
N
evoid basal cell carcinoma syndrome (NBCCS,
OMIM #109400), is an autosomal dominant
hereditary disorder that predisposes affected
individuals to develop numerous basal cell car-
cinomas (BCC) over their lifetime. Also known

as Gorlin syndrome, Gorlin-Goltz syndrome, basal cell nevus
syndrome, and basal cell carcinoma nevoid syndrome, its esti-
mated prevalence ranges from 1/57,000 to 1/164,000.1,2

Genetic linkage analysis mapped the genomic position of the
NBCCS susceptibility gene to chromosomal region 9q22.3.3

Subsequent studies demonstrated that inactivating mutations
in the human homolog of the drosophila patched gene (PTCH
for the human gene) cause this disorder.4,5

NBCCS patients manifest developmental anomalies and are
predisposed to developing other forms of tumors in addition to
BCC. Patients are often therapeutically challenging given the
large number of BCCs they tend to develop. This review of the
clinical features and diagnostic criteria of NBCCS may aid
recognition of this disorder. Various therapeutic approaches for

treatment and prevention of BCCs in NBCCS patients pre-
sented in the recent dermatology literature are discussed.

Clinical Features of NBCCs
Diagnostic Criteria. Several cutaneous and non-cutaneous
features of NBCCS have been described (see Table 1).6,7

Diagnosis of NBCCS is based on findings of either two major
criteria or one major and two minor criteria.8

Of the major features, development of BCCs is perhaps
most commonly identified with NBCCS. However, the pro-
portion of NBCCS patients with BCCs varies considerably
with age. Although 90-97 percent of white NBCCS patients
over 40 years old have had at least one BCC, approximately
half have had a BCC by the age of 20.2,8,9 The average age of
onset for the first BCC is approximately 20-21 years, although
BCCs have been reported in very young patients in some cases
of NBCCS. Nonetheless, BCC may represent a relatively late
onset feature of NBCCS, which potentially could obscure or
delay the diagnosis. Palmar and plantar pitting, the other major
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cutaneous feature of NBCCS, is common, observed in approx-
imately 71-87 percent of patients.2,8,9

Odontogenic keratocysts of the jaw are common in
NBCCS, occuring in 66-75 percent of patients,2,8,9 and may
serve as an early marker for NBCCS. In comparison to BCC,
jaw cysts tend to occur at a younger age (mean age ~15-17
years). One survey found that jaw cysts first developed at an
age under 10 years in 19 percent of NBCCS patients.2 Jaw cysts
represented the first manifestation of NBCCS in 78 percent of
cases in another study.10 Consequently, dentists and oral-max-
illofacial surgeons may be the first health care providers to con-
sider a diagnosis of NBCCS. Although the total number of jaw
cysts may vary considerably, NBCCS patients tend to develop,
on average, five to six jaw cysts over the course of their life-
time.2,8 Jaw cysts are commonly asymptomatic, but may pres-
ent with facial swelling, pain, or other symptoms. 

Suspicion of NBCCS should prompt radiologic studies for
evidence of other major or minor features of this disorder.
Bilamellar calcification of the falx cerebri is a frequent finding
observed on skull X-rays in 65-92 percent of NBCCS
patients.2,8 Less common than calcification of the falx cerebri,
rib anomalies, including bifid ribs, anterior widening, fusion,
and modeling defects, represent a major feature of NBCCS.
Such rib defects may be seen on chest/rib radiographs in 38-45
percent of patients.2,8 Additional skeletal abnormalities associ-
ated with NBCCS include tall stature, pectus deformities, ver-
tebral body fusion or hemivertebrae, Sprengel deformity (high,
hypoplastic scapulae), and digit anomalies, including short
fourth metacarpal bones, syndactyly, polydactyly, and radi-
ographic evidence of flame-shaped lucencies.2,8 Macrocephaly
and congenital craniofacial abnormalities, such as hyper-
telorism, frontoparietal bossing, “coarse” facies, and cleft
palate, are additional minor criteria for NBCCS.2,8

NBCCS in African-American Patients. NBCCS in
African-American patients is well-documented.11,12 Most major
features, including jaw cysts, palmar and plantar pitting, and
calcification of the falx cerebri, are common in African-
American NBCCS patients, but BCCs occur much less fre-
quently than in white patients.11,13 In one series, only 38 per-
cent of African-American NBCCS patients had at least one
BCC.8 Nonetheless, given the relative paucity of BCCs in these
patients, detection of a BCC in any African-American subject
should raise suspicion of NBCCS and prompt consideration of
further diagnostic evaluation.   

