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RESUMEN
 El artículo describe casos de cutis verticis gyrata (CVG) encontrados institución de protección en Sibaté, 
Colombia. Se trata de una serie de casos de 65 hombres adultos; se describen las variables sociodemográficas 
y clínicas. Se encuentra en la institución una prevalencia de 5,9%, mucho más alta que lo esperada en la pobla-
ción general (1:100.000 hombres). El promedio de edad fue de 38,5 años, la mayoría analfabetas (98,46%). El 
diagnostic más frecuente fue de retard mental profundo en 59 casos (90,77%), con alta comorbiidad multiaxial. 
La presencia de surcos en cuero cabelludo tuvo un rango de 1 a 16. La edad de inicio y el tipo de CVG no 
pudieron ser establecidos.
Se trata de la mayor serie de casos reportada en una sola institución. Existe necesidad de estudios posteriores 
para determinar el tipo, origen y evolución del hallazgo.
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SUMMARY

To describe Cutis Verticis gyrate (CVG) in cases found in an institutionalized people facility in Colombia. 
Case series with 65 male adult in-patients, describing socio-demographic and clinical variables. Prevalence of  
5.9 % was higher than expected in the general population (1:100.000 in males). Mean age: 38.5 years, most 
illiterate (98.46%). The most frequent diagnosis was profound mental retardation in 59 (90.77 %) cases, with 
high multi-axis comorbidity. Folds range from 1 to 16. Age of  onset and type of  CVG couldn’t be established. 
This is the largest case series reported from a single institution. There is need of  further study to determine 
type, origin, and evolution of  the sign. 
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INTRODUCTION 

The unusual high presence of  folds in scalp observed in 
male patients from a protection facility in Sibaté (Colombia), 
led the authors to investigate the diagnosis initially, and then 
to establish some characteristics of  the population. This 
malformation is very rare and poorly studied worldwide, 
there are no previous data in Colombia. 

Cutis Verticis Gyrata (CVG) was described for the first 
time in 1843 by Robert (quoted by Akesson and Diven et 
al), as a physical sign characterized by the presence of  scalp 

circumvolutions resembling cerebral cortex (1, 2). It has 
been estimated that it has a worldwide prevalence of  1 in 
100,000 men and 0.26 in 100,000 women (3). It is considered 
that the CVG is the manifestation of  several comorbid con-
ditions; based on etiology, two groups have been described: 
primary and secondary causes (3). These clinical signs have 
been described with different names, including cutis sulcata, 
bulldog scalp, and cutis capitus strata (4). 

While Albert was the first author who mentioned this 
malformation, Robert described it in 1843, then Auvert 
and Devergie (1854) extended the description (quoted by 
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Akesson). Poggi (1884) was the first to describe a case in 
a demented patient; in 1890 it was noted in 3 criminals in 
Italy; in 1893 were reported cases of  CVG in patients with 
mental retardation, microcephaly and epilepsy; Moller in 
1903 described the first CVG case associated with nevus. 
Only until 1906, CVG called the attention of  the German 
Dermatological Association through Jadassohn who repor-
ted 4 cases published in the journal “Transactions of  the 
German Society of  Dermatology” (McDowall in 5). Unna 
introduced the term Gyrata verticis Cutis in 1907 (2, 4); 
from this time to the present date case reports have been 
described, such as Adrian Foster’s 1919, Desana Peruccio’s 
1938 38 cases; in 1939 Rudberg described a case with fin-
dings in abdominal skin and scalp (5). 

In 1953 Simon Polan and Thomas Buttenworth 
reviewed 275 cases of  patients with cutis verticis gyrata, 
they only found enough information in 195 patients. They 
found that 84.8% of  cases were men, and 15.2% were 
women (ratio 5.6:1) (5), they classified this pathology as 
primary or secondary. 47.7% of  patients had primary CVG 
and 52.6% secondary (5). In most cases they were unaware 
of  the start time. In 65 patients it was determined that the 
age of  onset was in childhood. In 25% of  men it existed 
from birth. In 87.5% of  men and 88.2% of  women it started 
before the end of  the third decade of  life. Its occurrence 
was not limited by any particular racial or geographic 
factor. The cases were reported among people of  Europe, 
North America, Central America, South America, China, 
Korea and Japan. While there were only two cases in black 
patients, it was concluded that the presence of  grooves in 
scalp of  Africans and Melanesians was a common feature. 
There was an incidence of  family involvement in 17 of  the 
275 cases of  which were described 2 brothers “idiots” with 
microcephaly and two other brothers who previously had 
scalp eczema (5). 

