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T
he

 incidence

 of

 peptic
 ulcers

 (PU
)

 has

 decreased

 in

 the

 last
decades,

 although,

 com
plications

 of

 PU

 such

 as

 perforation
and

 bleeding

 have

 rem
ained

 fairly

 constant. 1
D

espite

 the
im

provem
ent

 in

 endoscopic
 facilities,

 eradication

 of

 H
e
li-

co
b
a
cte

r

 p
y
lo

ri

 and

 the

 introduction

 of

 the

 proton

 pum
p

inhibitors

 (PPI),

 com
plications

 such
 as

 peptic

 ulcer

 perfo-
ration

 rem
ain

 a

 substantial

 healthcare
 problem

,

 probably
due

 to

 the

 aging

 of

 our

 population

 and
 use
 of

 non-steroidal
anti-infl

am
m

atory

 drugs

 (N
SA

ID
s). 2

Perforation

 of

 a

 peptic
ulcer

 

is

 

a

 

serious

 

com
plication

 

w
hich

 

occurs
 

in

 

alm
ost

10%

 of

 the

 cases

 of

 com
plicated

 ulcers

 and

 has
 an

 overall
m

ortality

 of

 10%
. 3

T
he

 pattern

 of

 perforated

 PU
 varies

 w
ith

prevailing

 sociodem
ographic

 and

 environm
ental

 factors,
 as

in

 the

 developing

 w
orld,

 the

 patient

 population

 is

 young
w

ith

 

sm
oker

 

m
ale’s

 

predom
inance,

 

w
hile

 

in

 

the

 

w
est

countries,

 the

 patients

 tend

 to

 be

 elderly

 and

 m
edicated

w
ith

 ulcerogenic

 drugs. 1
T

he

 diagnosis

 of

 perforated

 PU
represents

 a

 diagnostic

 challenge

 in

 m
ost

 cases

 because
the

 spectrum

 of

 presentation

 is

 w
ide,

 how
ever,

 m
ost

 cases
present

 w
ith

 extralum
inal

 air,

 pancreatitis,

 or

 lesser

 sac
abscess. 5

W
hen

 the

 perforation

 is

 confi
ned

 into

 an

 adjacent
structure

 it

 is

 called

 penetration

 of

 a

 peptic

 ulcer. 3,4
T

he
m

ost

 com
m

on

 site

 of

 penetration

 of

 duodenal

 ulcers

 is

 the
pancreas

 (52.6%
),

 follow
ed

 by

 the

 biliary

 tract

 (18.4%
),

gastrohepatic

 

om
entum

 

(10.7%
),

 

liver

 

(6.2%
),

 

and

 

colon
(1.5%

). 4
Penetration

 to

 the

 liver

 is

 very

 rare

 and

 m
ay

 lead

 to
upper

 gastrointestinal

 hem
orrhage

 or

 abscess

 form
ation. 5

W
e

 report

 a

 case

 that

 illustrated

 this

 situation.

a
d
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a)

 U
G

IE

 show
ing

 giant

 ulceration

 w
ith

 irregular

 edges,

 in

 the

 lesser

 curvature;

 b)

 G
astric

 biopsy

 sam
ples

 show
ing

 necrotic
debris,

 m
ild

 active

 atrophic

 chronic

 gastritis

 and

 a

 fragm
ent

 of

 hepatic

 tissue

 w
ith

 active

 chronic

 infl
am

m
atory

 process,

 H
&

E,

 20x;
c)

 H
&

E,

 400x.

 d)

 Second

 U
G

IE

 (15

 days

 latter)

 show
ing

 ulcer

 healing;

 e)

 U
G

IE

 (2

 years

 latter)

 show
ing

 com
plete

 healing

 of

 gastric
m

ucosa.

A

 56-year-old

 fem
ale

 w
as

 adm
itted

 w
ith

 one

 w
eek

 dura-
tion

 epigastric

 pain

 and

 signifi
cant

 w
eigh

 lost

 (7

 kg).

 She
had

 a

 past

 history

 of

 PU

 (fi
fteen

 years

 ago)

 and

 H
.

 p
y
lo

ri

(H
p)

 status

 w
as

 unknow
n.

 C
urrently

 she

 w
as

 not

 on

 any
chronic

 m
edication,

 w
ith

 exception

 of

 N
SA

ID

 in

 the

 for-
m

er

 tw
o

 w
eeks

 because

 of

 back

 pain.

 She

 w
as

 apyretic,
hem

odynam
ically

 stable

 and

 presented

 w
ith

 painful

 abdo-
m

en

 

in

 

epigastric

 

region,

 

w
ithout

 

rebound

 

tenderness.
Laboratory

 tests:

 hem
ogram

 12.7

 g/dL

 (previous

 13.6

 g/dL),
leucocytosis

 (17,560/m
m

3)

 and

 elevation

 of

 C

 reactive

 pro-
tein

 (6.1

 m
g/dL);

 liver

 tests

 w
ere

 unrem
arkable.

 A
bdom

inal
ultrasound

 show
ed

 a

 diffuse

 thickening

 of

 the

 gastric

 w
all

w
ith

 adjacent

 m
ultiple

 adenopathies.

 U
pper

 gastrointestinal
endoscopy

 (U
G

IE)

 revealed

 an

 extensive

 ulceration

 (5

 cm
)

w
ith

 irregular

 edges,

 in

 the

 lesser

 gastric

 curvature,

 invol-
ving

 incisura

 angularis

 and

 extending

 to

 the

 pylorus

 (Fig.

