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A surprising ‘‘gastric’’ biopsy

Biopsia gástrica inesperada

Clinical  case

The  incidence  of peptic  ulcers  (PU)  has  decreased  in the last
decades,  although,  complications  of  PU  such as  perforation
and  bleeding  have  remained  fairly  constant.1 Despite  the
improvement  in endoscopic  facilities,  eradication  of  Heli-

cobacter  pylori  and  the introduction  of  the proton  pump
inhibitors  (PPI),  complications  such  as  peptic  ulcer  perfo-
ration  remain  a substantial  healthcare  problem,  probably
due  to  the  aging  of  our  population  and  use  of  non-steroidal
anti-inflammatory  drugs  (NSAIDs).2 Perforation  of  a  pep-
tic  ulcer  is  a serious  complication  which  occurs  in  almost
10%  of  the  cases  of  complicated  ulcers  and has  an  over-
all  mortality  of  10%.3 The  pattern  of  perforated  PU  varies
with  prevailing  sociodemographic  and environmental  fac-
tors,  as in the  developing  world,  the  patient  population
is  young  with  smoker  male’s  predominance,  while  in the
west  countries,  the  patients  tend  to  be  elderly  and  medi-
cated  with ulcerogenic  drugs.1 The  diagnosis  of  perforated
PU  represents  a  diagnostic  challenge  in most  cases because
the  spectrum  of  presentation  is wide, however,  most  cases
present  with  extraluminal  air,  pancreatitis,  or  lesser  sac
abscess.5 When  the perforation  is  confined  into  an adja-
cent  structure  it is  called  penetration  of a  peptic  ulcer.3,4

The  most  common  site  of  penetration  of  duodenal  ulcers  is
the  pancreas  (52.6%),  followed  by  the biliary  tract  (18.4%),
gastrohepatic  omentum  (10.7%),  liver  (6.2%),  and  colon
(1.5%).4 Penetration  to  the  liver  is  very  rare  and  may  lead
to  upper  gastrointestinal  hemorrhage  or  abscess  formation.5

We  report  a case  that  illustrated  this situation.

Figure  1  a)  UGIE  showing  giant  ulceration  with  irregular  edges,  in the  lesser  curvature;  b)  Gastric  biopsy  samples  showing  necrotic

debris, mild  active  atrophic  chronic  gastritis  and  a  fragment  of  hepatic  tissue  with  active  chronic  inflammatory  process,  H&E,  20x;

c) H&E,  400x.  d)  Second  UGIE  (15  days  latter)  showing  ulcer  healing;  e) UGIE  (2 years  latter)  showing  complete  healing  of  gastric

mucosa.

A  56-year-old  female  was  admitted  with  one  week  dura-
tion  epigastric  pain  and  significant  weigh  lost  (7 kg).  She
had  a  past  history  of  PU  (fifteen  years  ago)  and  H. pylori

(Hp)  status  was  unknown.  Currently  she  was  not  on  any
chronic  medication,  with  exception  of  NSAID  in the  former
two  weeks  because  of  back  pain. She  was  apyretic,  hemo-
dynamically  stable  and  presented  with  painful  abdomen
in epigastric  region,  without  rebound  tenderness.  Lab-
oratory  tests:  hemogram  12.7  g/dL  (previous  13.6  g/dL),
leucocytosis  (17,560/mm3)  and elevation  of  C  reactive
protein  (6.1 mg/dL);  liver  tests  were  unremarkable.  Abdom-
inal  ultrasound  showed  a  diffuse  thickening  of the gastric
wall  with  adjacent  multiple  adenopathies.  Upper  gastroin-
testinal  endoscopy  (UGIE)  revealed  an  extensive  ulceration
(5  cm)  with  irregular edges,  in the  lesser gastric  curvature,
involving  incisura  angularis  and extending  to  the pylorus
(Fig.  1a).  Abdominal  computed  tomography  was  performed
and  showed  a  concentric  and  diffuse  thickening  of  the gas-
tric  antrum  wall without  significant  densification  of  the
adjacent  fat  and  fair-centimeter  nodes  in the  small epi-
ploon.  The  patient  started  IV  pantoprazole  (80  mg/24  h)
and, after a  positive  urea  breathing  test,  Hp  was  eradi-
cated  (accordingly  to  current  guidelines).  The  patient  was
asymptomatic  48  h  after  admission.  She was  discharged  and
re-evaluated  in  outpatient  consultation  2 weeks  later.  She
remained  asymptomatic  and  had  gained  weight.  At  this
time,  the biopsies  done  in the UGIE  were  available  and
revealed  distorted  hepatic  tissue  with  inflammatory  changes
(Fig.  1b  and  1c). A  second  UGIE  was  performed  (Fig.  1d)
and  showed  a  significant  reduction  on  ulcer  size;  biopsies
samples  revealed  granulation  tissue  compatible  with  ulcer
base.  The  patient  remained  on  PPI  therapy  for  over a  year
and  avoided  NSAIDs  without  recurrence  of  complaints.  Two
years  after  this  episode  the  patient  was  asymptomatic,  has
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stopped  PPI  therapy  and  gastric  mucosa  was  healed  com-
pletely  (Fig.  1e).