CVG was described for the first time in women by 
Anderson in 1928, in a 43 year old woman, with no physi-
cal abnormalities, with a biopsy that reported nonspecific 
hypertrophy of  the dermis (1, 3). In 1964, Akesson reported 
that from 38 patients in Sweden he found only one woman, 
Larsen and Birchal presented 3 cases, with a woman in New 
Zealand (3, 6). 

In world literature there have only been reported a few 
cases of  essential primary CVG adult men without ophthal-
mological or neurological abnormalities, all possible causes 
of  secondary CVG were discarded (7 ,8 ) 

LITERATURE REVIEW
The scalp of  people with mental retardation has been 

investigated extensively, but without much success in fin-
ding differences compared with no retarded people (9-11). 

Furthermore, there are a large number of  findings on the 
skin of  patients with mental retardation, of  which the CVG 
is only one possibility. 

McDowall and Fisher in 1893 were the first authors to 
notice the relationship between CVG and mental retarda-
tion, describing the disorder in two mentally retarded men, 
with epilepsy and hemiparesis (12). That year Cowan repor-
ted two additional cases, which had as common findings 
strabismus, and microcephaly (5). 

In 1913 Fiocco reported a case of  CVG with mental 
retardation and cretinism. Three years later Ganter reported 
two new cases, both mentally retarded with microcephaly; 
one with epilepsy had strabismus and the other had rotatory 
nystagmus (5). 

In 1918 Galant reported two cases of  CVG in men, 
one in a 53-year old male with adipose genital dystrophy 
and acromegaly; the other one in a 65 years old male (5). 

In 1929 Truffi reported five cases in patients with mental 
retardation, one woman with severe mental retardation 
with microcephaly and gait disturbance and three men with 
severe mental retardation, two with epilepsy and one with 
microcephaly. The fifth had microcephaly (5). 

In 1933 Hellerstrom CVG described a case of  a 20 year 
old man with mental retardation, history of  acanthosis 
nigra, diabetes; the disorder disappeared after castration 
(5). Miescher found a similar case in a man with normal 
intelligence (13). 

In 1938 Touraine and Gole described the case of  two 
men with mental retardation, CVG possibly due to infection; 
there were no associated neurological disorders (5). 

In 1940 Radner reported a case of  CVG in a 27 years old 
man with mental retardation, epilepsy, microcephaly, con-
genital nystagmus, strabismus and bilateral keratoconus (5). 

In 1953 Polan and Butterworth made a report of  six 
cases of  men with mental retardation and CVG, two of  
them with a diagnosis of  epilepsy, one with spastic dysplasia, 
one with congenital cataract; imaging reports showed enlar-
gement of  the sella. Symptoms appeared after puberty (5). 

In 1958 Kratter reported three cases in men with micro-
cephaly, two with spastic diplegia. In 1959 Saetra reported a 
case of  CVG, unspecified endocrinopathy, mental retarda-
tion, and schizophrenia, with infantile genitalia (1). 

In 1962 Berg and Windrath-Scott described a man with 
mental retardation, CVG, and quadriplegia with onset at 
puberty (1). 

In 1964 Hans Olof  Akesson reported a series of  47 
cases of  patients with mental retardation and CVG in spe-
cial institutions in Switzerland, 46 of  them were men and 
only one woman. A genetic study was conducted, finding 
that chromatin 6 and the genetic study of  parents were 
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normal. Parents had similar age at birth of  patients. 8% of  
patients had parents with first-degree consanguinity (cou-
sins). Parents morbidity did not differ with respect to the 
general population. A genetic condition was suspected, they 
reviewed various modes of  transmission, but they could not 
determine any genetic etiology, which led them to believe 
that they were environmental (3). 

In 1996 Striano et al reported a case of  a male patient 
with CVG, mental retardation and epilepsy resistant to 
medication. Genetic studies showed increased number of  
ruptures in 3p14 and 16q23. They proposed the hypothesis 
of  a critical period in the neurodevelopmental brain abnor-
mality which arises and develops CVG (14). 

