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Experts on Call
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Answers to your questions
from our medical experts

Reliability of the CHADS2 Score

Is the CHADS2 score reliable in atrial fibrillation? We sometimes find an
intracardiac thrombus when the CHADS2 score is zero.
Submitted by: Anonymous

?
The CHADS2 score is the most clinically useful
tool to estimate the risk of thromboembolism in
a patient with nonvalvular atrial fibrillation. The
risk factors of heart failure, hypertension, age
> 75 years and diabetes are assigned one point
each, and prior stroke/transient ischemic
attack or arterial embolism are each assigned
two points. Patients with a score ≥ 2 have an
annual stroke risk of > 5% per year and gener-
ally should be anticoagulated with warfarin.

It is important to emphasize that this score is
applicable to patients with nonvalvular atrial
fibrillation. Patients with atrial fibrillation who
have mitral stenosis, prosthetic valve, hyper-
thyroidism, hypertrophic cardiomyopathy, or
recent myocardial infarction are at a higher risk
for stroke and should be anticoagulated
regardless of their CHADS2 score.

Answered by: Dr. Bibiana Cujec

Neutropenia, a low neutrophil count below the lab-
oratory reference range, can occur in the general
population, because statistically 2.5% of the pop-
ulation will be excepted to have values below this
“normal” range. Further, in certain ethnic popula-
tions, such as individuals with African back-
grounds, the population neutrophil range is gener-
ally lower. If this is an infant or child with severe
bacterial infections, severe congenital neutrope-
nia, also known as Kostmann’s syndrome, should
be considered. If the neutropenia has a cyclic
pattern with a 21-day periodicity, a hereditary
condition called cyclic neutropenia should be

considered. In all patients, a careful review of med-
ications is important as numerous medications,
from antibiotics to antipsychotic medications, can
cause neutropenia. Other causes include infec-
tions, immune diseases, connective tissue dis-
eases, and underlying bone marrow disorders and
malignancies. The history, the rest of the CBC, and
the pattern and progression of neutropenia will
dictate the urgency and the type of further investi-
gations required.

Answered by: Dr. Cyrus Hsia
Dr. Leonard Minuk

? Is there anything to be done about neutropenia found on a routine blood draw?
The patient feels well and there are no other abnormalities.
Submitted by: Gail Dangoor, MD, Thornhill, Ontario

Neutropenia on Routine Blood Draw
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Treatment for Post-nasal Drip and Allergic Rhinitis

What is the best treatment for post-nasal drip and allergic rhinitis not
responding to nasal steroids and antihistamines?
Submitted by: Ahmed Ahmed, MD, Halifax, Nova Scotia

?
What may be surprising to some is that glands in
the lining of the nose and throat produce
between 1 and 2 L of mucous each day.
Normally, you don't notice this because it drifts
harmlessly down the back of your throat and is
swallowed. It is only during those times when
the body produces more thin mucous, or when
the mucous is thicker, that it becomes notice-
able. Additional symptoms of postnasal drip
include a sore, irritated throat and swollen ton-
sils, which may cause discomfort or the feeling
that there is a lump in the throat. Treatment
depends on the underlying cause.

If allergic rhinitis is a likely diagnosis, avoid-
ance of relevant allergens is important, and
assessment by an allergist may be helpful.
Immunotherapy may also be an option. Over-
the-counter antihistamines can be used. Use of
newer, nonsedating antihistamines offers the
benefit of prolonged coverage, while avoiding
the potential effects of drying and thickening of
postnasal secretions that may be seen with
older sedating antihistamines. Phenylephrine is
the most common oral decongestant, but effica-
cy studies are lacking. Nasal spray deconges-
tants include those containing phenylephrine,
naphazoline, oxymetazoline, or xylometazoline.
These may be helpful, but they should not be
used for more than one to two weeks, as they
may cause congestion to worsen when used on
a regular basis. Nasal corticosteroids are usual-
ly effective, and oral steroids are rarely required
for severe acute rhinitis but may be necessary
on occasion in cases of chronic sinusitis, espe-
cially when polyps are present.

