BUCHHOLZ AND JONES

Guest Editorial

PosT-Por10 DYSPHAGIA:

A1ARM OR CAUTION?

David W. Buchholz, MD
Bronwyn Jones, FRACE, FRCR

Dysphagia is among the residual and poten-
tially progressive problems encountered by polio
survivors.'™ Post-polio dysphagia is due primar-
ily to pharyngeal and laryngeal muscle weakness
as a consequence of bulbar (brain stem) motor
neuron destruction at the time of acute polio. It
has been estimated that 10% to 15% of patients
with acute polio develop dysphagia during the
acute attack.’

The prevalence of residual dysphagia among
polio survivors may be in the range of 10% to
20% according 1o questionnaire studies.®” Less
is known about the extent of functional disabil-
ity and the risk of complications, such as
aspiration pneumciia, related to dysphagia among
polio survivors. Similarly, although it has been
suggested that pharyngeal dysphagia may be
among the progressive problems acing polio
survivors, there have been no convincing data.>*

Over the last few years we have evaluated 28
patients at the Johns Hopkins Swallowing Center
with a remote history of polio and recent or
increasing dyvsphagia. The Johns Hopkins Swal-
lowing Center is a multidisciplinary group of
physicians and allied health professionals who
have a special interest in patients with the symp-
tom of dysphagia (difficulty in swallowing, sen-
sation of food sticking): clinicians include
ga&{roememiowists neurologists, radiologists. oto-
head and neck surgeons, rehabili-

specialists, and speech/language
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(Tabie). Two had minimal findings, including one
who flexed the head to facilitate swallowing and
another who had minimal laryngeal penetration;
the others had abnormalities varying from mild
pharyngeal weakness with minimal retention in
valleculae or pyriform sinuses following swal-
lowing to complete loss of pharyngeal muscle
contraction and aspiration (sometimes without a
protective cough reflex). Some of the abnormali-
ties could be ascribed to pharyngeal weakness.

Despite the finding of poor or absent pharyn-
geal contraction. in most cases the swallow was
“safe”™ or “compensated.”® Aspiration was found
in five patients and moderate laryngeal penetra-
tion without aspiration in two others: minimel or
occasional laryngeal penetration without aspira-
tion was present 'n the remaining abnormal
studies.

Importantly, other abnormalities contributing
to symptoms such as a cervical esophageal stric-
ture. Zenier's diverticulum. alateral diverticulum,
or pharyngeal pouches were present in one third
of patients and esophageal abnormalities were
found in almost raif (44%) (Table). In addition.
several patieras had other neuromuscular proc-
esses that could have been causing or contributing
to the patients’ symptoms, including Parkinson’s
disease. cerebrovascular accident. and cerebellar
atroph». This study did not address progression of
vinptoms but ed against ascribing dysph-
ic symptoms to polio without exciuding other
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Table
OTHER ABNORMALITIES IN 25

PATIENTS WITH DYSPHAGIA AND A
REMOTE HISTORY OF POLIO

Pharynx or cervical esophagus
Zenker's diverticulum 1
Lateral diverticulum 2
Bilateral pharvngeal pouches 8
Stricture 1
Esophageal disease
(hiatal hernia, reflux or spasm) 11
Other diseases
Neuromuscular disorders (Parkinson'’s, 3
cerebellar atrophy. multiple
cerebrovascular accidents)
Supraglottic laryngectomy 1

Numbers not cumularive; several findings may be present in a
single patient.

matic in this respect.” Remarkably, the combina-
tion of detailed oral sensorimotor examination.
ultrasonography ot swallowing, and videofluoro-
scopy of swallowing revealed some abnormality
in all but one of the 32 patients.

Our concerns relate to three main points. First,
these authors do not clearly differentiate between
the post-polio syndrome and progressive post-
poliomyelitis muscular atrophy (PPMA). Post-
polio syndrome is variably detined but is generally
regarded as a constellation of symptoms such as
fatigue, muscle and/or jomt pain. and muscle
weakness and/or wasting occurring usually sev-
eral decades after recovery from acute polio. It
has many causes. only one of which is PPMA.!0
The mechanism of PPMA is thought to be gradual
exhaustion of tne ability of surviving motor
neurons to maintain their ubnormally large axon
rees aiter several decades of reinnervation fol-
lowing polio.!''* The incidence of PPMA
unknown but its rate or symptomatic progression
in affected individuals s2ems to be very slow. in
the range of 19 per year decline in muscie
sirength. '

It is critically important to distinguish be-
tween nost-polio svndrome and PPMA: PPMA
is presently untreatable, whereas many of the
sther causes of post-polio syndrome can be

ionally, confusion between post-

bably led to
M

ndrome and PPMA has proba
1n overestimation of the extent to which PPMA
ceurs in polio survivors, and that has led manv

to become unnecessarily anxious

NrOYNOSIS.

for videctluoroscopy.

dence suggests that the incidence of unexpected
“abnormalities” detected by videofluoroscopy is
quite high, especially among the asymptomatic
elderly,! suggesting that the standards of normal-
ity in the young should not be applied in a
stringent fashion to the older person. Accord-
ingly, it is unclear to what extent the videofluoro-
scopic findings among post-polio patients are
truly “abnormal.” Moreover, the findings were
relatively mild in that only one dysphagic and one
non-dysphagic post-polio patient demonstrated
““trace aspiration after swallowing.” In this light,
references to “often life-threatening complica-
tions of choking and aspiration pneumonia™ and
“potentially life-threatening aspiration” appear
to be inappropriate. The data in their paper do
justify caution, but not necessarily alarm, in
considering the presence and implications of
dysphagia among polio survivors.

