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Francis Adams, médico escocés, nacido de una
familia humilde. Trabajo como médico rural en
Escocia durante muchos afios y se dedico a
traducir al inglés obras clasicas de medicina de
la antigua Grecia.

The Extant Works of Aretseus the Cappadocian
[Las obras conservadas de Areteo de
Capadocia] (1853), en una edicién que incluia
también el texto griego original.
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Los trabajos de Aretaeus
fueron editados y traducidos
por Francis Adams e impresos
por la Sydenham Society en
1856

SanJORGE

““Si el vientre no realiza la digestion de los
alimentos, la alimentacion fluye sin digerir,
inmutable y cruda, y no se transmite nada al
conjunto del cuerpo, a tales cosas las
denominamos celiaca...”

[Areteo de Capadocia, Obra Médica, L. VIII, 7 (1)]
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Samuel Gee

Samuel Gee gave the first modern-day
description of coeliac disease in a
lecture at the Hospital for Sick
Children, Great Ormond Street in
1887.

, pero no fue hasta 1888 cuando Samuel Gee daba a conocer un informe clinico claro
sobre la condicion celiaca con el titulo de “La afeccion celiaca”. En las explicaciones
de Gee se incluyen la importancia de la alimentacion en el tratamiento, que la
proporcion de farinaceos debe ser minima, y cémo la cura pasa por la dieta.
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«Las ideas no duran mucho. Hay que hacer algo con ellas». (Ramoén vy Cajal)

Inicio Presentacidn Autores Contacto

Guerra, hambruna, serendipia
y epigenética
6 MARZO, 2010

by A. Aledo tags: celiaquia, desnutricion, embarazo, epigenética, Genética, hambruna

holandesa, Medicina, serendipia

Durante el dltimo afo de la |l Guerra Mundial, Holanda vivio una
de las mayores hambrunas ocurridas en un pais moderno y
§ desarrollado. Este acontecimiento ha servido como ejemplo

o = cientifico de los efectos de la desnutricién a corto y largo plazo
_ ---.....m en una poblacion, y en sus generaciones posteriores. Mas aun,
- .s..,;,—"’ "8 |2 escasez de algunos productos especificos condujo a un gran
descubrimiento: el problema causante de la enfermedad celiaca.

Hagamos una foto escueta del acontecimiento histérico. Junio
de 1944, las tropas aliadas penetfran a traves de la costa francesa en el llamado Desembarco de
Normandia, que supone el principio del fin de la |l Guerra Mundial en Europa. En agosto del mismo
afio, los Aliados consiguen liberar el sur de los Paises Bajos pero, tras algunas revueltas en el sur del
pais, v el fracaso de la Operacién Market Garden -destinada a apoderarse de los grandes puentes
sobre el rio Rin-, la administracion militar alemana decreta el embargo sobre el transporte de comida a
la zona que alin queda ocupada. Esta fue la chispa de una concatenacidn de eventos que llevs al
denominado por los holandeses como Hongerwinter (invierno del hambre). Asi, las raciones diarias
adultas en ciudades como Amsterdam o Rotterdam fueron de menos de 1000 Kcal a finales de 1944, vy
de incluso 580 Kcal diarias en las zonas costeras en febrero de 1945, La llamada Operacion Mana
puso fin a esta tragica etapa con el reparto de comida por parte de las fuerzas aéreas britanicas en la
zona aun ocupada al final de la guerra.

Sin embargo, la Hambruna Holandesa de 1944 es un ejemplo de una serie de terribles acontecimientos
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Guerra, hambruna, serendipia y epigenética « PARADIGMedicaIm -

pais, y el fracaso de la Operacion Market Garden -destinada a apoderarse de los grandes puentes

sobre el rio Rin-, la administracion militar alemana decreta el embargo sobre el transporte de comida a
la zona que aln queda ocupada. Esta fue la chispa de una concatenacion de eventos que llevo al

denominado por los holandeses como Hongerwinter (invierno del hambre). Asi, las raciones diarias

adultas en ciudades como Amsterdam o Rotterdam fueron de menos de 1000 Kcal a finales de 1944 vy
de incluso 580 Kcal diarias en las zonas costeras en febrero de 1945, La llamada Operacion Mana

puso fin a esta tragica etapa con el reparto de comida por parte de las fuerzas aéreas britanicas en la Bl

zona aun ocupada al final de la guerra.