BCC in NBCCS
Presentation of BCC in patients with NBCCS varies consider-
ably from patient to patient. In one series, white NBCCS
patients with a history of BCC reported having had from one
to more than 1,000 BCCs, with an average of 62 per patient.8

As expected, age at time of evaluation influences this; patients

reporting just one BCC were either African-American or
younger than 21 years of age. Similarly, the appearance of BCC
lesions can vary significantly among NBCCS patients. BCCs
may resemble small milia on the face, “nevoid” papules, pedun-
culated acrochordon-like lesions, or larger aggressive
lesions.8,9,14 BCCs tend to occur more commonly at the face
and back than at the chest and upper limbs. 

Though  BCCs develop less frequently in covered areas,
including the abdomen, lower limbs, and perineum,2 com-
pared to the general population, NBCCS patients develop a
disproportionately high number of BCCs in protected body
regions. In one study, nine percent and 12 percent of BCCs
occurred on the trunk in women and men in the general pop-
ulation, respectively; in contrast, 38 percent and 32 percent of
BCCs developed on the trunk in women and men with
NBCCS.15 It is imperative to perform a thorough and complete
skin exam at each visit for NBCCS patients; newly acquired
skin lesions warrant suspicion for BCC.

Other Tumors in NBCCS
NBCCS patients are susceptible to developing tumors other
than BCC. Medulloblastoma, a childhood tumor of the brain,
and ovarian fibromas are associated with NBCCS. Up to five
percent of patients may have medulloblastoma, which typical-
ly represents the first neoplastic manifestation of NBCCS.9

Notably, they tend to occur at a younger age in NBCCS
patients (at a mean age of about two years) versus sporadic
medulloblastoma (about six years in sporadic cases).16

Evaluation for NBCCS should be considered particularly when
young children present with medulloblastoma. Conversely,
young children at risk for NBCCS (i.e., family history of
NBCCS) should be screened for medulloblastoma. 

NBCCS patients virtually always develop medulloblas-
tomas of the desmoplastic subtype, which portends a better
prognosis than other variants17,18 and favors better outcomes
compared to patients with sporadic tumors.18,19 Standard treat-
ment for medulloblastoma involves multiple modalities includ-
ing radiation therapy; thus NBCCS patients are susceptible to
developing multiple secondary tumors (such as BCCs and
meningiomas) within the field of radiation.8 It is imperative
that dermatologists closely monitor NBCCS patients treated
with radiation therapy for secondary BCCs to allow for early
and definitive treatment. 

Ovarian fibromas occur in 14 to 24 percent of female
NBCCS patients.2,8,9,20 These typically asymptomatic neoplasms
usually appear in the teenage years.8 However, ovarian fibromas
may cause chronic gastrointestinal or genitourinary tract symp-
toms secondary to mass effect, and occasionally torsion of a
fibroma can cause infarction of an ovary. These tumors do not
compromise fertility and only rarely undergo malignant trans-
formation.8.9 Nonetheless, pelvic ultrasound is recommended for
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pre-pubertal female NBCCS patients and those that become
symptomatic.8 Other tumor types that may be associated with
NBCCS, such as cardiac fibroma, occur much more rarely.

Management Of BCCs In NBCCS
Treatment of BCCs in patients with NBCCS can pose a signifi-
cant challenge. Surgical and destructive approaches, including
Mohs micrographic surgery, excision, electrodessication and cur-
retage, and cryotherapy—common methods for treating BCCs
in the general population—may be impractical for NBCCS
patients given the sheer numbers of BCCs and the potential for
marked morbidity and disfigurement resulting from multiple
treatments. A number of therapeutic alternatives for BCCs in
NBCCS have been described in the literature in recent years.