Only  a  few  cases  of  hepatic  penetration  by peptic  ulcer
disease  endoscopically  diagnosed  have  been  reported.5 Like
in  this  case, imaging  methods  were  not conclusive  and
most  presented  with  upper  gastrointestinal  bleeding  with-
out  abdominal  pain.5 Hp infection  and  the use  of  NSAIDs
were  the  identified  risk  factors  for  PU  in this case.  The
reported  most  common  endoscopic  findings  in  this  situa-
tion  are  giant  ulcers  that  can  mimic  malignancy  (as  seen
in  our  patient)  and  pseudotumoral  mass  protruding  from
the  ulcer  bed  or  a  mass  without  ulcer4,5;  the diagnosis
also was  established  after endoscopic  biopsies  revealing
hepatic  tissue.4,5 The  histological  changes  found  in  our
patient  are  similar  to  those  reported  in  literature4,5,  which
result  from advanced  peptic  ulcer  digestion,  a  process
called  peptic  hepatitis.5 This  usually  does  not result  in
changes  in liver  function  tests.5 Therefore,  abnormal  results
in  this  group  of  patients  is  of  limited  diagnostic  value.4,5

The  majority  of  patients  required  surgery  for  the  mana-
gement  of  hepatic  penetration  and  in less  than  one  third
of  the  reported  cases,  medical  conservative  treatment  was
possible.4,5 In  conclusion,  we  report  a  very  rare  compli-
cation  of  PU  ulcer  that requires a  high  index  of suspicion
for  the  diagnosis  and  in which  the  medical  treatment  was
effective.
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Pneumatosis intestinalis in Crohn’s
disease�

Neumatosis intestinal en la  enfermedad de
Crohn

Pneumatosis  intestinalis  (PI),  or  the  presence  of  gas  in the
interstitium  of  the  bowel  wall,  is  a  radiological  sign  present
in  diseases  of  varying  severity  which  involves  several  diag-
nostic  and  therapeutic  approximations.  We  discuss  the cases
of  2 patients  with  Crohn’s  disease  (CD)  who  presented  with
asymptomatic  cystic  PI  as  a CT  scan  finding,  who  made  good
progress  after  conservative  treatment.

The  first  case  concerns  a  60-year-old  female  patient
with  long-standing  fistulising  CD  (phenotype  A2L3B3+P).
She  had  taken  various  treatments  which  she  abandoned
because  they  were  ineffective  or due  to  side  effects  and
required  2 ileocolic  resections,  one  of them  complicated  by

� Please cite this article as: González-Olivares C, Palomera-Rico

A, Romera-Pintor Blanca N,  Sánchez-Aldehuelo R, Figueroa-Tubío A,

García de la Filia I, et  al. Neumatosis intestinal en la enfermedad

de Crohn. Gastroenterol Hepatol. 2019;42:182---183.

anastomotic  dehiscence.  Consequently,  she  herself  decided
to  discontinue  treatment,  and  her  course  was  characterised
by  well-tolerated  clinical  signs and  symptoms  and  very  mild
elevation  of  acute  phase  reactants.  At  the  same  time,  she
presented  with  signs and  symptoms  of  renal  and  ureteral
calculi  which  required  a  nephrostomy  and  placement  of
a  double-J  catheter.  The  findings  on  the follow-up  CT
scan  included  cystic  PI  in the  ascending  and  transverse
colon  (Fig.  1). At  the  time,  the patient  only  experienced
her  usual  mild  abdominal  discomfort,  with  no  peritoneal
irritation.  Alerted  by  the department  of  radiodiagnostics,
we  informed  the patient  and  obtained  laboratory  test
results  which  showed  C-reactive  protein  (CRP) of  8 mg/l
(normal:  <5), with  no  leukocytosis.

The  second  case  involves  a  58-year-old  female  patient
with  long-standing  CD  with  strictures  (phenotype  A1L3B2)
which  required  2  ileal  resections  and  treatment  with
Salazopirina

®
[sulfasalazine]  and  prednisone.  These  were

followed  by  azathioprine,  which  was  discontinued  as  she
developed  signs of  portal  hypertension.  Subsequently,  she
took  no  treatment  and  experienced  good clinical  control.
Over  the  course  of her  follow-up,  the patient  experienced
repeated  episodes  of  urolithiasis  requiring  the  placement  of
a  double-J  catheter  and  a left nephrectomy,  without  sub-
sequent  recurrences.  Three  years  later  an abdominal  CT
scan  was  requested  because  of  mechanical  low back pain  in
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