In 2001 Mégabarné et al reported the case of  two 
brothers with microcephaly, CVG, retinitis pigmentosa, 
cataracts, sensorineural deafness and mental retardation (13). 

In 2001 Filosto et al made a case report of  a patient with 
mental retardation, Lennox-Gastaut syndrome, and CVG. 
Hormone levels were reported as normal, MRI showed 
atrophic changes, CVG etiology remained unknown (15). 

In 2002 Akai et al reported a CVG case of  genetic 
origin, with gene fibroblast receptor 2 mutation, expres-
sed at birth as Beare-Stevenson Syndrome. CVG was 
confirmed by DNA analysis. At birth, patients have ptosis 
and ocular protrusion, forehead nevus, and presence of  
umbilical stump. This patient developed craniosynostosis, 
facial dysmorphism and hydrocephalus. There are few cases 
reported of  Beare-Stevenson Syndrome, four with genetic 
mutation (16, 17). 

A review of  1100 institutionalized patients in La Colo-
nia, Sibaté (Colombia) in a protection facility for men with 
chronic mental illness, actively seeking the presence of  
cutaneous malformation, 65 of  them presented CVG. The 
demographic, sociocultural, and clinical characteristics, and 
pharmacological treatment and psychiatric diagnosis are 
described, using multiaxial classification (DSM-IV TR). 
Description of  features of  the folds is done, looking for 
etiology and comorbidities. 

Type of  study: Case series 
Study Population: Male institutionalized patients in 

special center La Colonia - Sibaté, with CVG. 
Study variables: variables studied were age, gender, 

age of  onset, number of  folds, psychiatric diagnosis, medi-
cations received, clinical progress over time, associated 
diseases. 

Data collection: Permission was obtained from the 
Beneficencia of  Cundinamarca, organization responsible 
for the protection of  the patients who were studied, review 
of  medical records, family interviews were conducted when 

possible. We included men with chronic mental disorder 
with physical signs present. Analysis: The data were orga-
nized into frequency distributions, including absolute and 
relative frequencies to be presented in tables and graphs. 
Central tendency and dispersion measures of  quantitative 
variables were obtained. 

Ethical Aspects: The protocol was approved by the 
Bioethics Committee of  Nuestra Señora de La Paz Clinic, 
as well as access to medical records, photographies, publi-
cation of  material was approved by the organization and 
the staff  responsible for the protection and care of  them. 
Identity of  the participants is kept in reserve by assigning a 
random number to data analysis. Under Colombian research 
norm (Resolution 1993 008 430 Article 11) investigation is 
considered with no risk. 

RESULTS 
From 1100 institutionalized patients in the facility, 

were obtained 65 men cases, mean age 38.5 years, range 
22 to 72,64 (98.46%), reported no schooling and only one 
referred schooling. 86% of  patients were from Bogota and 
Cundinamarca zone (Central Colombia area). 

The most frequent diagnosis in the medical record 
was behavioral disorder in 30 cases (46.15%), followed 
by impulse control disorder and schizophrenia; Axis I 
diagnosis was not stated in 26 cases (40%); there were a 
total of  54 different diagnoses, some patients having one 
or two diagnoses. 

On axis II only one patient (1.5%) had no diagnosis 
at the time of  data collection, appearing in the category 
of  deferred diagnosis, 64 patients were diagnosed with 
unspecified Mental Retardation, in 1 case (1.5%), moderate 
mental retardation in 4 cases (6.15%), and severe-profound 
in 59 cases (90.77%) 

Axis III had 55 different diagnoses, and 1 patient (1.5%) 
had no diagnosis, a case was deferred, the range in this 
category was between 0 and 5 diagnostics. 

The most frequent diagnosis was symptomatic epilepsy 
in 28 cases (43%), together with 5 cases (7.69%) in total, 
33 patients were diagnosed with epilepsy of  diverse origin. 

Language disorder was the next category with 18 cases 
(27.7%), chronic gastritis in 10 cases (15.38%), spastic quadri-
plegia in 8 cases (12.3%) and dyslipidemia in 8 cases (12.3%) 

In the medical record family abandonment was stated 
in 19 cases (29.23%), partial abandonment in 1 case (1.5%), 
without a social support network 7 cases (10.77%), low 
support network in 20 cases (30,8%), proper network in 16 
cases (24.61%), not recorded in two cases (3%). 