Bacterial infections (characterized by puru-
lent secretions) are treated with antibiotics. In
cases of chronic sinusitis, surgery to open
the blocked sinuses may be required.
Gastroesophageal reflux can cause post-nasal
drip and is treated by elevating the head of the
bed, avoiding foods and beverages for two to
three hours before bedtime, and eliminating
alcohol and caffeine from the daily diet. Antacids
and drugs that block stomach acid production
may be prescribed. If these are not successful, a
PPI can be prescribed. Trial treatments are usu-
ally suggested before x-rays and other diagnos-
tic studies are performed.

General measures that allow mucus secre-
tions to pass more easily may be recommended
when it is not possible to determine the cause.
Many people, especially older persons, need
more fluids to thin out secretions. Drinking more
water, eliminating caffeine, and avoiding diuret-
ics may help. Mucous-thinning agents, such as
guaifenesin, may also thin secretions. Nasal irri-
gation may alleviate thickened mucous. This can
be performed two to four times a day with a
nasal saline douche device. Use of simple saline
nasal spray to moisten the nose may help, as
may the use of a vaporizer or humidifier to
increase moisture in the air.

If these measures do not help the post-nasal
drip, further evaluation by an otolaryngologist or
allergist may be required; this may include CT
scanning, x-rays, and other tests.

Answered by: Dr. Tom Gerstner
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A mucocele usually presents as a bluish, translu-
cent swelling in the mouth and is most commonly
found on the lower lip. It is caused by extravasat-
ed mucin from a ruptured salivary gland, which
most commonly occurs after trauma.

Incision and drainage would confirm the diag-
nosis, as mucinous material would be seen exud-
ing from the lesion. However, most mucoceles
recur after simple incision and drainage, and,
therefore, surgical excision is the treatment of

choice. There are reports of treatment with laser
ablation, cryosurgery, and electrocautery, but,
because the oral mucosa heals so well, I would
recommend referral to an oral surgeon or ENT
specialist for surgical excision if the lesion is both-
ersome to the patient or if there is any doubt about
the diagnosis.

Answered by: Dr. Richard Haber

? What is the best way to deal with a mucocele in the oral cavity in an office
setting? Would incision and drainage be appropriate? When does the patient
need to be referred?
Submitted by: Sara Rudge, MD, Burlington, Ontario

Treating a Mucocele in the Oral Cavity
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The American College of Rheumatology (ACR)
Fibromyalgia 1990 Classification Criteria relied
on the physical examination of 18 predefined
tender points as a means of diagnosing
fibromyalgia. While validated and used in spe-
cialty clinics, these criteria have not been fully
embraced in primary care for logistical reasons
and/or physician inexperience, and they are
often not used in making the diagnosis of
fibromyalgia. In addition, from an evolving
pathophysiological viewpoint, fibromyalgia is
now best described as a central pain sensitiza-
tion disorder, where muscular pains are due to
faulty pain perception, rather than to a periph-
eral disease. Central symptoms of fatigue,
depression, sleep disturbance, and somatiza-
tion contribute significantly to the disease and
its diagnosis. As such, in 2010 a preliminary set
of ACR diagnostic criteria for fibromyalgia was
published that fully encompasses global symp-
toms and is more suitable to the primary care
setting where a tender point exam is not always
feasible.1

Patients are asked if they have had pain in
any of the following areas (bilaterally) over the
last week: lower arms, upper arms, shoulders,
jaws, hips, upper legs, lower legs, chest,
abdomen, upper/lower back, and neck; the
number of affected areas are then summed up

for a total score out of 19, called the wide-
spread pain index (WPI). A symptom severity
(SS) scale score is also used where patients are
questioned about fatigue, waking up unre-
freshed, and the severity of these symptoms is
rated as mild, moderate, or severe (score one
to three respectively). A global assessment of
severity of somatic symptoms in general (score
one to three) is also done. The patient satisfies
the diagnostic criteria if WPI ≥ 7 and SS score
≥ 5 or if WPI = 3 to 6 and SS score ≥ 9, provid-
ed the symptoms have been present for at least
three months and other organic causes have
been excluded. These criteria were validated in
829 patients with prior fibromyalgia, and they
correctly classified 88.1% of cases, fulfilling the
1990 ACR classification criteria without the
need for physical exam or tender point deter-
mination. Although preliminary, rheumatolo-
gists are starting to adopt these criteria as they
provide for a more comprehensive and efficient
diagnosis.