Sin embargo, la Hambruna Holandesa de 1944 es un gjemplo de una serie de terribles acontecimientos

de la historia que han dejado un gran legado cientifico. VVeamos por qué.

Serendipia en estado puro...

Seqgun wikipedia, se define serendipia como un

descubrimiento o un hallazgo afortunado y sobre

todo inesperado, por accidente, v sobre todo gracias a

la sagacidad del observador o investigador implicado. Es

el modo por el cual Fleming descubrid la penicilina, v CJ

también el método por el cual se resuelven la mayoria de

los casos en la serie House MD. Pero tambien fue la E

manera por la cual se descubrid la relacion del trigo v el

gluten con la enfermedad celiaca. El pediatra holandés E1

Willen-Karel Dicke observa que algunos nifios afectados Fig. 1- La serendipia aparece cuando an

por la enfermedad mejoraron de manera espectacular de . reclaras hacen arandes de

su padecimiento con la escasez de productos derivados - end

del trigo durante el Hongerwinter. Ademas, tras el fin de ey

la ocupacion alemana vy el periodo de hambruna, los far

mismos nifios volvieron a empeorar sorprendentemente.

La brillante deduccion de Dicke le llevo a disefiar en los In
M

anos 50 la primera dieta libre de trigo para nifios celiacos, la cual probo su hipotesis, cambio
radicalmente la vida de estos enfermos, y supuso el primer paso para el descubrimiento del gluten v la pi
gliadina en el trigo vy otros productos. Ps

Una evidencia temprana de la epigenética.

Pero el gran legado dejado por la Hambruna
Holandesa de 1944 fue la posibilidad del estudio a BL

San

posteriori de la poblacidon superviviente sujeta a

una fuerte desnufricion femnoral Asi anuellas



" JEE
g Dicke...el pediatra holandés”

m . El pediatra holandés Dicke
relata en tu tesis doctoral en
1950 como los ninos celiacos
mejoraban cuando se excluia
de su dieta el trigo, el centeno
y las harinas de avena. Si
estos alimentos se sustituian
por almidon de trigo, harina
de maiz, almidon de maiz o
harina de arroz, reaparecia el
apetito en los ninos y
mejoraba la absorcion de
grasas haciendo desaparecer
la diarrea grasa.
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m ....a partir de 1950
el tratamiento de
pacientes celiacos
se ha basado en la
dieta libre de
gluten
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Review series

Celiac disease: pathogenesis of a
model iImmunogenetic disease

Martin F. Kagnoff

Departments of Medicine and Pediatrics, Laboratory of Mucosal Immunology, and Wm. K. Warren
Medical Research Center for Celiac Disease, UCSD, La Jolla, California, US4,

Celiac disease is characterized by small-intestinal mucosal injury and nutrient malabsorption in genetically suscep-
tible individuals in response to the dietary ingestion of wheat gluten and similar proteins in barley and rye. Disease
pathogenesis involves interactions among environmental, genetic, and immunological factors. Although celiac dis-
ease is predicted by screening studies to affect approximately 1% of the population of the United States and is seen
both in children and in adults, 10%-15% or fewer of these individuals have been diagnosed and treated. This article
focuses on the role of adaptive and innate immune mechanisms in the pathogenesis of celiac disease and how current
concepts of immunopathogenesis might provide alternative approaches for treating celiac disease.