Topical Therapy. Several reports and studies have found
that topical imiquimod is effective for low risk, non-aggressive
variants of BCC in general. Pooled results from a number of
studies demonstrate a success rate of 87-88 percent for
imiquimod treatment of superficial BCCs in the short term.21

A handful of case reports describe results using topical
imiquimod to treat superficial and nodular BCCs specifically
in NBCCS patients. Although imiquimod cream 5% applied
daily for 18 weeks led to eradication of superficial BCCs in one
case, this regimen was less tolerable than surgery, given the
duration of treatment and severity of local inflammation.22

However, subsequent studies employing less frequent applica-
tion over shorter periods demonstrated effectiveness with only

mild side effects. In one report, four NBCCS patients applied
imiquimod cream 5% three to five times weekly over eight to
14 weeks, successfully clearing 13 of 17 superficial and nodu-
lar BCCs.23 Additional studies showed clearing of most super-
ficial BCCs and some nodular BCCs using a similar regimen
over a period of six to eight weeks, while lesions that did not
clear showed marked improvement.24,25

The retinoid tazarotene may be useful for topical treatment of
BCCs. In an initial study of 20 BCCs, daily application of
tazarotene gel 0.1% over five to eight months led to complete
response for 85 percent of superficial BCCs and 29 percent of
nodular BCCs (53 percent overall complete response rate); a par-
tial response was observed for all other treated BCCs.26 In a larg-
er study of 154 BCCs (108 superficial; 46 nodular BCCs), 31
percent showed complete healing. An additional 40 percent dis-
played greater than 50 percent regression in response to daily
application of tazarotene gel 0.1% over 24 weeks.27 Notably, less
differentiated BCCs demonstrated better response, while keratot-
ic BCCs were less responsive. Use of topical tazarotene to treat
numerous BCCs, specifically in NBCCS, has not been reported.

A number of reports have examined use of topical 5-fluo-
rouracil (5-FU) for BCCs in NBCCS patients.28,29,30,31 Although
topical 5-FU alone has been reported to clear superficial BCCs
in some NBCCS patients, lack of response of early lesions has
been described in others. Topical 5-FU may be more effective
when used in conjunction with other therapies. Daily applica-
tion of 5-FU with occlusion followed by cryosurgery cleared

Diagnosis and Treatment of NBCCS

42 Practical Dermatology October 2005 

Table 1. Diagnostic criteria for NBCCS
8

Diagnosis of NBCCS is based on the presence of at least two major 
criteria or one major and two minor criteria. (adapted from Kimonis, et al., 1997)

Major Diagnostic Criteria

• Basal cell carcinoma
-Multiple BCCs
-At least one BCC prior to 20 years of age

• Odontogenic jaw keratocysts

• Palmar/plantar pitting

• Bilamellar falx cerebri calcification

• Rib anomalies
-Bifid, fused, splayed ribs

• First degree relative with NBCCS

Minor Diagnostic Criteria

• Macrocephaly

• Congenital craniofacial malformations
-Cleft lip/palate, frontal bossing coarse facies, 
hypertelorism

• Skeletal anomalies
-Sprengel deformity, pectus deformity, syndactyly

• Radiological anomalies
-Vertebral abnormalities, hand/foot modeling 
defects or flame-shaped lucencies, sella turcica 
bridging

• Other tumor types
-Ovarian fibromas
-Medulloblastoma

                    



BCCs (predominantly superficial) in a subject with NBCCS.32

Similarly, combination therapy with topical 5-FU and
tretinoin provided successful long-term management of super-
ficially invasive BCCs in a child with NBCCS.33 Most lesions
regressed, while most residual tumors did not grow. Those that
grew or became more invasive were treated by shave excision
and curretage. Furthermore, this regimen prevented new BCCs
from developing, however, upon discontinuation of treatment
several new lesions appeared.

Intralesional Therapy. Widely studied for treatment of
sporadic BCC, intralesional interferon alpha generally has been
considered safe and relatively effective, but costly, for treating
BCC.34 However, few reports comment on its use in the con-
text of NBCCS. In one report, three small BCCs on the fore-
head of a patient with NBCCS were injected three times week-
ly with interferon alpha-2b (1.5 mIU) for three consecutive
weeks.35 Six weeks after the last injection, each tumor showed
decreased size and flattening, although complete regression was
not achieved for any lesion. In a second case report, a similar
regimen for interferon administration was used to treat three
BCCs in conjunction with a seven-week course of oral
isotretinoin (2mg/kg/day) in a patient with NBCCS.36

However, only one of three interferon-treated lesions regressed.
Given the expense, the paucity of studies, and overall modest
results, use of interferon alpha therapy for BCCs specifically in
NBCCS patients remains limited.