Reference
1. F Wolfe, D Claw, MA Fitzcharles, et al: The American College of

Rheumatology Preliminary Diagnostic Criteria for Fibromyalgia and
Measurement of Symptom Severity. Arthritis Care Res 2010. 62(5):
600–610.

Answered by: Dr. Michael Starr and
Dr. Alex Tsoukas

Diagnosing Fibromyalgia

Is the tender point examination for fibromyalgia outdated now? What is the new
preferred system for fibromyalgia diagnosis?
Submitted by: David Saul, MD, North York, Ontario

?



Experts on Call

Candidates for GLP-1 Analogues

Who are the best candidates for GLP-1 analogues?
Submitted by: Miguel Imperial, MD, Vancouver, British Columbia?

GLP-1 analogues (liraglutide and exenatide) are
new subcutaneous therapies that are used to
treat type 2 diabetes mellitus in the incretin
class and that don’t cause hypoglycemia. The
ideal candidate is an obese patient with type 2
diabetes mellitus that is early in its course with
mild to moderate hyperglycemia. These should
be used as add on therapy to metformin and/or
sulfonylureas or as monotherapy if the patient
is intolerant to metformin/sulphonylurea. They

should not be used in patients with gastropare-
sis, a history of pancreatitis, or medullary thy-
roid carcinoma. Currently, GLP-1 analogues are
not indicated with insulin or type 1 diabetes
mellitus, but studies are ongoing in these
patients to assess the efficacy and safety of
these therapies.

Answered by: Dr. Ally Prebtani
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Third Add-on Strategy for Lowering LDL

What is the best third add-on strategy to lower LDL cholesterol if a statin and
ezetrol do not meet target?

Submitted by: Ed Papp, MD, Edmonton, Alberta
?

The evidence for adding a third agent is very
scant. In fact, adding even a second agent to
statin therapy doesn’t have very compelling
evidence in reducing cardiovascular outcomes,
despite a reduction in LDL. All in all, statins

should be first line therapy in reducing cardio-
vascular outcomes based on their evidence,
efficacy, and safety profile.

Answered by: Dr. Ally Prebtani

Wheezes and Rhinosinusitis

Can wheezes heard in the chest be a sign of rhinosinusitis?

Submitted by: Saida Marrat, MD, Toronto, Ontario?
New Canadian Clinical Practice Guidelines
were published in 2011 for acute rhinosinusitis
(ARS) and chronic rhinosinusitis (CRS).1 The
etiology of ARS usually relates to infection of
the nasal and sinus mucosa; whereas, the eti-
ology of CRS is a more complex inflammatory
process in which bacterial infection may play a
contributing role. Typical symptoms of this
common condition include facial pain and full-
ness, nasal obstruction, nasal discharge, and
abnormal sense of smell, with or without asso-
ciated headache, halitosis, dental pain, cough,
and ear pain. Wheeze is not usually a sign
associated with ARS or CRS; its presence
requires further explanation. For example, an

acute viral respiratory tract infection can
cause both ARS and acute bronchiolitis (with
wheeze); allergy may be the mechanism
responsible for mucosal inflammation in CRS,
and it can be associated with asthma (with
wheeze). In fact, up to 40% of patients with
CRS have asthma.1 Therefore, wheezes heard
in the setting of ARS or CRS should prompt
consideration of an associated condition or
provide insight into the etiology of the upper
airway mucosal inflammation.

Reference
1. Desrosiers M, Evans G, Keith PK, et al: Canadian Clinical Practice

Guidelines for Acute and Chronic Rhinosinusitis. Allergy Asthma Clin
Immunol 2011; 7(1):2.

Answered by: Dr. Paul Hernandez
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Safe Heartburn Therapy in Pregnancy

What medications are safe in pregnancy for severe heartburn?

Submitted by: H. Gooden, MD, The Pas, Manitoba?
The smooth muscle relaxation as well as the
increased intra-abdominal pressure that occur
during pregnancy predisposes prepartum
women to gastroesophageal reflux. Minimal
therapy for gastroesophageal reflux consists
of lifestyle modification: elevating the head of
the bed, eating small, frequent meals, and
refraining from eating at least three hours prior
to bedtime. Nonsystemic drug therapy with
antacids should be the initial drug therapy if
there is no response to lifestyle modifications.
Animal studies have not observed teratogenic
effects from ingestion of antacids during preg-
nancy. A common adverse effect of antacids is
interference with iron absorption. If excessive
sodium bicarbonate is ingested, metabolic
alkalosis and fluid overload in both fetus and
mother may occur. Sucralfate is likely safe,
because this drug is not absorbed.

