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Casos clinicos
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n 1941, Huggins y Hodges demostraron que la disminu-
cién de Testosterona por castracion causaba en el cancer
de préstata metastasico una regresion y que la administra-
cion de testosterona exbgena favorecia el desarrollo del cancer.
En la actualidad sabemos que no hay una clara correlaciéon
entre incremento de la testosterona y aumento en la inciden-
cia de cancer de prdstata.
Por otro lado los niveles de andrdgenos disponibles no son
los tnicos factores que influencian la aparicién y progresiéon
del cancer de prostata.

Bloque Simposio - Salud Masculina

La incidencia de hipogonadismo en el paciente con cancer
de prostata puede ser la misma o aun mayor a la observada en
la poblacién general, encontrandose que hasta en un 15% de
hombres hipogonadicos con PSA menor o igual a 4, se podrian
obtener biopsias positivas, implicando esto que la presencia
de cancer de préstata podria estar en una tasa similar a la en-
contrada en pruebas de screening de cancer para hombres con
PSA con valores menores a 4,0 ng/dl.

Por todo lo anterior es muy importante poder conocer
como diagnosticar, tratar y seguir adecuadamente y con ob-
jetividad a un gran nimero de pacientes con hipogonadismo y
cancer de prostata previamente tratados, bien sea con vigilan-
cia activa, prostatectomia radical, radioterapia y braquitera-
pia, mediante la revision y aplicacién de protocolos y guias de
manejo, que nos permitan ofrecer una mejor calidad de vida a
esta poblacion especial de pacientes.
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ypogonadism is defined as impaired testicular func-
H tion in which either the endocrine of the exocrine or
both may be affected, leading to deficient androgen-
icity and/or infertility. Eventually, all forms of endocrine hy-

pogonadism require testosterone substitution. As principles
of testosterone therapy have been discussed in my previous

lecture on late-onset hypogonadism and the time frame is re-
stricted this topic will not be discussed here again.

Only in cases of secondary/central (= hypogonadotropic)
hypogonadism, when paternity is requested, a stimulatory
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therapy with gonadotropins (LH/hCG plus FSH) or pulsatile
GnRH may be temporarily indicated. Pulsatile GnRH is re-
served for central hypogonadism caused by GnRH deficiency
such as Kallmann syndrome and congenital hypogonadotropic
hypogonadism (CHH) while gonadotropins can be used in all
forms of secondary hypogonadism. The previously used uri-
nary gonadotropin preparations have more recently been re-
placed by recombinant hCG and FSH. Depending on the under-
lying cause of HH and the initial testicular volume stimulation
therapy may take up to 2 years or even longer until sufficient
sperm are produced to induce pregnancies either spontane-
ously or by assisted reproductive techniques (ART).

In cases where indicated, it remains undecided whether
GnRH or gonadotropins are more efficient in inducing testos-
terone production and fertility. However, both modalities have
disadvantages as pulsatile GnRH treatment requires constant
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wearing of a pump and gonadotropin therapy requires fre-
quent injections. Due to the half-life of the gonadotropins hCG
needs to be injected twice a week and FSH even three times a
week. A longer-acting recombinant FSH preparation (consist-
ing of the FSH a-subunit and a hybrid of the FSH -subunit and
part of the hCG (-subunit) is currently under investigation for
hypogonadotropic hypogonadism. This preparation needs to
be injected only every 2 weeks and will make therapy more
convenient.

In the adult men stimulation therapy should be initiated as
soon as the diagnosis has been established, even if paternity is
not immediately required, because this initial treatment will
show whether spermatogenesis can be sufficiently stimulated
and experience shows that a second course of treatment even
years later will stimulate spermatogenesis faster than a first
course. Cryopreservation of sperm may also be considered for
later use without the need of renewed stimulation therapy.
Once sufficient sperm for paternity have been produced tes-
tosterone substitution will be initiated or resumed as long-
term therapy.

In adolescent boys with constitutional delay of puberty
a short-term testosterone stimulation is generally accepted
for induction of pubertal development. Testosterone should
not be over-dosed in order not to compromise final adult
height by premature epiphyseal closure. Controversy exists
in regard to congenital forms of secondary hypogonadism.
While induction of pubertal development by testosterone is
used in most cases, recent studies show that stimulation by
hCG and FSH not only induces androgenicity but also testicu-
lar growth and spermatogenesis providing the patient with
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increased quality of life and self-esteem. Once sufficient tes-
ticular growth has been achieved, therapy can continue with
testosterone substitution.