Laser and Photodynamic Therapy. Several case reports sug-

gest that CO2 laser therapy may be useful for treating BCCs in
NBCCS patients. A major advantage is the laser’s capacity to treat
multiple BCCs with minimal discomfort and scarring in a single
session. Separate case reports document successful treatment of
over 100 lesions at a time for NBCCS patients.37, 38 In addition to
demonstrated histological clearing of selected treated lesions, no
local recurrences were observed over 18 to 20 months of post-
treatment surveillance. Nonetheless, as CO2 laser may not be reli-
able for eradicating larger (>10mm) nodular BCCs,39 its use
should be limited to smaller and superficial BCCs in NBCCS.38

Further still, Doctoroff, et al., reported use of full-face CO2

laser resurfacing in a NBCCS patient after first treating numer-
ous visible BCCs by curettage and local laser ablation.40 The
patient achieved complete re-epithelialization within four
weeks. Although six BCCs developed within 10 months post-
treatment, no detectable lesions were evident at visits subse-
quent to this period. The authors suggest that this approach
offers the advantage of treating subclinical “precarcinomas,”
thus eradicating early, undiscernible tumors. 

Photodynamic therapy (PDT) is another effective alterna-
tive for treating multiple lesions in NBCCS patients. A recent
report documented results of treating wide areas (BSA of up to
20 percent treated in a single session) of BCCs in three children
with NBCCS using topical 5-aminolevulinic acid (ALA) PDT
with red light illumination,41 for up to three treatments.
Median responses (i.e., clearance of BCCs) to initial treatment
using a laser light source ranged from 82-90 percent, while
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Experimental Approaches to 
Treatment and Prevention of BCCs in NBCCS 

Evidence that the nonsteroidal anti-inflammatory, cyclooxygenase-2 (COX-2) inhibitor celecoxib
(Celebrex) may suppress colonic polyps and prevent colorectal cancer in familial adenomatous polyposis52

prompted interest in its potential for preventing BCCs in NBCCS. It is unclear whether information pertain-
ing to any protective effect of celecoxib against BCC development will be derived from data accumulated
during clinical studies, as they were discontinued after three and a half years in light of increased risk for car-
diovascular complications linked to celecoxib.53

New therapies based on the molecular biology of BCC may emerge in coming years. Several lines of evi-
dence indicate that unregulated activity of the Sonic HedgeHog (SHH) signaling pathway, commonly through
inactivation of the PTCH tumor suppressor gene, is central to BCC tumorigenesis.54,55,56 Recently identified
synthetic small molecule inhibitors of SHH signaling demonstrate anti-tumor activity in experimental models
for both medulloblastoma and BCC.57,58 

Alternatively, a proposed immunization strategy to prevent development of BCC has been described.59

Constitutive activation of SHH signaling induces expression of several specific target genes. Among these is
hedgehog-interacting protein (Hip1), which is highly expressed in BCCs, but not in other normal tissues.
Ptch+/- mice immunized with recombinant Hip1 polypeptides in an effort to mitigate development of BCCs
showed up to 42 percent fewer BCCs compared to untreated mice. These still very much experimental ther-
apies ultimately may prove effective for treating or preventing BCCs in NBCCS patients.

        



of superficial BCCs and 31 percent of nodular BCCs at the face,
while 67 percent of superficial BCCs on the lower extremities
cleared.42 All other lesions showed a partial response, with no new
BCCs detected in treated areas over eight months of follow up.  

Systemic Therapy. Several reports describe results of treat-
ment with systemic retinoids for BCCs in NBCCS patients. A
series of case studies involving single patients treated with
etretinate at an initial dose of 1mg/kg per day over several
months reported complete response rates for BCCs ranging
from 26-83 percent and combined complete and partial
response rates of at least 76 percent.43,44,45 In each case, develop-
ment of retinoid-associated side effects prompted dosing
reductions. Only one study commented on tumor regression at
lower doses of etretinate; a dose of 0.5mg/kg per day failed to
induce complete regression of any BCC tumor, while just nine
percent showed partial regression.45

A larger series by Peck, et al., studied 12 patients (five diag-
nosed with NBCCS) with numerous BCCs treated with
isotretinoin.46 Starting at 1.0mg/kg per day, the dose was
increased rapidly to each patient’s maximally tolerated dose and
continued for several months. Complete response rates for
BCCs ranged from zero to 38 percent for individual NBCCS
patients, while the combined complete response rate for all
patients was just 10 percent. However, a substantially higher
proportion of BCCs showed a partial response; 55-79 percent
of tumors showed either a complete or partial response among
individual patients. Decreasing the dose of isotretinoin proved
ineffective at inducing tumor regression. 