Celiac disease (CD) is characterized by small-intestinal mucosal
injury and nutrient malabsorption. It is activated in genetically
susceptible individuals by the dietary ingestion of proline- and
glutamine-rich proteins that are found in wheat, rye, and barley
and are widely termed “gluten” (1), Although approwimately 1% of
the population of the United States is affected by CD, most affect-
ed individuals remain undiagnosed. This probably reflects the
fact that patients with CD can manifest a spectrum of intestinal

severe CD (Figure 1B) manifests a complete loss of willi, with a flat
mucosal surface accentuated by ridges and numerous crypt operi-
ings. When tissue sections of the mucosa of the small intestine
are stained with H&E, to visualize mucosal structurs and the indi-
vidual cells, the mucosa of healthy individuals is characterized by
tall willi lined by a single layer of columnar epithelial cells with
nuclel located near the basal surface; a smattering of intraepithe-
lial lymphocytes (IELs) (approximately 1 per 6-10 epithelial cells);

b. internacional) |
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Proinflammatory
trigger, e.g., infection

HLA-DQB8-restricted

CD4' T cell
— NS Th1 cytokines (IFN-)
J and activation
of MMPs
HLA-DQ2 TCR
or HLA-DQ8
> T cell activation e Tissue
(activation of pathogenic CD4* T cells) damage
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Individuals with

General population
of the United States

celiac disease

Expression of
HLA-DQ2 or
HLA-DQ8
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Origin of celiac disease: How old are predisposing haplotypes?

Giovanni Gasbarrini, Olga Rickards, Cristina Martinez-Labarga, Elsa Pacciani, Filiberto Chilleri,
Lucrezia Laterza, Giuseppe Marangi, Franco Scaldaferri, Antonio Gasbarrini

Giovanni Gasbarrini, Ricerca in Medicina Foundation NGO,
Falcone and Borsellino Gallery, 40123 Bologna, Italy

Olga Rickards, Cristina Martinez-Labarga, Center of Molecu-
lar Anthropology for Ancient DNA Studies, Department of Biol-
ogy, University of Rome Tor Vergata, 00173 Rome, Italy

Elsa Pacciani, Filiberto Chilleri, Superintendence for the Ar-
chaeological Heritage of Tuscany, 50018 Florence, Ttaly

Lucrezia Laterza, Franco Scaldaferr, Antonio. Gasbarrlnl

the first report showing the presence of a HLA haplo-
type compatible for CD in archaeological specimens.

© 2012 Baishideng. All rights reserved.

Key words: Celiac disease; Human leukocyte antigen hap-
lotype; Ancient DNA; Single nucleotide polymorphisms;
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Hallazgos arqueoldgicos.
Ciudad de Cosa- Sur de Italia..
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Haplotype frequency of DR3-DQ2 Haplotype frequency of DR4-DQ8
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GLUCIDOS

Reduccidn depOsitos de
glucdgeno hepatico y
muscular.

Aumento de produccion de
gas intestinal derivado de
la fermentacidn de
carbohidratos no
absorbidos: diarrea
explosiva

Sobreproduccidn de acido
|actico derivado de la
fermentacion de azUcares
no absorbidos: diarrea
osmOtica.
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PANMALABSORCION

PROTEINAS GRASAS
Pérdida de peso y Esteatorrea
emaciacion muscular. Malabsorcidn de vitaminas

Ascitis y edemas debidos a  liposolubles (A,D, Ky E).
hipoalbuminemia.

Sintesis inadecuada de
proteinas: defecto en la
sintesis de las hormonas
hipofisiarias:
panhipopituitarismo.
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Acido folico y Vit B12

Calcio y vitamina D

Calcio y magnesio
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oligoelementos.