In infertile men testosterone treatment is generally coun-
terproductive as it suppresses gonadotropins and spermato-
genesis and would thus further compromise fertility. However,
in a subset of obese infertile men suffering from a mild form of
secondary hypogonadism instead or prescribing testosterone
they may benefit from administration of enclomiphene stim-
ulating LH and testosterone secretion as well as increasing
sperm counts. However, it remains to be determined whether
pregnancy rates will also increase.

Until recently men with Klinefelter syndrome, the most
common form of primary hypogonadism, were considered in-
fertile as about 90 % of them are azoospermic and the remain-
ing may produce only a few sperm insufficient to induce a preg-
nancy naturally. Recently sperm were obtained by testicular
sperm extraction (TESE) for intracytoplasmic sperm injection
(ICSI) into oocytes resulting in life-born children. Most of these
children have a euploid karyotype as these sperm derive from
tubuli with euploid spermatogonial foci. As shown in a Kline-
felter mouse model these spermatogonia get lost during early
development so that cryopreservation of testicular biopsies
from prepubertal boys for later gamete maturation in vitro is
performed on an experimental basis. However, it is too early to
recommend this approach as general practice. Nevertheless, as
testosterone suppresses spermatogenesis in adolescent and
adult Klinefelter patients fertility aspects should be discussed
before testosterone therapy is initiated or a long testosterone
washout period has to be implemented before testicular biopsy.
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ypogonadism is the most frequent endocrinopathy
among males, but remains often overlooked and un-
treated. This happens despite the fact that symptoms
of testosterone deficiency are easily recognized, both clinically
and biochemically. Aside from the classic primary and sec-
ondary (or central) forms of hypogonadism, today, in view of
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increasing lifespan and the rising expectations of the quality
of life, late onset hypogonadism (LOH), a mix of primary and
secondary hypogonadism, plays an ever increasing role in the
physicians’ daily practice.

Male aging may be accompanied by many symptoms such as
decreased physical and mental activity, loss of libido and erectile
function, low cognitive functions, depressive mood, increased
fat mass (especially abdominal), metabolic syndrome, diabetes
type 2, sarcopenia, osteoporosis and anemia. These symptoms
are uncharacteristic and may be caused by other diseases, but
these diseases can also be caused by LOH. Therefore, patients
with these symptoms need a careful diagnostic work-up and
only when symptoms are accompanied by low serum testoster-
one the diagnosis LOH can be considered. The incidence of true
LOH is estimated to range between 2 and 5 % of men over 65.

Any prescription of testosterone without the pre-condi-
tion of symptoms plus low testosterone must be considered as
malpractice. However, there is controversy about the thresh-
old levels when to initiate testosterone substitution. This is
partially caused by the fact that the various symptoms of tes-
tosterone deficiency show different threshold levels. In Ger-
many, levels below normal testosterone levels in younger men
i.e. 12 nmol/L are accepted as indication for substitution.
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In addition to a multitude of earlier studies 9 US aca-
demic centers recently performed 7 trials to clarify the ef-
fects of testosterone in LOH which demonstrate beneficial
effects of testosterone sexual function, osteoporosis and
anemia. Treatment limited to one year may not have been
long enough to establish further benefits. Other recent stud-
ies have concluded that testosterone substitution in LOH is
beneficial for obesity, metabolic syndrome, diabetes type 2,
cardiovascular diseases while effects on cognitive functions
remain controversial.

Of the 3 testosterone preparations available in Colombia
transdermal testosterone gel may be best suited for LOH treat-
ment, especially in the first year of substitution. Since testos-
terone enanthate produces supraphysiological testosterone
levels, the 3-months depot of testosterone undecanoate might
be considered for the long-term substitution of LOH, provided
the patient is carefully monitored at regular intervals for red
blood (to avoid polycythemia), for prostate size and PSA and
occasional serum testosterone levels before the next dose ap-
plication. Bone mineral density should be measured in 2 year-
ly intervals. Large epidemiologic studies have demonstrated
that testosterone substitution does not increase the incidence
of prostate carcinoma.
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a hormona paratiroidea (PTH) es una de las principales
reguladoras del metabolismo fosfocalcico del organis-
mo, regula el calcio sérico por efectos directos en el hue-
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so y rifién y por efectos indirectos mediados por vitamina D
en el intestino.