The greatest success with pharmacologic
acid-suppressive therapy in pregnant women
has been with the H2-receptor antagonists ran-
itidine and cimetidine, which appear to be safe

during pregnancy. The efficacy of ranitidine
(150 mg p.o., b.i.d.) was demonstrated in a
placebo-controlled, double-blind trial of 20
pregnant women whose heartburn was refrac-
tory to conservative measures; heartburn
severity was reduced by 44% compared to
placebo.1

There have been fewer investigations into
using PPIs (e.g., omeprazole, lansoprazole,
pantoprazole) during pregnancy, but they are
probably safe. A meta-analysis of seven stud-
ies (involving a total of 1,530 exposed and
133,410 nonexposed pregnant women) found
no significant difference in the risk for major
congenital birth defects, spontaneous abor-
tions, or preterm delivery.2

References
1. Larson JD, Patatanian E, Miner PB Jr, et al: Double-blind, Placebo-

controlled Study of Ranitidine for Gastroesophageal Reflux Symptoms
During Pregnancy. Obstet Gynecol 1997; 90(1): 83–87.

2. Gill SK, O’Brien L, Einarson TR, et al: The Safety of Proton Pump
Inhibitors (PPIs) in Pregnancy: A Meta-analysis. Am J Gastroenterol
2009;104(6):1541–1545.

Answered by: Dr. Victoria Davis
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Latest Prophylaxis for Migraine

What is the latest prophylaxis for migraine?

Submitted by: Debra De Rubeis, MD, Hamilton, Ontario?
There are several medications that can be used
for the prophylaxis of migraine. Among these, β-
blockers, including atenolol 25 to 100 mg b.i.d.,
metoprolol 50 to 100 mg b.i.d., and propranolol
80 to 160 mg q.d. to b.i.d. daily have long been
known. There exists significant evidence to sup-
port their efficacy. Amitriptyline at a dose of 10 to
150 mg q.h.s., is also commonly used; although,
evidence supporting use of other tricyclics and
antidepressants is not as strong. Topiramate 25
mg to 50 mg b.i.d. is also effective for the prophy-
laxis of migraine. Although the list of drugs used in
refractory migraines is quite long, the use of botu-
linum toxin for the prophylaxis of migraine has sig-
nificanty increased recently. Botulinum toxin injec-
tions are administered into pericranial muscles,

such as the supercilli, procerus, frontalis, tempo-
ralis, occipitalis, trapezius, and cervical paraspinal
muscles. The injections are given at three month
intervals and show good efficacy. A combination
of different medications may be used as long as
there are no drug interactions or side effects.

Resources
1. Rana AQ: A Synopsis of Neurological Emergencies. Authorhouse,

Bloomington, Indiana, USA, 2009. 67–68.
2. Modi S, Lowder D: Medications for Migraine Prophylaxis. Am Fam
Physician. 2006; 73(1):72–78.

Answered by: Dr. Abdul Qayyum Rana and
Mr. M.A. Rana

Metformin and Hirsutism

Can metformin help decrease hirsutism in polycystic ovary syndrome (PCOS)?
Submitted by: Charles Lynde, MD, Markham, Ontario?

Metformin has a very modest effect on reducing
hirsutism in PCOS. Birth control pills and anti-
androgen agents, such as spironolactone, in
addition to lifestyle measures, such as weight
loss, are much more effective for this symptom.

Answered by: Dr. Ally Prebtani
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Nonsexually Transmitted Vulvar Ulcers

What are the causes of nonsexually transmitted ulcers? How should they be
treated? How should they be investigated?
Submitted by: Ljubica Nedimovic, MD, Kitchner, Ontario

?
Infection is the most common cause of vulvar
ulcers. Serologic studies and culture will rule
out infectious etiologies. In patients who have
travelled to tropical areas, vulvar manifesta-
tions of a tropical disease should be consid-
ered. Such infections may or may not be trans-
mitted sexually.

