogren’s syndrome.
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