Se define hipoparatiroidismo a la producciéon de PTH in-
suficiente o nula para mantener niveles séricos adecuados de
calcio y fosforo en el organismo.

Etiologia
El hipoparatiroidismo puede ocurrir principalmente por
destruccién autoinmune (sindrome poliglandular autoinmune
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tipo 1, por mutacién en el gen AIRE), anticuerpos activadores
del receptor sensor de calcio, alteracion en el desarrollo de las
glandulas paratiroides, enfermedades infiltrativas como hemo-
cromatosis, enfermedad de Wilson, granulomas o metastasis,
produccioén alterada o falta de accion de la PTH. Sin embargo, la
causa mas frecuente es por la intervencién quirtrgica debido a
cancer de tiroides o de estructuras vecinas. El hipoparatiroidis-
mo posterior a cirugia puede ser transitorio, con recuperacion
en dias, semanas o meses, puede ser permanente o en ocasio-
nes intermitente. El hipoparatiroidismo transitorio ocurre has-
ta en un 20% de los pacientes luego de cirugia para cancer de
tiroides y es permanente entre un 0,8% y un 3% de los pacien-
tes a los que se les ha realizado tiroidectomia total.

Las manifestaciones clinicas de la hipocalcemia se locali-
zan en un espectro que va desde sintomatologia minima hasta
tetanizacion, falla cardiaca, laringoespasmo y convulsiones.
El signo cardinal es la tetanizacion signo de Chvostek y signo
de Trosseau, irritabilidad neuromuscular, los sintomas mas
frecuentemente reportados son parestesias periorales, pares-
tesias palmoplantares y calambres. Algunos pacientes tienen
sintomas menos especificos, como adinamia, ansiedad, depre-
sion, irritabilidad, hipotensién, prolongacion del intervalo QT,
arritmia y falla cardiaca. Cuando la hipocalcemia por hipopa-
ratiroidismo es crénica se observan calcificaciones de los gan-
glios basales, cataratas, anomalias dentales y manifestaciones
ectodérmicas.

En los hipoparatiroidismos congénitos se observa osteoes-
clerosis, engrosamiento de la cortical 6sea y anormalidades
craneofaciales.

En pacientes con sindrome poliglandular autoinmune tipo
1 se observa candidiasis, con compromiso de ufias, piel y trac-
to gastrointestinal.

Hallazgos paraclinicos

¢ Hipocalcemia con PTH baja o inapropiadamente normal
¢ Hiperfosfatemia

e 25 hidroxivitamina D (250HD) normal

e 1,25 dihidroxivitamina D (1,25D) baja

e Hipercalciuria

e Hipofosfaturia

e Magnesio normal

e Creatinina normal

Diagnostico
La hipocalcemia persistente con una PTH baja o inapro-

piadamente normal, con hiperfosfatemia en ausencia de hi-
pomagnesemia, nos da el diagnéstico de hipoparatiroidismo.
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Estos hallazgos pueden darse en pacientes sintomaticos o en
ocasiones asintomaticos.

El diagnéstico se confirma con la medicién simultanea de
calcio sérico total, albimina, magnesio, PTH intacta. El calcio
ionizado se solicita en pacientes con enfermedad renal créonica
o en sospecha de hipoalbuminemia como en los pacientes con
falla hepatica.

En pacientes con antecedentes familiares, o que hayan pre-
sentado en alguna ocasién hipocalcemia, debe ampliarse el es-
tudio de hipoparatiroidismo, pues muchos son asintomaticos
y pueden desarrollar complicaciones a largo plazo, especial-
mente sintomatologia neurolégica.

Diagnéstico diferencial

¢ Hipomagnesemia
e Mutacion del receptor sensor de Calcio
¢ Hipocalcemia autosémica dominante

Evaluacion y tratamiento

Se debe estar seguro de los niveles de magnesio y niveles
de calcio urinario antes del inicio del tratamiento, excepto si
este amenaza la vida.

Si el paciente tiene hipocalcemia aguda y severa (p. ej.
convulsiones, laringoespasmo, falla cardiaca) se inicia glu-
conato de calcio intravenoso 1 a 2 g para pasar en 15 a 20
minutos y luego continuar con infusién de 0,5 a 1,5 mg/kg/h,
vigilando estrechamente con niveles séricos. Para preparar
la infusion se adicionan 5 ampollas de gluconato de calcio en
450 cc de DAD 5%.