Underlying systemic diseases may present
with ulceration of the vulva. Hidradenitis sup-
purativa commonly occurs in the genital and
perianal regions with skin ulceration, as well as
comedones, fistulae, cysts, and nodules.
Behçet’s disease requires the presence of
recurrent oral ulceration, in the absence of
other clinical explanations, and two of the fol-
lowing: recurrent genital ulceration, eye lesions,
skin lesions, and/or a pathergy test. Crohn’s
disease has a tendency to cause linear fissures
in the genital folds (knife cut sign). Lesions may
be contiguous with the rectum or metastatic
from involved bowel. The Epstein-Barr virus
can affect virtually any organ system and has
been associated with diverse disease manifes-
tations, including genital ulceration.

Malignancy should also be considered in the
differential diagnosis of vulvar ulceration.
Biopsy of the lesion, laboratory and imaging
studies, as well as a thorough history and
physical examination, will aid in diagnosis.

General principles in the treatment of vulvar
disease are good vulvar hygiene and the avoid-
ance of potential vulvar irritants, such as soap.

Symptomatic relief of pruritus, burning, and/or
stinging may be achieved with lukewarm baths,
lasting 10 to 20 minutes each, two to three
times per day. Solutions used include tap water
with baking soda, salt, or colloidal oatmeal.
Soaks debride crust and restore the physiolog-
ical environment; however, care should be
taken to avoid over-drying or macerating the
skin. Vulvar skin should be gently patted dry
after each soak. Lubricants create a moisture
barrier and should be applied immediately after
soaking to retard evaporation and prolong the
soothing effect. Options include petrolatum,
olive oil, hydrogenated vegetable oil, and vita-
min A and D ointment. Topical analgesics (e.g.,
lidocaine, pramoxine) and oral antihistamines
(e.g., diphenhydramine, fexofenadine) may pro-
vide additional relief from pain and pruritus.
Topical antihistamines should be avoided,
as they cause allergic contact dermatitis.
Disorders that may benefit from immunomodu-
lating medications (glucocorticoids, tacrolimus,
pimecrolimus, imiquimod, cyclosporine, aza-
thioprine, or methotrexate) include Behçet’s
disease and Crohn’s disease. If the clinician is
not experienced in the use of these medica-
tions, coordinating care with a vulvar or derma-
tology specialist is helpful.

Reference
1. Foster DC: Vulvar Disease. Obstet Gynecol 2002; 100(1):145–163.

Answered by: Dr. Victoria Davis
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Even a normally functioning aortic prosthesis
has a small gradient at rest and is intrinsically
mildly stenotic. Increased cardiac output dur-
ing exercise can result in a significant increase
in the aortic gradient, particularly if the pros-
thesis is small for the patient’s body surface
area (i.e., prosthesis-patient mismatch). This
would increase cardiac work disproportionate-
ly. Patients with aortic valve disease are also
more likely to have an associated aortopathy
and are at risk for aortic dissection. Surges in
blood pressure, such as those that occur with
static exercise, should be avoided.

Another factor to consider is whether the
patient is anticoagulated. If so, contact sports
should be avoided.

I recommend that patients with aortic pros-
thesis do dynamic exercise (such as walking,
jogging, swimming, cycling) and avoid strenu-
ous static exercise (such as weight lifting). The
36th Bethesda Conference recommends no
more than low to moderate static and dynamic
competitive sports in patients with normally
functioning valvular prostheses and normal
ventricular function.1

Reference
1. Bonow RO, Cheitlin MD, Crawford MH, et al: 36th Bethesda

Conference on Eligibility Recommendations for Competitive Athletes
With Cardiovascular Abnormalities Task Force 3: Valvular Heart
Disease. J. Am Coll Cardiol 2005; 45(8):1334–1340.

Answered by: Dr. Bibiana Cujec

Post-operative Exercise Restrictions

What kind of restrictions do you recommend, if any, for strenuous exercise and
target heart rate following aortic valve replacement?
Submitted by: Blaise Clarkson, MD, Toronto, Ontario

?
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Diagnosis and Treatment for Ankylosing Spondylitis

Please discuss spondylitis. Which parameters should be checked? How is it
diagnosed and treated?
Submitted by: Sylvie Gill, MD, Sorel-Tracy, Québec

?
Ankylosing spondylitis is a chronic autoimmune
inflammatory disease of the axial skeleton,
which usually begins in young adults
(male:female 3:1) between 20 and 40 years-of-
age. Patients have inflammation of the interver-
tebral ligaments, which causes the formation of
syndesmophytes (bony growths within a liga-
ment) and eventual fusion of the vertebrae.
Patients develop progressive limitation in range
of motion of the spine and sacroiliac joints.
Other common features of ankylosing spondyli-
tis include peripheral arthritis, enthesitis, and
uveitis.