Glositis

Coiloniquia

Anemia microcitica
Glositis

Estomatitis

Anemia macrocitica

Osteomalacia
Osteopenia
Osteoporosis
Dolores Oseos

Fracturas
espontaneas

Tetania, parestesias

Potasio

n

Vitamina A

Vitamina K

Vitamina B12
Tiamina

= SiNtomas dependientes de la malabsorcion de vitaminas, minerales y

Calambes
musculares

Debilidad

Acrodermatitis

Hemeralopia
Xerolftalmia

Hiperqueratosis
folicular

Hipoprotrombinemia

Diatesis
hemorragica

Neuropatia
periférica
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Varon de 21 afos que
desde hace varios
meses presenta
sensacion de saciedad
precoz, digestiones
pesadas e hinchazon,
después de las

comidas.
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['m Jennifer Esposito.
I have celiac disease.
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PEDIATRICS

QFFICIAL JOURKAL OF THE AMERICAN MCADEMY OF PEDIATRIC

The Changing Face of Childhood Celiac Disease in North America: Tmpact of
Testing
Eelly E. McGowan,, MWMM and ] Diecker Butzmer
Pediatrics 2009 1241572-1578
DOL 101542 fpeds 70082373

The onlime version of thiz article, =ith information and services, is
located on Ehe World Wide Weeb at:
http:iwww pediatrics orgheglicontent/Pull/1 2461572

American Academy of Pediatrics

DCMLTATER TS TOE DEALTH OF ALL CIliRpREN™ 5
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PRESENTATION Pretesting (n: 36) Testing (N: 199) p
CLASSIC 24 (67) 30 (19) <0.01
ATYPICAL GASTROINTESTINAL 7 (19) 75 (38) 0.482
Abdominal pain plus other 5 34
Abdominal pain only 0 18
Endoscopy for other reason 0 8
Chronic diarrhea 1 7
Constipation 0 5
Vomiting 1 2
Food allergy 0 1
Abdominal distension 0 1
EXTRAINTESTINAL 5 (14) 29 (15) 0.914
Failure to thrive 2 13
Iron deficiency with o without anemia 2 6
Short stature 0 6
Dermatitis herpetiformis 0 2
Elevated transaminase levels 0 1
Dental enamel defects 0 1
Hypoalbuminemia 1 0
SILENT 0(0) 55 (28) <0.01
Familiy history 0 35
Tipe 1 diabetes mellitus 0 14
Trisomy 21 0 5
Hypothiroidism 0
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Crimnical, GUIDELINE

European Society for Pediatric Gastroenterology,
Hepatology, and Nutrition Guidelines for the Diagnosis of
Coeliac Disease

*S. Husby, fs Koletzko, ‘IR, Korponay-Szabo, M Mearin, 4. Phillips, Tr. Shamir,

"R. Troncone, K. Giersiepen, D, Branski, Ho Catassi, $Sar Lelgeman, Y3 Mdk,
MM Ribes-Koninckx, ™ A. Ventura, and ***K.P. Zimmer, for the ESPGHAN Working Group on

Coeliac Disease Diagnosis, on behalf of the ESPGHAN Gastroenterology Committee

ABSTRACT

Objective: Diagnostic criteria for coeliac disease {CD) from the European
Society for Paediatric Gastroenterclogy, Hepatology, and Nutrition (ESP-
GHAN)} were published in 1990. Since then, the autoantigen in CD, tissue
transglutaminase, has been identified; the perception of CD has changed
from that of a rather uncommon enteropathy te a commeon multiorgan
disease strongly dependent on the haplotypes human leukocyte antigen
{HLA)Y-D(2 and HLA-D(}8; and CD-specific antibody tests have improved.
Methods: A panel of 17 experts defined CDr and developed new diagnostic
criteria based on the Delphi process. Two groups of patients were defined
with different diagnostic approaches to diagnose CD: children with
symptoms suggestive of CD {group 1) and asymptomatic children at

Results: In group 1, the diagnosis of CD 15 based on symptoms, positive
serology, and histology that is consistent with CD. If immunoglobulin A
anti-tissue transglutaminase type 2 antibody titers are high (=10 times the
upper limit ef normal}, then the option is to diagnose CD without duodenal
biopsies by applying a strict protocol with further laboratory tests. In group
2, the diagnosis of CD 1s based on poesitive serology and histology, HLA-
D(}2 and HLA-D(Q8 testing is valuable because CD iz unlikely if both
haplotypes are negative.