Medication: Failed to establish a history of  exposure 
to various substances, there was only information of  the 
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present medication. Range: 0-6 medications. As for medica-
tion received at time of  consignment data shows that only 
2 patients had no medication at all (3%), 7 cases were not 
receiving psychiatric medication (10.8%) 

The most prescribed drug in these patients, carbamaze-
pine, was followed by haloperidol and clonazepam. 

As anticonvulsants, the more frequent was carbamaze-
pine in 28 cases (43.1%), followed by valproic acid in 15 
cases (23.1%), clonazepam in 14 cases (21.54%), phenobar-
bital in 12 cases (18 , 46%) and phenytoin in 6 cases (9.23%). 

Antipsychotics, the most used was haloperidol in 24 
cases (36.92%), followed by levomepromazine in 19 cases 
(29.23%), clozapine in 17 cases (26.15%), pipotiazine in 7 
cases (10.77 %) some patients received two antipsychotics. 

Antidepressants: Fluoxetine 7 patients (10.77%), 
trazodone 2 (3%) and amitriptyline 1 (1.53%). 

Number of  folds: The number of  folds has wide dis-
tribution of  1-16 scalp folds, only in one patient the number 
of  folds was not established (Figure 1, 2, 3). 

DISCUSSION 
CVG etiological classification has been described as 

primary and secondary, but because it is a description, this 
division has been deemed unnecessary and confusing by 
some authors (2). 

The primary or ‘true’ CVG is essentially characterized 
by normal histopathology (6). The term primary essential 
CVG has been proposed for those cases where there are 
no other abnormalities and nonessential primary cases 
associated with mental retardation, cerebral palsy, epilepsy, 
schizophrenia, cranial abnormalities (microcephaly), dea-
fness, eye abnormalities (cataracts, strabismus, blindness, 
retinitis pigmentosa) or the combination of  these (4, 18). 
CVG is considered to affect  0.2% - 5% of  patients with 
mental retardation (1, 3) and patients with cerebral palsy, eye 
abnormalities, seizures, microcephaly and schizophrenia (3). 

The secondary etiology is due to underlying diseases, 
with no mental deficiency. Causes are: Inflammation 
(Eczema, psoriasis, folliculitis, impetigo, erysipelas, pem-
phigus), Nevus, hamartomas (fibroids, neurofibroma, can 
be present at birth, and can be seen in women), tumors 
(advanced stages of  lung cancer) Acromegaly (19, 20), myxe-
dema, posttraumatic, idiopathic hypertrophic osteopathy 
(pachydermoperiostosis), amyloidosis, syphilis, leukemia, 
tuberous Sclerosis, catatonic Schizophrenia, and Ehlers 
Danlos (3, 9, 10, 21, 22). It has been reported a case of  
pseudoacromegalia by the use of  minoxidil, with scalp 
and facial alterations CVG type (23), breast cancer (24) 
and foreign body granulomata (19). The histopathology is 
altered by neoplastic or inflammatory basis (6). 

Figure 1. Longitudinal Anteroposterior CVG

Figure 2. Longitudinal and transverse folds

Figure 3. Anteroposterior CVG
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The term ‘latent’ or ‘potential’ CVG has been proposed 
to describe scalp folds by lateral pressure exerted inwardly, 
in previous normal scalp (Merenlender quoted by 2). 

Pathophysiology 
Primary Form: Folds are symmetrical, with normal 

histology or hypertrophy and hyperplasia of  connective 
tissue or epidermal appendages (25); it develops mainly in 
puberty. 

In the primary essential form the cause is unknown, 
although it has been seen in sporadic cases, autosomal 
recessive and dominant factors involved, usually occurs 
after puberty, in men only (3). 

In the primary form could be involved nonessential 
endocrine disorders, it occurs mainly in men, appearing 
before puberty. It has been reported as due to the increasing 
use of  peripheral testosterone, by measuring the level of  
free testosterone, which is found lower in patients with CVG 
compared with controls, possibly linked to X chromosome 
anomalies, fragility sites in chromosomes 9, 10 and 12 and 
the rupture of  3p14 and 16q23 bands (3). 