Spondylitis is suspected when a younger
patient (usually under the age of 45) describes
insidious onset back pain at least three months
duration, which suggests an inflammatory pat-
tern: prolonged morning stiffness and improve-
ment of pain with exercise. If this is the case,
serotyping for HLA-B27 may be done, as 90%
of patients with ankylosing spondylitis will test
positive. Initial investigations should also
include a CRP and ESR to look for ongoing
inflammation and plain films of the sacroiliac
joints to look for signs of sacroiliitis. If imaging

shows SI joint involvement, the likelihood of
having ankylosing spondylitis is very high. If
there is a high clinical suspicion, but no clear
findings on x-ray, an MRI of the SI joints (with
short TI inversion-recovery [STIR] sequences)
will help to identify early disease prior to it being
seen on x-ray.

First-line treatment of spondylitis is an
NSAID (e.g., naproxen 500 mg b.i.d.) on a regu-
lar schedule. If ineffective, another NSAID or
coxib should be tried. If the patient is still hav-
ing high disease activity three months after
trying at least two NSAIDS, the next step would
be to use an anti-TNF-α agent, which is effec-
tive for axial and peripheral disease. Lifestyle
modifications, such as smoking cessation,
exercise, and physiotherapy should also be
strongly encouraged to help improve functional
outcomes.

Reference
1. Rudwaleit M, van der Heijde D, Khan MA, et al: How to Diagnose Axial

Spondyloarthritis Early. Ann Rheum Dis 2004; 63(5):535–543.

Answered by: Dr. Michael Starr and
Dr. Alexander Tsoukas



The Canadian Journal of Diagnosis / February 201234

Experts on Call

Vicks VapoRub and Onychomycosis

Does Vicks VapoRub help with onychomycosis?
Submitted by: James C. Maytham, MD, Kingsville, Ontario?

Thank you for this question. I was not aware of
this lay therapy until preparing a response to the
question.

In general, topical therapy is not very effective
for onychomycosis, and often systemic therapy
is necessary to get a complete cure (i.e., both
clinical and mycologic cure).

Vicks VapoRub contains the following active
ingredients: 4.8% camphor, 2.6% menthol, and
1.2% eucalyptus oil; it also contains the follow-
ing inactive ingredients: cedar leaf oil, nutmeg oil,
special petrolatum, thymol, and turpentine oil.

An in vitro study looked at the ability of these
ingredients to suppress growth of several der-
matophytes that can produce onychomycosis as
well as several types of yeast.1

This study found that camphor, menthol, thy-
mol, and eucalyptus oil (citriodora) were the most
efficacious components of Vicks VapoRub
against the test organisms. The conclusion of
this study was that in the tested concentrations,
these compounds have the potential to be effec-
tive in controlling onychomycosis.

In a nonrandomized, nonblinded clinical study
of patients older than 18 years with clinical ony-
chomycosis of at least one great toenail, Vicks
VapoRub was applied to the affected nail by the
participants at least once a day.2 The primary
outcome was mycological cure at 48 weeks and
clinical cure. Patient satisfaction with the treat-
ment was a secondary outcome.

Of the 18 participants, 15 (83%) showed a
positive treatment effect. Five (27.8%) had a
mycological and clinical cure at 48 weeks, 10
(55.6%) had partial clearance, and three (16.7%)
showed no change. All 18 participants rated their
satisfaction at the end of the study as either sat-
isfied (nine patients) or very satisfied (nine
patients). The authors acknowledged the weak-
nesses of this study, including the small sample
size, lack of a control group, and variability of the
nail pathogens. They concluded that future stud-
ies are required for proof of efficacy.

