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P
atient S. Rogers, a 54-year-old
self-employed carpenter, sud-
denly felt severe low back and
left lower extremity pain while
picking up a bag of tools at the

completion of his work day. He had never
experienced pain this severe in the past. 

He immediately visits his primary care
physician (PCP) on an emergency basis.
The PCP advises several days of bed rest
and prescribes ibuprofen 600mg PO four
times daily, cyclobenzaprine 10mg PO
three times daily as needed and hydro-
codone/APAP 5/500mg four times daily
prn. However, Mr. Rogers does not im-
prove after several days of bed rest and
returns to his PCP now complaining of
weakness in his left lower extremity as
well as pain radiating from his lower back
to the sole of his left foot. He reports that
his pain intensity level is 9/10. 

There is no significant past medical
history, and Mr. Roger denies tobacco,
regular alcohol, or recreational drug use.
There is no complaint of weight loss,
shortness of breath, or bowel or bladder
dysfunction. The physical exam is nor-
mal. Musculoskeletal examination shows
positive straight leg raise at 45° on the
left as well as palpable painful muscle
spasm in the left para-lumbar region.
Neurological examination reveals weak-
ness of dorsiflexion of the left great toe
and left gastrocnemius as well as a dimin-
ished left ankle reflex. No loss of sensa-
tion is noted. Physical therapy is advised.
There is no litigation or worker’s com-
pensation claim associated with this
patient. 

Two weeks later, the patient follows up
with his PCP reporting the same com-

plaints, and undergoes
another exam. He is now
referred to an orthopedic
surgeon who orders an
MRI of the lumbosacral
spine without contrast. 

The MRI demon-
strates degenerative disc
disease with left lateral
disc herniations at the
L4-5 and L5-S1 levels,
each associated with
nerve root compression.
The orthopedic surgeon
suggests continuing physical therapy as
well as a series of epidural steroid injec-
tions. Mr. Rogers is seen by a pain man-
agement specialist and receives a series of
three injections over one month. His
strength improves dramatically and his
ankle reflex returns to normal; however,
he continues to complain of radicular
pain in his left lower extremity rated at an
intensity level of 6/10. He is referred back
to his primary care provider who adds
nortriptyline 25mg PO at bedtime to the
regimen of ibuprofen, cyclobenzaprine
and hydrocodone/APAP. 

Mr. Rogers returns to his PCP one
month later with a pain intensity level of
5/10. Although his neurological examina-
tion remains normal, he cannot return to
work. He is advised to discontinue the
nortriptyline and is now prescribed gaba-
pentin 300mg PO at night increasing over
six days to 300mg PO three times daily.
His PT benefits are exhausted and he is
following a home exercise program. 

After another month the patient
reports to his PCP a substantial improve-
ment in his pain intensity level, which is

now 2/10, and he has returned to work.
But after a month on the job he notes
that his pain intensity level has increased
to 4/10 and he describes aching in his
back as well as pain radiating to his left
lower extremity. His PCP changes his
NSAID from ibuprofen to diclofenac
75mg PO twice daily. This successfully
reduces his pain intensity level to 2/10.
Two months later Mr. Rogers is tapered
from each of the medications he is on and
he continues to do well. 

Consider the decision-making process
that each of this three physicians under-
went, and the relative merits of each
physician’s approach. Answer the brief
selt-test based on this case, which is
shown to the right. Next month, we’ll
present the answers and discuss the
rationale for each. Good luck! PN
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Back Pain with Radiculopathy
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Achieving pain control in chronic cases such as this typically requires multiple
modifications to the treatment regimen. Here’s a chance to match wits with our expert.

Charles Argoff, MD is Director of
the Cohn Pain Management Center
of the North Shore-LIJ Health
System and Assistant Professor of
Neurology at New York University
and a frequent lecturer on pain
medicine.
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Brief Summary of Full Prescribing Information for Epilepsy. See
package insert for complete information on all TOPAMAX® indications.
INDICATIONS AND USAGE: Monotherapy Epilepsy: TOPAMAX®