Taken together, these reports indicate that BCC response
rates to systemic retinoids may vary considerably among
NBCCS patients. In addition, two studies observed a correlation
between pre-treatment tumor size and clinical response; smaller
tumors were more likely to regress completely than larger
tumors.45,46 Moreover, high doses of systemic retinoids are
required to achieve any degree of BCC regression. Consequently,
retinoid-induced toxicities, including mucocutaneous side
effects, arthralgias, myalgias, liver function test abnormalities,
and hypertriglyceridemia may limit their use in many patients.
Based on these observations, high-dose retinoid treatment is gen-
erally not recommended for chemotherapy in NBCCS.46

However, given reasonably high rates of inducing at least partial
tumor regression, systemic retinoid therapy may serve some role
in reducing tumor size to facilitate surgical excision.45

Few reports discuss alternative systemic agents for BCCs in
NBCCS patients. A single report shows a NBCCS patient
responded to systemic chemotherapy with paclitaxel47 (19 infu-
sion cycles at three week intervals). Over the  subsequent 16
months, most pre-existing tumors resolved without evidence of
scarring; those that persisted showed signs of involution.
Moreover, no new lesions developed in this interval. No further
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BCC Susceptibility
Disorders Other Than

NBCCS 
Generally less common than NBCCS, additional dis-
orders clinically distinguishable from NBCCS mani-
fest increased susceptibility to multiple BCCs: 

Linear unilateral basal cell nevus (LUBCN). Rare
disorder predisposes to multiple BCCs, basaloid fol-
licular hamartomas (BFH), and comedonal and cys-
tic lesions in a limited unilateral distribution.60

Molecular studies ruled out a causative PTCH gene
defect in at least one LUBCN patient.61

Bazex-Dupre-Christol syndrome. Phenotypic fea-
tures include follicular atrophoderma, hypotrichosis
and development of multiple BCCs starting at an
early age. This disorder follows an X-linked pattern
of inheritance; linkage studies have mapped the
gene defect to chromosomal region Xq24-q27.62

Rombo syndrome. Findings include multiple BCCs,
trichoepitheliomas, vermiculate atrophoderma, milia,
hypotrichosis, peripheral vasodilation with cyanosis.63

Multiple hereditary infundibulocystic BCC.
Patients develop several BCCs of this histologic vari-
ant at the face as well the scalp, neck, back, trunk
and extremities.64 Genetic studies failed to implicate
inactivation of the PTCH gene in tumors. 

A nonsyndromic type of hereditary multiple BCC
displaying autosomal dominant inheritance of sus-
ceptibility to developing numerous SBCCs has been
described.65 Patients lack other features of NBCCS.

Clinical features and in some cases molecular
analysis distinguish these disorders from NBCCS,
indicating that there may be considerable genetic
heterogeneity among various BCC susceptibility dis-
orders. Consider alternative diagnoses such as
these in patients that have numerous BCCs yet lack
otherwise classic manifestations of NBCCS. Many
therapeutic and preventative measures covered may
be relevant to caring for such patients.

multiple treatments achieved overall response rates of 85-98
percent. Moreover, no new BCCs were observed in treated areas
over several years of follow-up. 

Similarly, use of topical ALA-PDT with a blue light source for
NBCCS patients  led to complete clinical clearing in 89 percent

                  



studies on use of paclitaxel for treating BCCs in NBCCS patients
have been published.

Prevention of BCC in NBCCS Patients
In addition to treating existing BCCs, preventing development of
new BCCs is an important component of NBCCS management.
Clearly, aggressive measures to promote sun protection, including
avoiding sun exposure, wearing protective clothing, and routine-
ly applying high SPF sunscreen, are essential. Frequent follow up
combined with aggressive treatment of small, early lesions may be
very effective for eradicating BCCs before they progress to a point
requiring more involved, disfiguring treatments. We have found
aggressive use of cryotherapy to treat any small, early growths
every two to three months markedly limits development of frank
BCCs that require biopsy and surgical excision.48

In addition to these measures, systemic and topical agents
may be considered as part of a multidisciplinary approach for
prophylaxis against development of BCCs. Despite a limited role
for chemotherapy to treat BCCs, systemic retinoids show greater
promise for chemoprevention of BCCs in NBCCS. In several of
the studies discussed above, reduction of the dosing of either
isotretinoin or etretinate after an initial period of high dose treat-
ment effectively prevented development of new BCCs.43,44,45,46 In
all cases, doses ranged between 0.25-1.0mg/kg per day.
However, BCCs recurred after discontinuing treatment. 