Debe iniciarse simultaneamente, si es posible, calcitriol y
suplementacién oral de carbonato de calcio o citrato en pa-
cientes con aclorhidria.

En pacientes con hipocalcemia por hipoparatiroidismo
cronico se debe asegurar la ingesta de calcio elemental y calci-
triol para mantener unos niveles séricos de calcio total entre 8
y 8,5 mg/dl y prevenir hipercalciuria por el riesgo de urolitia-
sis y nefrocalcinosis.

Si hay hipercalciuria se recomienda disminuir la dosis de
calcio, y si no es posible por sintomas, adicionar diurético tia-
zidico hidroclorotiazida 12,5 a 50 mg QD.

Si a pesar de una adecuada suplencia de calcio, uso de
calcitriol y diurético tiazidico no se logra un adecuado con-
trol o hay desarrollo de complicaciones, esta indicada la sus-
titucion con PTH 1-84, iniciando con dosis desde 50 mcg SC
diario. Esta se reserva por su elevado costo y la ausencia de
estudios de seguridad a largo plazo para pacientes sintoma-
ticos refractarios.

Revista Colombiana de Endocrinologia, Diabetes y Metabolismo 55



Volumen 4, ndmero 2, mayo de 2017

Conferencia Magistral

st (¢ Endocrinologia
Diabetes “ Metabolismo

Continuing medical education, and how to do it

Leslie De Groot

raditional lecture-based approaches to undergraduate
medical education have been superseded in medical
schools to a major extent by “interactive education” and
“Problem-based learning”. Both teaching techniques are proven
to be superior when assessed by short term retention. Little
or no data, is available comparing long term retention, com-
parison of retention based on time commitment, or on use in
practice. Some form of Continuing medical Education becomes

Conferencia Magistral

vital after residency and for the remainder of a physicians pro-
ductive work-span of 30-70 years. Reading the well organized
summaries of endocrine diseases in THYROIDMANAGER.ORG
and EDOTEXT.ORG offers one approach, but with limitations
related to the “lecture” structure. Both websites consist of a
comprehensive, text-book like format, with non-biased material
written by experts from around the world, and are constantly
updated, constantly available on the web for reading, and FREE.

Transgender medicine — diagnosis & management

Michael S. Irwig MD

Associate Professor of Medicine, George Washington University,
Washington DC

ransgender communities exist across multiple coun-

tries and continents. However, the degree of awareness

and acceptance of individuals with gender dysphoria
varies widely. Over the past five years there has been a dra-
matic cultural shift in the United States and other countries
such that many more transgender people are now open about
their gender identities. In fact, one population study in Mas-
sachusetts estimates that 1 in 215 people (0.5%) identify as
transgender.! Nonetheless, transgender people represent one
of the most marginalized groups in society, including health
care settings.

Diagnosis

Several organizations (i.e. the International Statistical
Classification of Diseases and Related Health Problems and
the Diagnostic and Statistical Manual of Mental Disorder)
have developed diagnostic criteria for gender dysphoria which
was formerly called gender identity disorder. The hallmark is
a marked incongruence between one’s experienced gender
and primary and/or secondary sex characteristics. The bi-
nary concept of gender (either male or female) also does not
represent all people. For example, gender queer or non-binary
individuals see gender as a spectrum rather than simply male
or female. What determines one’s gender identity is not well
understood but various studies point to several biological
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factors. Studies comparing identical and non-identical twins
found a concordance of 39% among the identical twins versus
0% among same-sex fraternal twins®. Another study found
that the size of an area in the brain (central subdivision of the
bed nucleus of the stria terminalis) of transgender women
(male-to-female) corresponded to that of non-transgender
women rather than non-transgender men®.

Mental health

Transgender individuals face very high rates of unemploy-
ment, harassment, physical assaults and sexual violence re-
lated to their gender identity. It therefore is not surprising that
coming to the realization of their gender identity often tran-
spires over many years and is often associated with stress and
mental health struggles. Meeting other transgender people
on-line or at support group is a typical first step. Establishing
care with a mental health professional with expertise in gen-
der dysphoria is a very important part of their care given the
high rates of depression and anxiety. In fact, some studies esti-
mate a suicide attempt rate of around 41%. Hormone therapy
fortunately is associated with a reduction in gender dysphoria
in both transgender men and women.