At the present time, there is insufficient evi-
dence to recommend this treatment. However,
the findings are interesting, and there does
appear to be some scientific basis to using this
compound or some of its components to treat
onychomycosis. Also, aside from a risk of an irri-
tant or allergic contact dermatitis from the vari-
ous ingredients, treatment seems to be innocu-
ous. Hopefully future, properly conducted trials
of either the parent compound or its individual
ingredients will establish the merit of this therapy.

References
1. Ramsewak RS, Nair MG, Stommel M, et al: In vitro Antagonistic

Activity of Monoterpenes and Their Mixtures Against “Toe Nail
Fungus” Pathogens. Phytother Res 2003; 17(4):376–379.

2. Derby R, Rohal P, Jackson C, et al: Novel Treatment of Onychomycosis
Using Over-the-counter Mentholated Ointment:A Clinical Case Series.
J Am Board Fam Med 2011; 24(1):69–74.

Answered by: Dr. Richard Haber
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Investigating Bell’s Palsy

How is Bell’s palsy investigated?
Submitted by: Danielle Fisch, MD, Canton-De-Hatley, Québec?

Usually no specific laboratory test is required to
diagnose Bell’s palsy. The diagnosis of Bell’s palsy
is made by inspecting the face and asking the
patient to make wrinkles in his or her forehead (i.e.,
frowning or lifting eyebrows, closing both eyes,
and giving a big smile or showing teeth). Findings
of Bell’s palsy include a lack of wrinkles in the fore-
head, difficulty closing the eye, and flattening of
the nasolabial fold on the side of facial palsy. There
are no sensory findings on the face and there are
no motor or sensory findings on any side of the
body. It is important to note that both the upper
and lower face are involved in Bell’s palsy.
Nerve conduction studies/electromyography

(NCS/EMG) can help confirm the diagnosis of
facial nerve involvement, but they are usually not
required. Other conditions, such as stroke, infec-
tions, and tumours, can cause facial palsy, but
clinical features are helpful to differentiate these
conditions. Patients usually start noticing improve-
ment of facial weakness after a couple of weeks,
or even earlier in some cases, which is reassur-
ance that the diagnosis of Bell’s palsy is correct. If
there is no recovery in 10 to 12 weeks time, brain
imaging, such as MRI or CT may be needed to rule
out other possible causes.

Answered by: Dr. Abdul Qayyum Rana
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Managing Elevated Creatine Kinase

How should we deal with a persistently elevated CK without statins or ongoing
cardiac symptoms?

Submitted by: Christine G. Millman, MD, Alexandria, Ontario
?

Creatine kinase (CK) is found mainly in skeletal
muscle. It is elevated in muscle diseases, such
as inflammatory myopathies and rhabdomyoly-
sis. Any kind of muscle trauma results in CK
elevation. CK may also be elevated in patients
following strenuous exertion and may or may
not be associated with muscle soreness.
Occasionally hypothyroidism may result in CK
elevation. Asymptomatic elevations in creatine
kinase occur more frequently in darker skinned
individuals and manual workers. CK elevation

may precede symptoms of a myopathy (i.e.,
weakness and myalgias).

When I have a patient who has an elevated
CK, I repeat the serum CK after a few weeks and
see whether I can identify any muscle trauma. If
it is persistently elevated (> 10 times the upper
limit of normal), I consider referral to a neurolo-
gist. A muscle biopsy may be indicated for diag-
nosis of a myopathy.

Answered by: Dr. Bibiana Cujec

Pityriasis alba is an idiopathic dermatitis that usu-
ally presents with asymptomatic, hypopigmented,
ill-defined patches on the face and forearms. It
may demonstrate surface scale, but this is not
always seen. It represents a low grade dermatitis
with secondary post-inflammatory hypopigmenta-
tion. It is most common in children and is often
seen associated with atopic dermatitis.

The differential diagnosis is often pityriasis
versicolor (which is very unusual on the face)
and vitiligo. When in doubt, these diagnoses are
easily excluded by doing a scraping for KOH,
which would be negative or by using a Wood’s
light, which would show that the patches were

hypopigmented and not depigmented (as seen in
vitiligo).

Pityriasis alba is easily treated with a mild topi-
cal corticosteroid, such as 1% hydrocortisone
acetate cream b.i.d. or a topical calcineurin
inhibitor, such as 1% pimecrolimus cream b.i.d. By
treating the underlying mild inflammation, the
hypopigmented patches will spontaneously repig-
ment with time. However, patients must be told
that it can take two to three months for repigmen-
tation to occur, even after appropriate therapy.