Conclusions: The aim of the new guidelines was to achieve a high
disgnostic accuracy and to reduce the burden for patients and their
families. The performance of these guidelines in clinical practice should
be evaluated prospectively.

[ PPV IS O S ) OO e ) P TATA T B NP SIEERy  PET ST e S & el T ikl seheie sebeii e S——————————————————
7



San

MNA
LV

VATV \Wia)

Cund
Wi Syna

rome and Celiac Disease.

AB Summary: Down syndrome is associated with immune-related disorders
such as hypothyroidism, insulin-dependent diabetes mellitus, and celiac
disease. In this study we determined antigliadin antibodies (AGA) in 54
patients with Down syndrome; 22 had AGA values above the cutoff limit.
Nineteen patients underwent intestinal biopsy, and total or subtotal villous
atrophy was found in nine. There was a total of 65 patients with Down
syndrome in our area of southern Sweden; two were already known to have
celiac disease. The minimum prevalence of celiac disease in Down
syndrome in this area in southern Sweden was 11 of 65 or 16.9%. (C)
Lippincott-Raven Publishers.
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Prevalence of Celiac Disease in Down Syndrome in the United
States.

m  AB Background: Numerous studies in Europe have documented a high prevalence of celiac
disease in Down syndrome. This study was undertaken to estimate the prevalence of celiac
disease in Down syndrome in the southeastern United States. Methods: Seventy-five
patients with Down syndrome were screened using immunoglobulin (Ig)A-anti
antiendomysium antibodies, IgA-antigliadin antibodies, and total IgA level. When either
antiendomysium or antigliadin antibodies produced positive findings, patients were referred
to a pediatric gastroenterologist for consideration of a duodenal biopsy. Results: Thirteen
percent (10/75) were positive for antiendomysium antibodies. Half of these patients were
also positive for antigliadin antibodies. Six of 10 patients positive for antiendomysium
antibodies underwent intestinal biopsy. Changes consistent with celiac disease were
documented in five. Histologic findings ranged from focal to total villous atrophy. None had
IgA deficiency. Conclusions: There was a high prevalence of positivity to antiendomysium
antibody in Down syndrome. Antiendomysium antibody was a more sensitive screening test
than antigliadin antibody. The prevalence of celiac disease in Down syndrome in the
southeastern United States was 1 in 14 cases. Screening with antiendomysium antibody
and IgA for all children with Down syndrome is recommended, even if there are no
gastrointestinal symptoms. (C) 2000 Lippincott Williams & Wilkins, Inc.

San Unidad de Gastroenterologia y Hepatologia
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Prevalence and Clinical Picture of Celiac Disease In
Italilan Down Syndrome Patients: A Multicenter Study.

m  AB Background: A multicenter research study of Down syndrome patients was carried out
to estimate the prevalence of celiac disease in patients with Down syndrome and to show
clinical characteristics and laboratory data of Down syndrome patients. Methods: The
authors studied 1,202 Down syndrome patients. Fifty-five celiac disease patients (group 1)
were compared with 55 immunoglobulin A antigliadin-positive antiendomysium antibodies-
negative patients (group 2) and with 57 immunoglobulin A antigliadin-negative
antiendomysium antibodies-negative patients (group 3). Results: Celiac disease was
diagnosed in 55 of 1,202 Down syndrome patients (4.6%). In group 1, weight and height
percentiles were shifted to the left, whereas these parameters were normally distributed in
groups 2 and 3. In celiac patients, diarrhea, vomiting, failure to thrive, anorexia,
constipation, and abdominal distension were higher than in the other two groups. Low
levels of hemoglobinemia, serum iron, and calcium were observed more frequently in group
1. The diagnosis of celiac disease was made after a mean period of 3.8 years from
the initiation of symptoms. Sixty-nine percent of patients showed a classic
presentation, 11% had atypical symptoms, and 20% had silent celiac disease.
Autoimmune disorders were more frequent (30.9%) in group 1 than in the other two groups
examined (15%;P < 0.05). Conclusions: This study reconfirms a high prevalence of celiac
disease in Down syndrome. However, the diagnostic delay, the detection of atypical
symptoms or silent form in one third of the cases, and the increased incidence of
autoimmune disorders suggest the need for the screening of celiac disease in all Down
syndrome patients. (C) 2001 Lippincott Williams & Wilkins, Inc.
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Tissue Transglutaminase Antibodies Are a Useful Serological
Marker for the Diagnosis of Celiac Disease in Patients With Down
Syndrome.

