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utosomal dominant polycystic kidney disease (ADPKD) is the most
frequent inherited poly-cystic disease characterized by multiple
cysts in kidneys and other organs.1-3 Ultrasonography is the most

important diagnostic imaging method and Ravine criteria are practically
applied. Computed tomography and magnetic resonance imaging methods
are much more useful in complicated cases and extrarenal involvement.4

Cysts are usually observed in both kidneys which can be in variable size
and scattered out by renal cortex and medulla. Cysts can also be seen in
liver, spleen, pancreas and other organs.3,4 In autopsy series, the prevalence
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of pancreatic cysts in patients with ADPKD is
about 10%. It has been reported that, pancreatic
cysts are rare causes of chronic pancreatitis in
ADPKD patients.2 Herein we report a patient pre-
viously diagnosed for ADPKD presenting with
acute pancreatitis and no cyst in pancreas.

CASE REPORT
A 34-ye ar-old wo man was ad mit ted with acu te epi-
gas tric pa in and vo mi ting. She had be en suf fe ring
from this pa in for 2 days. Autosomal dominant
polycystic kidney disease (ADPKD) had be en di ag -
no sed at the age of 24 on syste mic fa mi li al scre e -
ning. Physi cal exa mi na ti on re ve a led nor mal vi tal
signs and the re had be en no ab nor mal fin ding ex-
cept an epi gas tric ten der ness. She had mild hyper -
ten si on which was tre a ted by pe rin dop ril. She was
not ta king any ot her drugs, and had no his tory of
ab do mi nal in jury, gall sto nes or chro nic al co hol in-
ta ke. A mild le u kocy to sis (12.000/mm3) and ele va -
ted se rum amy la se (ran ging bet we en 3 and 4 ti mes
the up per li mit of nor mal va lu e) and li pa se (ran g-
ing bet we en 5 and 8 ti mes the up per li mit of nor-
mal va lu e) and uri nary amy la se (ran ging bet we en 2
and 3 ti mes the up per li mit of nor mal va lu e) we re
the only ab nor mal la bo ra tory fin dings. In for med
con sent was ob ta i ned be fo re computed tomogra-
phy (CT) and ultrasonography (US) exa mi na ti on.
Ab do mi nal ul tra so und sho wed en lar ged kid neys
inc lu ding mul tip le cysts (Fi gu re 1). The pan cre a tic

ta il was ede ma to us and sur ro un ded by pe ri pan cre -
a tic flu id ne igh bo ring the lar gest cyst of the left
kid ney in ul tra so und and CT (Fi gu re 2). The left
pe ri-pa ra re nal flu id col lec ti on may ref lect a pos si -
bi lity of a cyst rup tu re lo ca ted at the midd le port
of left kid ney (Fi gu re 2). No gall sto ne or cho le doc -
ho lit hi a sis was se en. Ab do mi nal CT ru led out pan-
cre a tic cal ci fi ca ti ons or bi li ary tract ab nor ma li ti es.
En dos co pic ret rog ra de cho lan gi o pan cre a tog raphy
was nor mal. 

The fi nal di ag no sis was acu te pan cre a ti tis and
the re was not any eti o lo gic fac tor. Hos pi ta li sa ti on
out co me was une vent ful and the re was not any
comp li ca ti on im pro ve. Af ter six mo unths fol low up
the pa ti ent re ma i ned asym pto ma tic and the re has
be en no evi den ce of pan cre a ti tis pe ri o dic la bo ra -
tory tests and ul tra so nog rap hic exa mi na ti on.

DISCUSSION
ADPKD is in he ri ted au to so mal do mi nantly and
may ha ve a subt le cli ni cal co ur se. Be ca u se the di s-
e a se is usu ally asym pto ma tic and has a slow prog -
res si on, di ag no sis de lays un til the early and midd le
adult li fe.1 Ul tra so nog raphy is the most im por tant
di ag nos tic ima ging met hod and Ra vi ne cri te ri a are
prac ti cally app li ed. CT and mag ne tic re so nan ce
ima ging met hods are much mo re use ful in comp -
li ca ted ca ses and ex tra re nal in vol ve ment The di -
se a se may le ad to chro nic re nal fa i lu re and

FIGURE 1: Abdominal ultrasound showed enlarged kidneys including multi-
ple cysts.

FIGURE 2: The pancreatic tail was edematous and surrounded by peripan-
creatic fluid neighboring the largest cyst of the left kidney in ultrasound and
CT. The left peri-pararenal fluid collection may reflect a possibility of a cyst
rupture located at the middle port of left kidney.
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hyper ten si on.2,4 Most of the ca ses suf fer from flank
or back pa in. Pa in is mostly re la ted to the com-
pres si on of the en lar ged kid ney and li ver. In fec ti -
on or he morr ha ge of cysts and nep hro lit hi a sis are
the ot her ca u ses the acu te se ve re pa in.5-7 In our ca -
se, pa in was ca u sed by acu te pan cre a ti tis which is
a ra re ex tra re nal comp li ca ti on of polyc ystic re nal
di se a se. Alt ho ugh se rum amy la se le vels may in cre -
a se in re nal pat ho lo gi es, it can ne ver re ach to the
le vel of acu te pan cre a ti tis. Ta ken to get her, high
se rum amy la se-li pa se le vels and ra di o lo gi cal fin d-
ings, the pa ti ent was di ag no sed for acu te pan cre a -
ti tis.

All ca u ses of pan cre a ti tis we re ru led out ap-
prop ri a tely. The re was no his tory of al co hol, drug
and her bal me di ci ne, sur gery, tra u ma. Furt her mo -
re we ru led out hyper li pi de mi a and hyper cal ce mi -
a, bi li ary sto ne, and struc tu ral ab nor ma li ti es of the
com mon bi le duct. 

The pos sib le re a son of acu te pan cre a ti tis in
ADPKD pa ti ents is the obs truc ti on of the pan cre a -
tic ca nal by a pan cre a tic cyst.5 Anot her eti o lo gic fac-
tor is the di vi si um of pan cre as.8 No cyst in the
pan cre a tic pa rench yma and any ab nor ma lity in the
pan cre a tic duct in ERCP was ob ser ved in our pa ti -
ent. The rup tu re of a re nal cyst ca u sing a chymic re-
ac ti on in the pan cre a tic tis su e was the most pla u sib le
re a son of acu te pan cre a ti tis. Ir re gu la rity and pa ra -
re nal ex ten si on of a cyst which is lo ca ted in up per
po le of left kid ney may sup port our ar gu ment.

In conc lu si on, in an ADPKD pa ti ent pre sen -
ting by acu te ab do mi nal pa in, acu te pan cre a ti tis
sho uld be con si de red in the dif fe ren ti al di ag no sis.
Alt ho ugh pan cre a tic cysts and pan cre a tic di vi si um
we re the com mon ca u ses of pan cre a ti tis re por ted
pre vi o usly, he re in we spe cu la ted rup tu re of re nal
cyst as an eti o lo gi cal fac tor in pat ho ge ne sis of pan-
cre a ti tis in a pa ti ent with ADPKD.
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