Answered by: Dr. Richard Haber

Treatments for Pityriasis Alba

What are effective treatments for pityriasis alba?
Submitted by: Nafisa J. Aptekar, MD, Brampton, Ontario?
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Determining a Central Cause for Vertigo

In a patient presenting with vertigo and nausea, how do you rule out a central
cause?
Submitted by: Gloria Huang, MD, Vancouver, British Columbia

?
Vertigo can be due to peripheral or central causes.
Central causes should be carefully ruled out, par-
ticularly if there is history of cerebrovascular risk
factors. Central vertigo, due to brain stem or cere-
bellar ischemia, usually lasts for 20 minutes to 24
hours and is often associated with other brainstem
signs and symptoms, such as double vision,
dysarthria, dysphagia, focal motor or sensory find-
ings, and autonomic symptoms. Patients with
cerebellar pathology have difficulty ambulating
during acute episodes of vertigo and have dysdi-
adochokinesia and limb and gait ataxia. On phys-

ical examination in central causes, nystagmus is
usually purely vertical, does not show any latency,
and does not extinguish with provocative
manoeuvers. The serious central causes of vertigo
include brainstem or cerebellar vascular lesions,
demyelination, and acoustic neuroma or other
tumours. Migraine, however, is the most common
cause of central dizziness in which physical exam-
ination is usually normal.

Resource
1. Rana AQ: A Synopsis of Neurological Emeregencies. Authorhouse,

Bloomington, Indiana, USA, 2009. 29–41.
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When to Use hsCRP

In a patient with no identified risk factors, is there any reason to perform an
hsCRP?
Submitted by: Renu Bajaj, MD, Waterloo, Ontario

?
I do not routinely use hsCRP to determine cardio-
vascular risk. I primarily use the Framingham risk
score to base recommendations for lipid lowering
therapy in patients without known vascular dis-
ease. However, in the JUPITER study of almost
18,000 men and women with elevated hsCRP (> 2
mg/L) and LDL < 3.4 mmol/L, rosuvastatin 20 mg
q.d. decreased the risk of first vascular event
compared to placebo.1 So patients with few other
risk factors (15% of patients were smokers in
the JUPITER study), but with elevated hsCRP,
may benefit from statin therapy. However, a large

number of asymptomatic patients would require
treatment with a statin to prevent an event (i.e.,
200 patients would need to be treated for one year
to prevent one vascular event — MI, stroke, unsta-
ble angina, death, revascularization). Cost and
adherence are factors to consider before wide-
spread use of hsCRP for primary prevention of
vascular events can be recommended.

Reference
1. Ridker PM, Danielson E, Fonseca FA: Rosuvastatin to Prevent Vascular

Events in Men andWomen with Elevated C-Reactive Protein. N Engl J
Med 2008; 359(21):2195–2207.
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Polycythemia, also called erythrocytosis, refers
to an elevated red cell mass and is often esti-
mated by the hematocrit value. The first step is
to determine if there is a true (absolute) or an
apparent (relative) increase in the red cell mass.
Apparent polycythemia occurs when an elevat-
ed hematocrit value is present due to a relative
decrease in plasma volume compared to red
blood cells, rather than an absolute increase
in the red blood cell mass. This may occur due
to dehydration or diuretic use, for example.
True polycythemia may result from a primary
bone marrow malignancy, such as poly-
cythemia vera, or secondary to factors that
increase erythropoietin (EPO) production and
erythropoiesis. These secondary causes can

be due to hypoxia, EPO secreting tumours,
exogenous administration of EPO, or rare high
affinity hemoglobinopathies or hereditary muta-
tions of EPO receptors. In younger patients,
apparent causes of polycythemia should be
excluded, and, if suggested on clinical history,
a search for hereditary disorders should be per-
formed. In elderly patients, again apparent
causes of polycythemia should be excluded,
and malignancies should be considered care-
fully thereafter.

Answered by: Dr. Cyrus Hsia
Dr. Leonard Minuk

Causes and Investigations of Polycythemia

What are the causes, investigations, and differential diagnoses for polycythemia
amongst the different age groups?
Submitted by: Mark D'Souza, MD, Winnipeg, Manitoba

?
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