 1a).
A

bdom
inal

 com
puted

 tom
ography

 w
as

 perform
ed

 and

 sho-
w

ed

 

a

 

concentric

 

and

 

diffuse

 

thickening

 

of

 

the

 

gastric
antrum

 w
all

 w
ithout

 signifi
cant

 densifi
cation

 of

 the

 adja-
cent

 fat

 and

 fair-centim
eter

 nodes

 in

 the

 sm
all

 epiploon.
T

he

 patient

 started

 IV

 pantoprazole

 (80

 m
g/24

 h)

 and,

 after
a

 positive

 urea

 breathing

 test,

 H
p

 w
as

 eradicated

 (accor-
dingly

 to

 current

 guidelines).

 T
he

 patient

 w
as

 asym
ptom

atic
48

 h
 after

 adm
ission.

 She

 w
as

 discharged

 and

 re-evaluated

 in
outpatient

 consultation

 2

 w
eeks

 later.

 She

 rem
ained

 asym
p-

tom
atic

 and

 had

 gained

 w
eight.

 A
t

 this

 tim
e,

 the

 biopsies
done

 in
 the

 U
G

IE

 w
ere

 available

 and

 revealed

 distorted
hepatic

 tissue
 w

ith

 infl
am

m
atory

 changes

 (Fig.

 1b

 and

 1c).
A

 second

 U
G

IE
 w

as

 perform
ed

 (Fig.

 1d)

 and

 show
ed

 a

 sig-
nifi

cant

 reduction
 on

 ulcer

 size;

 biopsies

 sam
ples

 revealed
granulation

 tissue
 com
patible

 w
ith

 ulcer

 base.

 T
he

 patient
rem

ained

 on

 PPI

 therapy
 for

 over

 a

 year

 and

 avoided

 N
SA

ID
s

w
ithout

 recurrence

 of

 com
plaints.

 Tw
o

 years

 after

 this

 epi-
sode

 the

 patient

 w
as

 asym
ptom

atic,

 has

 stopped

 PPI

 therapy
and

 gastric

 m
ucosa

 w
as

 healed
 com

pletely

 (Fig.

 1e).
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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  without
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 situation  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  pep-
tic  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  requi-
red  surgery  for  the  management  of  hepatic  penetration  and
in  less  than  one  third  of  the  reported  cases,  medical  conser-
vative  treatment  was  possible.4,5 In conclusion,  we  report
a  very  rare  complication  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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Neumatosis intestinal en la
enfermedad de Crohn

Pneumatosis intestinalis in Crohn’s disease

La  neumatosis  intestinal  (NI)  o  presencia  de  gas  en  el
intersticio  de  la pared  intestinal  es  un signo  radioló-
gico  presente  en  enfermedades  de  diversa  gravedad,  que
implica  diferentes  aproximaciones  diagnósticas  y  terapéuti-
cas.  Comentamos  los  casos  de  2 pacientes  con  enfermedad
de  Crohn  (EC)  que  presentaron  NI  quística  asintomática,
como  hallazgo  en  tomografía  computarizada  (TC),  tratada
de  forma  conservadora  con buena  evolución.

El  primer  caso se  trató  de  una  mujer  de  60  años  de
edad  con  EC fistulizante  fenotipo  A2L3B3+P  de  larga  evolu-
ción.  Había  seguido  diferentes  tratamientos  que  abandonó
por  ineficacia  o  efectos  secundarios,  y  requirió  2  reseccio-
nes  ileocólicas,  una  de  ellas  complicada  por  dehiscencia  de
la  anastomosis.  Tras  todo  ello  se mantuvo  sin tratamiento,
por  decisión  propia,  presentando  clínica  residual  bien  tole-
rada,  con  muy  leve elevación  de  reactantes  de  fase  aguda.
Presentó  de forma  intercurrente  un  cuadro  de  litiasis  renou-
reteral  que  requirió  nefrostomía  y  colocación  de  catéter
doble  J, encontrándose  en  TC de  control  NI  quística  en  colon

ascendente  y  transverso  (fig. 1). En  ese  momento  la paciente
únicamente  presentaba  sus  leves molestias  abdominales
habituales,  sin peritonismo.  Alertados  por  el  departamento
de  radiodiagnóstico  avisamos  a la paciente,  y obtuvimos  aná-
lisis  que  mostraron  proteína C  reactiva  (PCR) 8 mg/l  (normal:
<  5),  sin leucocitosis.

El  segundo  caso se trató  de una  mujer  de 58  años  con
EC  estenosante  fenotipo  A1L3B2  de larga  evolución,  que
requirió  2  resecciones  ileales  y tratamiento  con  salazopirina
y  prednisona  seguidos  por azatioprina,  suspendida  debido
al  desarrollo  de  signos  de hipertensión  portal. Posterior-
mente  se mantuvo  sin  tratamiento,  con  buen  control  clínico.
La  paciente  presentó  a  lo largo  del seguimiento  urolitiasis
de  repetición  precisando  colocación  de catéter  doble  J  y
nefrectomía  izquierda,  sin  recidivas  posteriores.  Tres años
después  se  solicitó  TC abdominal  por  dolor  lumbar  de carac-
terísticas  mecánicas  en  el  que  se observó  NI quística  en  colon
ascendente  (fig.  1), por  lo que  fue  remitida  urgentemente  a
gastroenterología.  En  ese  momento  estaba  asintomática  y la
analítica  mostró  PCR  1,2  mg/l  (normal:  <  5),  sin  leucocitosis.

En  ambos  casos  se consideró  la  NI un  hallazgo  y  se
trató  conservadoramente  con vigilancia  clínico-radiológica,
observándose  resolución  parcial  del episodio  en TC  de  con-
trol  pasadas  3 semanas  y 4 meses,  respectivamente.
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