In another report, twins with NBCCS were initially treated
with isotretinoin 0.4mg/kg per day.49 The dose was subsequent-
ly reduced to 0.2mg/kg per day for one twin. Although the high-
er dose effectively prevented BCCs in both twins, BCCs
occurred at a much higher rate in the one twin subsequent to
dose reduction. Taken together, these observations indicate that
systemic retinoids above a minimal threshold level must be used
continuously to achieve effective chemoprevention of BCCs in
NBCCS patients. However, the risk of side effects warrants care-
ful consideration prior to initiating treatment with long-term
systemic retinoids and may limit practical use of this strategy.

Alternatively, topical retinoids show promise for chemopre-
vention of BCC. In experimental studies on heterozygous Ptch-
deficient mice (Ptch+/- mice, i.e., mice engineered to have a gene
defect equivalent to NBCCS patients) exposed to either UV or
ionizing radiation, those regularly treated with topical tazarotene
cream 0.1% developed remarkably fewer and smaller BCCs
compared to controls treated with vehicle alone.50 Ongoing clin-
ical studies seek to determine whether topical tazarotene may
have a similar preventive effect and useful adjunctive role for
prophylaxis against BCCs in NBCCS patients.51

Suspect, Evaluate, Treat, and Follow-up
It is critical for dermatologists to be aware of the major and minor
clinical findings in NBCCS and suspect this diagnosis in young

individuals with multiple BCCs. Suspicion of NBCCS should
prompt a detailed history (including family history) and physical
examination for major and minor clinical features of this disor-
der. Radiologic studies, including chest X-ray, skull films, panorex
films, spine films, and hand X-rays help establish the diagnosis
(Table 1). Referral to a medical geneticist is important for genet-
ic counseling as well as coordination of further evaluation and
monitoring for non-dermatologic features of NBCCS.66

Note that presentation of BCC may vary significantly in the
context of NBCCS. The tendency to develop BCCs may differ
greatly among NBCCS patients, resulting in considerable vari-
ation in numbers of BCCs. BCCs may display a wide range of
clinical presentations and mimic other dermatologic lesions,
particularly in the pediatric population. Moreover, tumors rep-
resenting the full spectrum of BCC histologic variants may
occur. BCCs may develop at any body site, including sun-pro-
tected regions, such as the perineum. It is imperative to exam-
ine all skin surfaces carefully and maintain a high level of sus-
picion of BCC for any new skin growth. 

A wide range of available therapeutic alternatives may treat
and prevent BCCs in NBCCS patients. Though highly effec-
tive, surgical modalities may be impractical for treating all
lesions and may lead to significant disfigurement. Topical
agents, such as imiquimod and tazarotene, and destructive
methods, including laser treatment and PDT, generally achieve
high response rates for superficial BCCs, but may be less effec-
tive for nodular BCCs. Although of limited value for treat-
ment, low dose retinoids can be useful for chemoprevention of
BCCs in NBCCS patients. Carefully weigh potential benefits
against the risk of severe side effects associated with long-term
use of systemic retinoids and the likelihood of BCC recurrence
after discontinuing treatment. Alternatively, pre-clinical studies
show efficacy for topical tazarotene for chemoprevention of
BCCs. Although diffuse application of a topical chemopreven-
tive agent may be impractical, use on the face (and perhaps
other sun exposed areas) may reduce the incidence of BCC and
limit the need for potentially disfiguring surgeries. Novel
experimental approaches based on the molecular biology of
BCC hold further promise for prevention and treatment. 

Many factors, including number, location, size, and histolog-
ical subtype of BCCs, influence therapeutic approaches for
NBCCS patients. Rarely is a single option ideally suited to treat
all BCCs for a given patient; rather, a combination of modalities
may provide adequate clearance of lesions while minimizing mor-
bidity.35 Clearly, early detection and treatment of BCCs are criti-
cal. Frequent dermatologic follow up (every two to three months)
and careful, comprehensive skin examination are important com-
ponents of any approach to care for NBCCS patients.
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