m  AB Background: Celiac disease (CD) is overrepresented among patients with Down
syndrome (DS), who frequently lack any typical symptoms. Therefore, screening for CD is
recommended in this high-risk group. The aim of the study was to determine the prevalence
of CD in Arab children with DS and evaluate the contribution of immunoglobulin (Ig) A and
IgG anti-gliadin antibodies (AGA), IgA and IgG tissue transglutaminase (TTG) antibodies,
and IgA anti-endomysial antibodies (EMA) to screen for CD in children with DS. Patients
and Methods: A total of 52 Arab patients with DS and 52 healthy Arab control subjects were
studied for CD using various serological markers. Data on age, sex, weight, height,
gastrointestinal symptoms, and endocrine abnormalities were recorded. Human leukocyte
antigen (HLA) was studied in patients undergoing small intestinal biopsy. Results: Five
patients with DS were IgA TTG-positive and only 1 patient with DS was IgG TTG-positive.
EMA was negative in all patients with DS. TTG (IgA and IgG) and EMA were negative in all
control children. IgA AGA was positive in 12 patients with DS and 3 control subjects (P =
0.02), whereas IgG AGA was positive in 41 patients with DS and 26 control subjects (P =
0.004). Only children testing positive for TTG underwent upper endoscopy with duodenal
biopsy. Two children with DS were diagnosed with CD. Both patients were IgA TTG-
positive. One was HLA DQ2-positive and another was negative for HLA DQ2 and DQ8.
Conclusions: CD is prevalent (3.8%) in Arab patients with DS. Based on our cohort, IgA
TTG is useful in diagnosing patients with CD and DS. (C) 2007 Lippincott Williams &
Wilkins, Inc.
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Down’s syndrome is strongly associated with
yn \

coeliac disease

L Gale, H Wimalaratna, A Brotodiharjo, J M Duggan

Abstract

Background—There is evidence of an
increased prevalence of coeliac disease in
Down’s syndrome.

Aims—To investigate the association,
patients with Down’s syndrome and
matched controls were examined.
Methods—Fifty nine patients with Down’s
syndrome residing in government institu-
tions in the Hunter region of New South
Waloe were etndied. Founr were E?{Il’.‘lldﬁd

43 times that of other children; another'
suggested a 20-fold increase.

The next progression has been to pro-
spectively survey populations of patients with
Down’s syndrome, using antibody screening
tests to determine eligibility for biopsy.'''° It
is difficult to draw conclusions about the
strength of the association between coeliac
disease and Down’s syndrome from these
studies because of the lack of comparability in
the findings (Table I). The patients have
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Prevalence of coeliac disease in Down's syndrome.

Carnicer J, Farré C, Varea V, Vilar P. Moreno J, Artigas J.

Universitat Infernational de Catalunya, Facultat Ciencias de la Salut. Sant Cugat del Vallés, Barcelona, Spain. jesuscarnicer@sumi.es

Abstract

OBJECTIVE: During the past decade, it has been shown that the association between Down's syndrome and coeliac disease is relatively frequent
Prevalence rates of coeliac disease in patients with Down's syndrome reported by different authors are significantly higher than those found in the general
population. The main purpose of this study was to assess the prevalence of coeliac disease in a series of subjects with Down's syndrome from our
geographical area.