(topiramate) Tablets and TOPAMAX® (topiramate capsules) Sprinkle
Capsules are indicated as initial monotherapy in patients 10 years of age
and older with partial onset or primary generalized tonic-clonic seizures.
Effectiveness was demonstrated in a controlled trial in patients with
epilepsy who had no more than 2 seizures in the 3 months prior to
enrollment. Safety and effectiveness  in patients who were converted to
monotherapy from a previous regimen of other anticonvulsant drugs have
not been established in controlled trials. Adjunctive Therapy Epilepsy:
TOPAMAX® (topiramate) Tablets and TOPAMAX® (topiramate capsules)
Sprinkle Capsules are indicated as adjunctive therapy for adults and
pediatric patients ages 2-16 years with partial onset seizures, or primary
generalized tonic-clonic seizures, and in patients 2 years of age and older
with seizures associated with Lennox-Gastaut syndrome.
CONTRAINDICATIONS: TOPAMAX® is contraindicated in patients with a
history of hypersensitivity to any component of this product. WARNINGS:
Metabolic Acidosis: Hyperchloremic, non-anion gap, metabolic acidosis
(i.e., decreased serum bicarbonate below the normal reference range in
the absence of chronic respiratory alkalosis) is associated with topiramate
treatment. This metabolic acidosis is caused by renal bicarbonate loss due
to the inhibitory effect of topiramate on carbonic anhydrase. Such
electrolyte imbalance has been observed with the use of topiramate in
placebo-controlled clinical  trials and in the post-marketing period.
Generally, topiramate-induced metabolic acidosis occurs early in treatment
although cases can occur at any time during treatment. Bicarbonate
decrements are usually mild-moderate (average decrease of 4 mEq/L at
daily doses of 400 mg in adults and at approximately 6 mg/kg/day in
pediatric patients); rarely, patients can experience severe decrements to
values below 10 mEq/L. Conditions or therapies that predispose to
acidosis (such as renal disease, severe respiratory disorders, status
epilepticus, diarrhea, surgery, ketogenic diet, or drugs) may be additive to
the bicarbonate lowering effects of topiramate. In adults, the incidence of
persistent treatment-emergent decreases in serum bicarbonate (levels of
<20 mEq/L at two consecutive visits or at the final visit) in controlled clinical
trials for adjunctive treatment of epilepsy was 32% for 400 mg/day, and 1%
for placebo. Metabolic acidosis has been observed at doses as low as
50 mg/day. The incidence of persistent treatment-emergent decreases in
serum bicarbonate in adults in the epilepsy controlled clinical trial for
monotherapy was 15% for 50 mg/day and 25% for 400 mg/day. The
incidence of a markedly abnormally low serum bicarbonate (i.e., absolute
value < 17 mEq/L and > 5 mEq/L decrease from pretreatment) in the
adjunctive therapy trials was 3% for 400 mg/day, and 0% for placebo and in
the monotherapy trial was 1% for 50 mg/day and 7% for 400 mg/day. Serum
bicarbonate levels have not been systematically evaluated at daily doses
greater than 400 mg/day. In pediatric patients (<16 years of age), the
incidence of persistent treatment-emergent decreases in serum bicarbonate
in placebo-controlled trials for adjunctive treatment of Lennox-Gastaut
syndrome or refractory partial onset seizures was 67% for TOPAMAX® (at
approximately 6 mg/kg/day), and 10% for placebo. The incidence of a
markedly abnormally low serum bicarbonate (i.e., absolute value <17
mEq/L and > 5 mEq/L decrease from pretreatment) in these trials was 11%
for TOPAMAX® and 0% for placebo. Cases of moderately severe metabolic
acidosis have been reported in patients as young as 5 months old,
especially at daily doses above 5 mg/kg/day. In pediatric patients (10 years
up to 16 years of age), the incidence of persistent treatment-emergent
decreases in serum bicarbonate in the epilepsy controlled clinical trial for
monotherapy was 7% for 50 mg/day and 20% for 400 mg/day. The
incidence of a markedly abnormally low serum bicarbonate (i.e., absolute
value <17 mEq/L and >5 mEq/L decrease from pretreatment) in this trial
was 4% for 50 mg/day and 4% for 400 mg/day. The incidence of persistent
treatment-emergent decreases in serum bicarbonate in placebo-controlled
trials for adults for prophylaxis of migraine was 44% for 200 mg/day, 39% for
100 mg/day, 23% for 50 mg/day, and 7% for placebo. The incidence of a
markedly abnormally low serum bicarbonate (i.e., absolute value <17
mEq/L and >5 mEq/L decrease from pretreatment) in these trials was 11%
for 200 mg/day, 9% for 100 mg/day, 2% for 50 mg/day, and <1% for placebo.
Some manifestations of acute or chronic metabolic acidosis may include
hyperventilation, nonspecific symptoms such as fatigue and anorexia, or
more severe sequelae including cardiac arrhythmias or stupor. Chronic,
untreated metabolic acidosis may increase the risk for nephrolithiasis or
nephrocalcinosis, and may also result in osteomalacia (referred to as rickets
in pediatric patients) and/or osteoporosis with an increased risk for fractures.
Chronic metabolic acidosis in pediatric patients may also reduce growth
rates. A reduction in growth rate may eventually decrease the maximal
height achieved. The effect of topiramate on growth and bone-related
sequelae has not been systematically investigated. Measurement of
baseline and periodic serum bicarbonate during topiramate treatment is
recommended. If metabolic acidosis develops and persists, consideration
should be given to reducing the dose or discontinuing topiramate (using
dose tapering). If the decision is made to continue patients on topiramate in
the face of persistent acidosis, alkali treatment should be considered. Acute
Myopia and Secondary Angle Closure Glaucoma: A syndrome
consisting of acute myopia associated with secondary angle closure
glaucoma has been reported in patients receiving TOPAMAX®. Symptoms
include acute onset of decreased visual acuity and/or ocular pain.
Ophthalmologic findings can include myopia, anterior chamber shallowing,
ocular hyperemia (redness) and increased intraocular pressure. Mydriasis
may or may not be present. This syndrome may be associated with
supraciliary effusion resulting in anterior displacement of the lens and iris,
with secondary angle closure glaucoma. Symptoms typically occur within 1
month of initiating TOPAMAX® therapy. In contrast to primary narrow angle
glaucoma, which is rare under 40 years of age, secondary angle closure
glaucoma associated with topiramate has been reported in pediatric
patients as well as adults. The primary treatment to reverse symptoms is
discontinuation of TOPAMAX® as rapidly as possible, according to the
judgment of the treating physician. Other measures, in conjunction with
discontinuation of TOPAMAX®, may be helpful. Elevated intraocular pressure
of any etiology, if left untreated, can lead to serious sequelae including
permanent vision loss. Oligohidrosis and Hyperthermia: Oligohidrosis
(decreased sweating), infrequently resulting in hospitalization, has been
reported in association with TOPAMAX® use. Decreased sweating and an
elevation in body temperature above normal characterized these cases.
Some of the cases were reported after exposure to elevated environmental
temperatures. The majority of the reports have been in children. Patients,
especially pediatric patients, treated with TOPAMAX® should be monitored
closely for evidence of decreased sweating and increased body
temperature, especially in hot weather. Caution should be used when
TOPAMAX® is prescribed with other drugs that predispose patients to heat-
related disorders; these drugs include, but are not limited to, other carbonic
anhydrase inhibitors and drugs with anticholinergic activity. Withdrawal of
AEDs: Antiepileptic drugs, including TOPAMAX®, should be withdrawn
gradually to minimize the potential of increased seizure frequency.
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1. Each of the following combina-
tions might be considered appropri-
ate to treat this patient’s complaints
except:

o A. Ibuprofen, cyclobenzaprine,
hydrocodone/APAP

o B. Ibuprofen, cyclobenzaprine
o C. Ibuprofen, cyclobenzaprine,

nortriptyline
o D. Diclofenac, metaxolone,

hydrocodone/APAP

2. Important data to obtain on histo-
ry taking to “rule out” any red flags
or other conditions that might com-
plicate evaluation and subsequent
treatment include each of the fol-
lowing except:

o A. Presence of fever
o B. A history of significant recent

weight loss
o C. Presence of bowel and/or bladder

dysfunction
o D. Presence of significant pre-exist-

ing psychopathology
o E. Family history of hypertension

3. Which of the following initial
physical signs observed in this
patient is most suggestive of S1
radiculopathy?

o A. Para-spinal muscle spasm
o B. Weakness of dorsiflexion of the

great toe
o C. Absence of the left ankle reflex
o D. Presence of positive SLR at 45°

4. Radiculopathy from disc hernia-
tion is now considered an example
of neuropathic pain. Pharma-
cological agents shown helpful for
neuropathic pain, and thus poten-
tially effective for pain associated
with discogenic radiculopathy,
include each of the following except:

o A. Ibuprofen
o B. Gabapentin
o C. Imipramine
o D. Oxycodone
o E. Tramadol
o F. Lidocaine patch 5%

5. What minimum percent pain relief
reported by the patient on average
is considered clinically significant?

o A. 15 percent
o B. 20 percent
o C. 30 percent
o D. 40 percent
o E. 50 percent

6. If, in an alternate scenario, this
patient did not improve with the use
of medication, at what point should
spinal surgery be considered?

o A. Bowel or bladder dysfunction
occurs

o B. Motor impairment develops
o C. Loss of sensation, especially

the sense of pain
o D. Increased instability of the

lumbosacral spine
o E. All of the above

Pain Management Self-Test

                                                                  