Secondary form: scalp folds are predominantly asymme-
tric, with abnormal histology, and develop at any age (except 
associated with nevus, which are usually congenital) (3). The 
pathology of  the process depends on the basic cause (e.g., 
inflammatory, neoplastic). Lymphedema has been postula-
ted as the cause of  CVG in patients with Turner syndrome 
(4, 26, 27) There have been reported cases of  Klinefelter 
syndrome with CVG, the suggested mechanism does not 
include lymphedema (28). 

In children CVG cases are rare; however, primary non-
essential form is associated with genetic syndromes and 
familial cases (29). 

CVG familial form usually occurs in patients with 
normal intelligence, associated with idiopathic hypertrophic 
osteoarthropathy and pachydermoperiostosis with auto-
somal dominant variable expression (3, 22). This disease 
usually occurs in men after puberty. In complete form it 
can be found as follows: fingers in hands and feet widened 
and elongated, arms and legs with cylindrical appearance, 
gross facial traits, skin wrinkles and hypertrophy causing 
facial expression of  anxiety. In the extremities can be found 
ossification of  long bones periosteum and to a lesser extent 
in the phalanges, metacarpals and metatarsals, these changes 
are not seen in the sella (21). 

Prevalence: In the United States the estimated preva-
lence of  CVG is 0.5% in patients with mental retardation. 
In Scotland and Switzerland is found a prevalence of  0.71 
- 3.4%. In Italy male population prevalence is higher than 
14, 3% (21). 

The only work that has given the global prevalence 
was conducted by Akesson in 1964 and was 1 per 100,000 
men and 0.26 per 100,000 women (1, 21) The prevalence 
in male patients with mental retardation is higher in insti-
tutionalized population from 0.21 to 2.2% (1, 19, 21, 30). 
In Colombia has not been reported prevalence of  CVG, 
only case reports (31). 

Course: is chronic and progressive. 
Mortality: mortality rate is related to the development 

of  melanoma associated with congenital melanocytic nevi 
(3). Akesson described in 1964 that mortality in people 
with mental retardation in Switzerland is 30% compared 
with the general population, and those with skin verticis 
gyrata mortality is 10% higher than the control group. Life 
expectancy was 38.1 and death is usually due to infectious 
diseases, and pneumonia (1, 21). 

Race: there are no conclusive studies, there has been 
reported an increased ratio in Italian patients, possibly 
attributed to high prevalence of  Sicilian descent, and it has 
been reported also in black people (21). 

Gender: male to female prevalence is 5-6:1. In women 
are reported fewer cases, possibly due to difficulties in 
detention for long hair (21, 32, 33) 

Age: in most cases the onset of  the CVG is before 
puberty, 90% of  cases develop before age 30, in the case of  
intracerebral cerebriform nevus  it can be seen at birth (21). 

In people with mental retardation and CVG determi-
ning the age of  onset is virtually impossible, the onset is 
usually insidious and observed by others. CVG syndrome 
and mental retardation occurs in patients with IQ below 
35 (12, 21). 

The secondary CVG can occur at any age depending 
on the underlying disease, even from birth, in the case of  
cerebriform intradermal nevus (21). 

Genetics: CVG is familiar only when part of  an appa-
rent dominant disorder linked to sex, primary paquidermo-
periosotosis (4, 34). 

Clinical Presentation: usually the scalp surface is not 
smooth and regular, high folds are observed among which 
there are folds and wrinkles. The skin turns thick gradually, 
bending and forming grooves (35). 

Primary form only compromises the scalp, the circumvo-
lutions are generally symmetrical, fluffy, and not corrected 
by pressure or traction, they are usually asymmetric in the 
secondary forms (4). 

The involved area can vary from a small limited location 
to the entire scalp. The areas most commonly affected are 
the vertex and occiput, but not uncommon containment 
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to one of  the temples, occasionally located in the frontal 
region. Pleats vary from 2 to 12 or 13, including a thickening 
of  the scalp from 0.75 to 4 cm. Folds are arranged generally 
in an anterior-posterior and parallel form, and sometimes 
can be present a union between them or radiate a central 
common point (4). 

In severe cases there have been counted 15 or more 
convolutions, with 10 -15 cm length and gap between them 
of  from 0.5 to 1 cm. (21). 