DESIGN: A cross-sectional study.
SETTING: Qutpatient paediatric clinics of acute-care teaching hospitals in Barcelona, Spain.

PARTICIPANTS: A total of 284 persons with Down's syndrome aged between 1 and 25 years were included in the study. In all cases, serum concentrations
of antigliadin antibodies (AGAs) (Pharmacia CAP system enzyme-linked immunosaorbent assay), antiendomysium antibodies (AEA) (indirect
immunofluorescence) of immunaglobulin (Ig)A class or lgG class in cases of IgA deficiency were determined. Jejunal biopsy was offered to all patients with
AEA positivity and to those with suggestive clinical manifestations of coeliac disease. In all patients, a clinical study was made to evaluate the presence and
time-course of symptoms related to coeliac disease.

MAIN OUTCOME MEASURES AND RESULTS: In 18 of the 284 subjects with Down's syndrome, aged between 2 and 15 years, coeliac disease was
confirmed by jejunal biopsy. Accordingly, the minimum prevalence rate of coeliac disease was of 6.3%. Ninety-four percent {(17/18) and 78% (14/18) of
patients with the association Down's syndrome and coeliac disease showed AEA and AGA positivity, respectively. Fifteen patients with the association
coeliac disease and Down's syndrome (15/18) showed clinical manifestations compatible with coeliac disease, with a predominance of intestinal symptoms
{6/18) over those with atypical or extra-intestinal forms (7/18). Three patients had clinically silent forms of coeliac disease {3/ 18).

CONCLUSION3: Measurement of serum concentrations of AEA should be added to the list of screening tests for coeliac disease in patients with Down's
syndrome, otherwise definite association between both diseases may pass unnoticed and diagnosis of coeliac disease be considerably delayed.

PMID: 11293446 [PubMed - indexed for MEDLINE]
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m Modulos del Registro (1)
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Grupo de Trabajo para el Estudio de la Enteropatia Sensible al Gluten
Hospital San Jorge de Huesca.



MASTER EN INICIACION A LA INVESTIGACION EN MEDICINA

Tiempo de Evolucidon de los Sintomas:

Mediana: 120 meses (rango: 2-600 meses)

<18 meses: 8 casos (20,5%); 18-60 meses: 10 casos (25,5%);
>60 meses: 21 casos (54%)]

Antecedente de diagnostico de TFD:
Un total de 23 casos (59%).

= NO TFD

“ Pirosis F (1)

M Dispesia F (12)
- H Sl (9)
M Diarrea F (1)

El 100% de los casos presentaron sintomas g.i inespecificos.

J O RG E Departamento de Medicina, Psiquiatria y Dermatologia. Universidad de Zaragoza
Unidad de Gastroenterologia y Hepatologia. H. San Jorge Huesca




MASTER EN INICIACION A LA INVESTIGACION EN MEDICINA

Patrones de Presentacion Clinica (motivo de consulta):

100%

0/ -
80% 71,80%

60%- Patron 1 8 casos

Patron 2 28 casos

40% Patron 3 2 casos

Patron 4 1 caso

20%

0% -
Patron 1l Patron 2 (Sint  Patron 3 Patréon 4
(Clasica) gi inesp) (Extraint) ("Llamada")

36 casos (92%) presentaron manifest. extraintest. relacionadas con ESG

J O RG E Departamento de Medicina, Psiquiatria y Dermatologia. Universidad de Zaragoza
Unidad de Gastroenterologia y Hepatologia. H. San Jorge Huesca




MASTER EN INICIACION A LA INVESTIGACION EN MEDICINA

Antecedentes Familiares de ESG o de enfermedades
relacionadas: Implicaciones en la demora diagndstica