It is important for endocrinologists to develop a relation-
ship of mutual trust with their transgender patients. This
involves taking a careful social history and inquiring about a
patient’s childhood, relationships and support system or lack
thereof. Taking a genuine interest in a person’s life goes a long
way to establish a healthy and productive doctor-patient rela-
tionship.
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Hormone therapy

Many, but not all, transgender adults pursue hormone
therapy so that they can align their physical bodies with their
experienced gender. In some countries the taking of hormones
is often done outside of the supervision and advice of medical
professionals. This practice carries increased risks as individu-
als are often not fully aware about the effects and potential risks
of hormone therapy. For example, many transgender women
have unrealistic expectations about breast growth and take
very high doses of estrogen. The knowledge and experience
of endocrinologists regarding hormonal therapies can be used
to effectively treat transgender patients while seeking to mini-
mize adverse events. In general, the overall goal of cross-sex
hormone therapy is to achieve serum levels of testosterone and
estradiol consistent with the patient’s desired gender. Cross-
sex hormone therapy in both transgender men and women
lowers rates of gender dysphoria, perceived stress, anxiety and
depression. The majority of the effects of the hormonal chang-
es begin within several months of initiating therapy.

For transgender men, testosterone therapy promotes an
array of desired physical effects including increased facial and
body hair, a deeper voice, increased lean mass and strength,
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less fat mass, increased sexual desire, cessation of menses,
and clitoral enlargement. Common undesired effects or risks
include acne, alopecia, lower HDL cholesterol and higher tri-
glycerides.

For transgender women, estrogen and antiandrogen ther-
apy promotes breast development, softer skin, less sebum and
acne, an increase in fat mass, a decrease in lean muscle mass
and less facial and body hair. Common undesired effects or
risks include infertility, sexual concerns, and higher triglycer-
ides. An uncommon adverse effect is venous thromboembo-
lism due to high doses of estrogen.

Transgender patients on hormone therapy should have
periodic blood tests to monitor levels of testosterone and
estradiol, lipids, electrolytes and hematocrit. When and how
often to screen for reproductive cancers (i.e. breast, cervical,
prostate, etc) is unclear due to a lack of evidence-based data
and lower rates of several cancers in transgender populations.

For more information on transgender care, the Endocrine
Society has a clinical practice guideline from 2009 which is
currently being revised®. The World Professional Association
for Transgender Health (WPATH) also publishes its Standards
of Care®.
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os tumores neuroendocrinos se originan en las células
del sistema neuroendocrino difuso, son tumores infre-
cuentes, el 61% son gastroenteropancreaticos y en el
pancreas se ubica el 7% de ellos. Los tumores neuroendocri-
nos de pancreas (PNET) pueden ser funcionales con produc-

cién de: insulina, somatostatina, gastrina, glucagdén, péptido
intestinal vasoactivo, o pueden ser no funcionales®.

El insulinoma es el PNET mas frecuente aunque tiene
una incidencia de 4 casos por 1°000.000 de habitantes por
ano®. Se presenta con mayor frecuencia en mujeres (59%),
generalmente entre la cuarta y quinta década de la vida. Se
presenta en forma esporadica en la mayoria de los casos y
se asocia a neoplasia endocrina multiple tipo 1 (NEM1) en
4% a 8% de los casos. Su manifestacién clinica con hipoglu-
cemia hiperinsulinémica genera importante morbilidad y
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usualmente es detectado con tamafio < 2 cm y localizado en
pancreas; sin embargo presenta metastasis entre 5% y 15%
(comportamiento maligno)®.

La produccién tumoral de insulina es mayor a la de las cé-
lulas beta normales y al superar la respuesta contrarregulado-
ra ocasiona hipoglucemia, mas frecuentemente en ayuno 73%,
en ayuno y posprandial 21% y solo posprandial 6%®.