In most cases hair is described as dark. Usually texture, 
distribution and amount of  hair is not affected, although in 
some patients hair is thick and dry. Hair tends to disappear in 
the gyrus, but remains in the folds, infection and maceration 
of  the grooves can occur. In occasional cases, especially 
in patients with acromegaly, they are accompanied by fold 
prominences and sometimes vertical transverse forehead 
folds which exaggerate facial features (5). The occurrence 
of  lesions in the case in primary CVG occurs in puberty, 
they are located at the vertex and occipital region. In the 
secondary, the development of  the convolutions can be 
present from birth (3). 

There are usually no symptoms, although there may be 
pain in the case of  secondary CVG nevus and intracranial 
traction alopecia (11). 

Primary form only compromises the scalp, the convo-
lutions are generally symmetrical, fluffy, and not corrected 
by pressure or traction, are usually asymmetric secondary. 
In cases of  CVG nevus or tumors due to their distribution 
on the scalp, is not usually bilateral and symmetrical. The 
proportion affected is well demarcated by the surrounding 
scalp and furrows and folds have cerebriform appearance. 
The progression of  changes is visible (3, 5). 

Complementary studies: in cases of  primary CVG, 
laboratories are not required; some patients may find low 
levels of  free testosterone. In secondary cases laboratories 
depend on the presentation and associated underlying 
disease (21). 

Imaging: MRI or CT in cases of  CVG in the newborn 
or associated with MRI, or ophthalmological or neurological 
abnormalities shown: 
-  CAT Scan: Thickening of  the skin and subcutaneous 

tissue distribution and irregular skin furrows, changes 
like atrophy cortico - subcortical and ventricular dilata-
tion, abnormal calcifications in the brain, bone abnor-
malities or intracranial tumors, thickening and widening 
celar intracelar mass may be present in patients with 
CVG (2, 14, 32). 

-  In the NMR: abnormalities in the occipital lobe, bila-
teral polimicrography, small frontal and temporal lobes, 
atrophy of  the frontal and parietal cortex, colpocephaly, 

hypoplasia of  the splenium at corpus callosum, atrophy 
of  the cerebral cortex (2). 
In the primary essential CVG, MRI may show increased 

slight thickening of  the dermis and subcutaneous tissue 
(3, 21). 

Diagnostic imaging helps classify the CVG and ensure 
the absence of  different associated conditions (36). 

Other studies: always applying biopsy is suggested in 
patients with CVG in order to determine the etiology, in 
women with or without lymphedema CVG peripheral, per-
form genetic testing to rule out Turner syndrome; EEG is 
recommended in patients with mental retardation and CVG, 
some show slow waves, with high points in the occipital 
region, and spike-waves complexes in occipital region (21). 

Histological changes: there is normal histology in 
most cases of  patients with primary CVG, in some cases 
thickening collagen, hypertrophy of  the pilosebaceous 
structures, multiple sweat glands and ducts can be found. 
In the secondary form histopathology findings depend on 
the underlying disease (21). 

Complications: is estimated that 4% of  patients with 
CVG and cerebriform intradermal melanocytic nevi CVG 
have malignant transformation. In the secondary form 
outcome depends on the underlying disease (2) 

Treatment: There are several treatment modalities that 
have been investigated for the management of  primary and 
secondary forms of  CVG, including observation combined 
with local skin care, antihistamines, topical antiseptics, ste-
roids, thyroid removal, radiation therapy, sleep, psychothe-
rapy; to date none of  them has been proved successful (3). 
Surgical removal of  the skin has been used successfully (4). 

In cases of  secondary CVG, treating the underlying 
condition can help correct deformities of  the scalp (4). 

Hellestrom described a case of  CVG, Acanthosis 
Nigricans and diabetes mellitus, where the finding (CVG) 
disappeared after castration, the same happened in the case 
presented by Yamagata where a in a man of  47 years with 
normal intelligence who had CGV from age 20, a week after 
castration it was shown that wrinkles began to spread and 
six months later disappeared (1, 21). 

Akesson tried to test the effect of  estrogen orally in 
two patients giving 1 mg of  ethinyl estradiol per day: one 
patient received the medication for two weeks, then with 
a monthly interval for 4 months and then biweekly for 1 
month, the second patient received medication daily for 2 
weeks and then weekly for 5 months, none of  them reported 
improvement (21). 