The third and final concern pertains o the
conclusion. “These abnormalities suggest that in
bulbar neurons there is a slowly progressive
deterioration similar to that in the muscles of the
limbs.” This seems to be based on two sources of
data. First. as in the 25 patients we have studied,
Sonies and Dalakas found that a large percentage
of their post-polio patients have, by history,
symptoms suggestive of progressive pharyngeal
impairment, often beginning several decades after
the acute illness. [t must be kept in mind that these
are subjective data provided by patients who have
sought medical attention in the setting of wide-
spread fear about “reactivated™ polio. and it is
understandable that anxiety may be influencing
their perception of symptoms. especially thos:
involving a function as essential as swallowing
{Clark M, Witherspoon D. A new scare for poiic
victims. Newsweek, April 23. 1984, p 83).

The other source of information suggesting to
Sonies and Dalakas that post-polio dvsphagi:
may be progressive is follow-up information ou
four of their patients within 1 to 22 vears after
the nitial cvaiuauon. Carerul review of the
subjective and objective data indicating progres-
sive dvsphagia among these four patients raises
doubt in our minds that it can s €+ be stated that
PPMA causes progressive dy A,pndgla. More ex-

stve. longitudinal. objective studies are nezded
before that conclusion can be firmiy drawn. For
now. it is puzzling that a condition such as

' «‘“"C‘ allegedly causes slowly progres-
ess at the rate of only 1% per vear,
sult in substantial worsening of pharyn-
cie func *wn over an !n!erml as short us
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Sonies and Dalakas imply that post-polio bul-
bar dystunction may offer a unique opportunity to
study PPMA, because “new bulbar dysfunction
can be quantified” and such quantification has
been difficult in the limbs. Our experience indi-
cates that quantification of videofluoroscopic find-
ings is difficult, and refinement of this technique
is necessary before it will be useful as a reliable
quantitative tool. On the other hand, videofluoro-
scopy can be helpful in evaluating individual
patients; the question is, which post-polio patients
should have swallowing studies. Should we study
all patients with a past history of polio, even if
presently asymptomatic. or should we be more
selective? Based on our experience with swallow-
ing disorders, our recommendations are that there
are several groups who definitely need to be
evaluated.

First. the patient with residual dysphagia since
the acute polio requires a baseline study. Such pa-
tients’ residual dysphagia may have resulted in
either the need to substantially modify diet and/or
feeding habits, symptoms of airway penctration
(such as choke/cough episodes), or may have
caused a complication such as aspiration pneumo-
nia or airway obstruction. This group would
include patients who had severe bulbar iiivolve-
ment at the time of the acute attzck with quadri-

. paresis, breathing or swallowing problems. and
who may have required treatment in an iron lung.
It is apparent from the work of Sonies and Dal-
akas that individuals with prior bulbar polio are at
higher risk for dysphagia and its complications
than are those who experienced only spinali polio.

The second group requiring evaluation in-
cludes patients with mild -esidual deficits in
swallowing since the acute poli who are noticing
a change or deterioration in tke ability to eat or
swallow (such as food sticking, coughing, chok-
ing, 5\\/“;1(_/\\/’1'1\. and sloving of swallowing or
eating ability

1 inciudes those natients who
have new difficulty tv with eating or swallowing.
The purpose of swallowing evaluation of

nose the cause or causes

and o
ot the problem. Tt houxd mt be aseumed
nrogressive phagia in a post-poho pa-

e muscie weakness;
other, potentially
as a superimposed
4 Even if no abnormal-
eal weuakness is Jdemon-

atients ¢

stricting diet o
{substances that can be
vithout airway entry. such as

purees). These substances need to be individu-
ally determined by a swallowing therapist aided
by videofluoroscopy. Special breathing tech-
niques or head positioning also may be useful.
In summary, much remains to be learned
about the prevalence and impact of post-polio
dysphagia. There is as yet no good evidence that
patients need be alarmed about the prospect of
developing disabling or life-threatening dysph-
agia. On the other hand. it is prudent to formally
evaluate polio survivors with dysphagia, using
videofluoroscopy, if dysphagia symptoms are
serious. progressive, or new. Treatment such as
supervised swallowing rehabilitation is availa-
ble to enhance the ease and safety of feeding.
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