Manifestaciones clinicas

La manifestaciéon principal es hipoglucemia que se pre-
senta en ayunas (73%), posprandial (6%) o mixta (21%).
Los sintomas hipoglucémicos son autondmicos adrenérgicos:
palpitaciones, temblor y ansiedad, o colinérgicos: diaforesis,
hambre y parestesias. Si la hipoglucemia se profundiza méas
aparecen los sintomas neuroglucopénicos: cefalea, confusién a
amnesia, vision borrosa, diplopia, disartria, pérdida de la con-
ciencia y, en casos graves, convulsiones o coma®. La hipoglu-
cemia prolongada puede causar muerte cerebral e incremento
de mortalidad en pacientes cardiépatas. En formas croénicas se
presentan signos de resistencia a la insulina e incremento en
la mortalidad.

Diagndstico

Confirmar la presentacion de la triada de Whipple (hipo-
glucemia demostrada, sintomas neuroglucopénicos y resolu-
cién de los sintomas con normalizacién de la glucemia) es
el punto de partida para el estudio diagnéstico. La evalua-
cion clinica permite descartar otras causas de hipoglucemia
como: insuficiencia renal, hepatica o cardiaca, sepsis, insu-
ficiencia adrenal, hipopituitarismo, medicamentos (insulina,
secretagogos de insulina, pentamida, quinina, propanolol,
haloperidol, salicilatos, sulfonamidas, alcohol) y origen tu-
moral (hepatoma, cancer gastrico y sarcomas productores de
IGF-11)23,

Para demostrar hipoglucemia-hiperinsulinemia se re-
quiere medir: glucemia central, niveles de insulina, proinsu-
lina, péptido C, cuerpos cetdnicos (B-hidroxibutirato si esta
disponible), niveles de sulfonilureas. La medicidon se puede
realizar en hipoglucemia espontanea, durante test de ayuno
de 72 horas o con test de comida mixta si presenta hipogluce-
mia posprandial®. Los niveles confirmatorios incluyen: glu-
cemia <55 mg/dl, insulina 23 pU/ml, péptido C = 0,2 nmol/L,
proinsulina de =5 pmol/L, cuerpos ceténicos negativos. El
péptido C y la proinsulina permiten descartar hiperinsuli-
nemia exdgena y los niveles negativos de sulfonilureas y de
anticuerpos contra la insulina descartan consumo de hipo-
glucemiantes y autoinmunidad.

En presencia de hipoglucemia hiperinsulinica endégena,
los diagnosticos diferenciales con insulinoma son: hipogluce-
mia pancreatégena no insulinoma (nesidioblastosis) e hipo-
glucemia pos bypass gastrico.
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Con la confirmacién bioquimica se inician los estudios de
localizacién del tumor con métodos no invasivos o invasivos.
Los estudios no invasivos incluyen: ecografia, tomografia com-
putarizada, resonancia magnética, octreoscan y PET/CT. El
rendimiento diagnostico es bajo en los estudios no invasivos,
con sensibilidad en: ecografia abdominal <70%, tomografia
helicoidal multifase 40%-94%, resonancia magnética 71%-
95%, octreoscan 57% (util en identificacién de metastasis).
El PET18F-FDG tiene bajo rendimiento y el PET/CT Ga68 es
positivo en 25%-31% de los casos®. El PET con analogos de
GLP1 radiomarcados puede ser un método mas sensible pero
aln no esta disponible.

Los métodos invasivos incluyen ecografia endoscépica +
biopsia aspirado y la arteriografia selectiva con estimulacién
con calcio. La ecografia endoscdpica es el método de eleccion
inicial por tener un rendimiento diagndstico de 80-100 en
tumores ubicados en cabeza y cuerpo, en combinacién con
TAC tiene sensibilidad cercana a 100%. La arteriografia con
estimulacién consiste en inyectar gluconato de calcio por un
catéter en las arterias de circulacién pancreatica y medicion
de niveles de insulina en circulacién venosa portal, tiene sen-
sibilidad de 85%-100% sin embargo es un test complejo y de
alto costo, por lo que se considera el método final de locali-
zacion®.

Tratamiento

El tratamiento de eleccion es la resecciéon quirdrgica, el
procedimiento depende del tamafio, localizacién y proximidad
a estructuras anatémicas (ducto pancreatico, vasos, drganos
adyacentes), la enucleacién es recomendada para tumores <2
cm y no cercanos al conducto pancreéatico®. En caso contra-
rio se realiza reseccién segmentaria del pancreas (tumores en
cuello o cuerpo) y pancreatectomia distal o pancreatoduode-
nectomia en tumores invasores con sospecha de malignidad o
cercanos al conducto pancreatico (riesgo de fistula). La cirugia
laparoscépica se recomienda para enucleaciéon o pancreatec-
tomia distal y la cirugia abierta para resecciones mas exten-
sas. La ecografia intraoperatoria facilita la deteccién y delimi-
tacion del tumor con sensibilidad del 84% y combinada con
palpacién bimanual es cercana al 100%*®).