Serfling described a case of  acromegaly and CVG, whe-
rein findings disappeared when eosinophilia was extracted 
in the pituitary (3). 
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Foersters and Winders treated a CVG case with pituitary 
irradiation, without any effect (3). 

Gronberg tried CVG with thyroid medication, without 
any improvement (21). 

CVG surgery depends on the size, location, underlying 
disease, and patient’s preferences (1, 37). This study is the 
first report of  case series of  CVG in Colombia, we described 
cases of  male patients with chronic mental illness in one 
protection facility, describing demographic characteristics 
of  the folds and data from medical records. Genetic studies 
or complementary examinations were not performed. 

It was difficult to establish the age of  onset of  the scalp 
folds, as well as previous medications, due to patients cha-
racteristics and lack of  a family support network. No cases 
had been detected previously by medical records. 

The origin of  the patients is mainly in the area of  
Bogota and Cundinamarca, with few cases in other parts 
of  Colombia. 

Patients in the sample had no education (only reported 
case studies), the average age was 38.5 years, with a diag-
nosis of  mental retardation in 98% of  them (axis II) with 
multiaxial comorbidity: on axis I disorder behavior in 30%, 
schizophrenia in 11% and impulse control disorder in 11% 
of  cases, on axis III neurological diseases, 47% with epilepsy, 
and language disorders in 27 % of  cases. 

On axis IV were documented social problems, as expec-
ted for protected population. 

Regarding axis V (GAF measuring overall operating 
range) 100% of  the patients were under 30, showing great 
interference of  symptoms. 

Regarding drug therapy, we found that 2 patients recei-
ved no medication, and 7 did not receive any psychiatric 
medication. The most commonly used drug was carbama-
zepine in 43.1% of  patients, followed by valproic acid in 
23.1% and 18.4% phenobarbital, in the group of  the most 
commonly used benzodiazepine clonazepam was at 21.5%. 
These medications are used both for their anticonvulsant 
and anxiolytic modulation or affection. 

In typical antipsychotics, haloperidol was the most 
frequently used (36.9%), followed by levomepromazine 
(29.2%) and within the atypical antipsychotics, clozapine 
(26.1%) of  the depot antipsychotic pipotiazine in 10.7%. 

In the group, the most commonly used antidepressant 
was fluoxetine (10.8%). 

It was noted that there are patients with more than one 
drug in the same group (antipsychotics, benzodiazepines) 
anticonvulsant medication combinations and frequent use 
of  phenobarbital which should also be included in future 
studies to expand possible etiologic factors. It should be 
noted that medication is a possible confounder. In the study 

it could not be found if  there is greater exposure to drugs 
association, more folds, or some specific distribution. 

This is the only study that attempts to link neuropsychia-
tric drug taking and the appearance of  the sign, without 
concluding that this is a key factor in its appearance. 

As in many other studies, we could not determine the age 
of  onset of  the sign, the presence of  folds in scalp don´t 
appear in any of  the medical records studied. 

In the sample studied were present from 1 to 16 folds, 
more than reported in the literature (1-14) (4), there was no 
uniform pattern of  distribution of  the folds 

Many cases suggest the possibility of  secondary CVG, 
supplementary examinations should be required in order 
to classify properly the cases. 

We were unable to verify cases of  consanguinity in 
patients in the sample. 

None of  the cases presented were associated with pain. 

CONCLUSIONS AND RECOMMENDATIONS 
This is the first case series of  CVG in Colombia, which 

reported the second highest number in the world after 
that of  Polan and Buttenworth and more from a single 
institution. 

In a population sample of  1100 male institutionalized 
patients, were detected 65 cases of  CVG, showing a clear 
increase in the expected prevalence. The prevalence of  CVG 
for The Colony Sibaté institution was 5.91%, higher than 
that reported in other series. 

The cases presented correspond to 29.55% of  that 
expected for men in the whole country, calculated on the 
basis of  1 per 100,000 inhabitants and a population base 
of  44 million people in the country. 

It would be interesting to study the evolution of  the 
cases, with additional studies that include genetics and 
pathology in order to diagnose the specific type of  CVG. 

Additionally there is the possibility of  a multicenter 
study and search for cases in other regions of  Colombia in 
similar institutions, trying to determine if  there are possible 
environmental factors, comorbidity, exposure to drugs, as 
well as the prevalence in women. 
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