Promedio de tiempo en meses desde el inicio de los sintomas hasta el
diagndstico, en funcion de la existencia de AF de enfermedades
relacionadas con la ESG. (“n” de cada grupo)

AF de al menos una AF de ESG AF de Ell AF de
enfermedad enfermedad

relacionado con ESG Autoinmune
106,62 (n=16) 97,08 (n=13) | 210 (n=2) 126,5 (n=6)

181,04 (n=23) 177,23 (n=26) | 147,29 (n=37) | 154,88 (n=33)

p>0,05

Departamento de Medicina, Psiquiatria y Dermatologia. Universidad de Zaragoza
Unidad de Gastroenterologia y Hepatologia. H. San Jorge Huesca




MASTER EN INICIACION A LA INVESTIGACION EN MEDICINA

Consumo de recursos previo al diagnostico de ESG

Visitas médicas: 38 casos (97,5%)

Farmacos:

IBP: 21 (54%) Procinéticos: 8 ( 20,5%) Antiacidos: 9 (23%)
Laxantes: 6 (15,4%) Antidiarreicos: 4 (10,2%) Espasmoliticos: 2 (5,1%)

Sales ferrosas: 6 (15,4%) Psicotropos: 2 (5,1%)

Pruebas de laboratorio: 35 casos (90%)

Pruebas Rx: 19 pacientes (48,7%). En 18, pruebas basicas (RX
simple, Eco, estudios baritados). En 3 casos, TC o RM.

Endoscopia: 21 casos (54%). Alta: 15 (38,5%). Baja: 11 (28%).

J O RG E Departamento de Medicina, Psiquiatria y Dermatologia. Universidad de Zaragoza
Unidad de Gastroenterologia y Hepatologia. H. San Jorge Huesca




MASTER EN INICIACION A LA INVESTIGACION EN MEDICINA

Costes imputables a pruebas complementarias

m Coste medio por caso: 210,31 euros. (DE=207,74)

Costes promedio en concepto de examenes complementarios, distintos de los que
permitieron establecer el diagnostico de ESG (en euros), y “n” de cada grupo.

T° evolucion de los | Patréon presentacion | Diagnostico previo | AF relacionados con la
sintomas clinica de TFD ESG

< 18 meses: 88,9 Patréon 1: 308,8 TFD: 227.,6 ESG: 157,9
(n=18) (n=7) (=r)) (n=13)

18-60 meses: Patron 2: 156,6 TFD alto: 254,84 Ell: 223
294,5 (n=10) (n=28) (n=13) (n=2)

>60 meses: 216,5 Patron 3: 0 TFD bajo: 192,2 Enf. autoinmune: 157,7
(n=21) (n=2) (n=10) (n=6)

Patron 4: 0 Ningun TFD: 185,4 Ningun AF: 237,6
(n=1) (n=16) (n=23)

p>o 05 Departamento de Medicina, Psiquiatria y Dermatologia. Universidad de Zaragoza
! Unidad de Gastroenterologia y Hepatologia. H. San Jorge Huesca




San

¢ LUV SusptElulial Ia cllicliliiicuau

O Sintomas gastrointestinales inespecificos

Sensacion de saciedad precoz, plenitud después de las comidas,
digestiones lentas y pesadas..

Flatulencia, distension abdominal y meteorismo.

Cambios frecuentes en el ritmo intestinal (diarrea, estrefiimiento)
Crisis episodicas de dolor intenso en el estbmago con hauseas y
vOomitos.

1 Sintomas extraintestinales:

Retraso en el crecimiento y desarrollo

Fracturas ante traumatismos minimos.

Aftas orales.

Lesiones en la piel tipo psoriasis, ezcemas, acné.

Anemia o ferropenia de origen no aclarado.

Cambios frecuentes en el estado de animo, irritabilidad, distimia,
depresion.

Elevacion inexplicable de transaminasas.

Epilepsia

Unidad de Gastroenterologia y Hepatologia