Las complicaciones posquirurgicas mas frecuentes son:
fistula, absceso intraabdominal (6,6%), infecciéon de herida
quirurgica (2,5%), hemorragia (1,3%) y pancreatitis (0,6%);
mientras que a largo plazo se presenta diabetes entre 5%-60%
dependiendo de la extension de la reseccion. La mortalidad es
cercana a 0% al realizar enucleacion, 1%-2% en pancreatecto-
mia izquierda y 4%-5% en pancreatoduodenectomia(®.

Se requiere manejo médico preoperatorio de pacientes
con hipoglucemia refractaria a dieta y DAD, recidiva posope-
ratoria y sin posibilidad quirdrgica por: alto riesgo quirurgico,
enfermedad metastasica extensa o por negativa a la cirugia®.
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El medicamento de primera opcién es diazéxido, con 200-
600 mg/dia se controlan hasta 50% las hipoglucemias. La
siguiente opcidn es usar octreotide y lanreotide con control
hasta 50% de los pacientes, se ha informado supresiéon de GH
y glucagdn con riesgo de empeorar la hipoglucemia. Se ha em-
pleado everolimus solo y con octreotide en pacientes con insu-
linoma irresecable o metastasico®.
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Prondstico

Luego de reseccion quirdrgica exitosa se tiene remision
completa a largo plazo en el 95%. Se observa supervivencia a
cinco afios de 97% a cinco afios y 88% a diez afios; la recurren-
cia se presenta en 5% a 10 afios y 7% a 20 afios, con indices
mayores en pacientes con MEN 1.
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La transexualidad o disforia de género es un fenémeno que
existe desde la antigiiedad y en diferentes culturas. El térmi-
no transexual se utiliza para denominar a los individuos que
desean vivir de forma permanente como miembros del sexo
opuesto y que desean someterse a la cirugia de reasignacion
de sexo, para manejar la incongruencia entre el sexo de naci-
miento y el sexo al que se siente pertenecer. Dicho conflicto
entre el sexo fisico y el género psiquico produce en quien lo
padece un “sentimiento intenso y doloroso de no pertenecer
al sexo de nacimiento y pertenecer al sexo opuesto”; de ahi
que el prefijo trans que indica “mas alld”, “fuera” o “después”
se utilice para representar el movimiento entre uno y otro, no
asimilable a las categorizaciones tradicionales estrictamente
dicotdmicas como masculino o femenino.

La transexualidad es un fenémeno cada vez mas frecuente
y visible en la practica médica y en el funcionamiento social co-
tidiano, que muchas veces entra en conflicto con las concepcio-

nes bioldgicas, psicdlogicas, legales, religiosas, morales y cultu-
rales tradicionales, por lo que se requiere generar espacios de
discusion que integren las humanidades, las ciencias sociales,
el derecho y las ciencias biomédicas, entre otras, para garanti-
zar una adecuada calidad de vida y la inclusién a la sociedad de
los individuos que tienen esta condicion, a través del respeto a
su autonomia y dignidad como persona en su totalidad.

La transexualidad es uno de problemas bioéticos y médi-
cos mas vertiginosos existentes porque cuestionar las creen-
cias preexistentes sobre la corporeidad, emocionalidad y la
sexualidad, hace que sea fuente de dilemas complejos. Un
intento por reducir dicha complejidad seria demostrar que
la problematica de la transexualidad no es diferente a otros
problemas sexuales, pudiéndose afirmar que no hay problema
especifico, excepto el de los prejuicios que historicamente han
acompaiado la sexualidad y las relaciones humanas. En este
sentido, los conflictos que implica la transexualidad no serian
cualitativamente diferentes a los relacionados con la hetero-
sexualidad y la homosexualidad, pues la expresién de la sexua-
lidad en cada una de ellas sera el resultado de la interaccién
de la naturaleza biolégica con las construcciones culturales de
cada individuo.

Revista Colombiana de Endocrinologia, Diabetes y Metabolismo 59



