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Chronology of
separate techniques
for endoscopic carpal
tunnel release

To the Editor:

I read the article “Endoscopic Carpal
Tunnel Release” (JAOA 1994;94:295-
298) by Dr Payne and colleagues
with interest. On page 295, the
authors state that the “endoscopic
management of carpal tunnel syn-
drome was first reported by Okut-
su and coauthors in 1989. Refine-
ment of the technique and
development of specialized instru-
ments was [sic] undertaken by
Chow.” This statement is incorrect.
I think that Dr Payne and his coau-
thors need to understand that Dr
Okutsu’s technique differs com-
pletely from mine.

As noted in the reference section
of this article, Dr Okutsu’s article
and my article were published in
the same issue of Arthroscopy. In
fact, our articles appear only 8 pages
apart. Both of our techniques were
developed at the same time, but
using completely different instru-
mentation and different concepts.
The aforementioned statement
should read: “Endoscopic manage-
ment of the carpal tunnel syndrome
was first reported by Okutsu and
Chow.” Basically, we reported our
results simultaneously.

James Chow, MD
Mt Vernon, Il

Response

To the Editor:

My colleagues and I appreciate Dr
Chow’s writing to correct any mis-
conceptions that may have been
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inferred by reading our article on
endoscopic carpal tunnel release.
It was not our intent to imply that
Dr Chow’s technique was an exten-
sion of work initially done by Dr
Okutsu. It is well recognized that the
two-portal technique of endoscopic
carpal tunnel release that Dr Chow
originally described was developed
independently from and is distinctly
different from that described by Dr
Okutsu.

We thank Dr Chow for this
added historical perspective, and
we regret any confusion that may
have been created by our review of
the history of his technique.

John C. Payne, DO
Sandusky, Ohio

Somatic dysfunction
revisited

To the Editor:
Gregory A. Dott, DO, and his col-
leagues are to be commended on
their research and discussion of the
relationship between sacral base
unlevelness and iliac crest mea-
surements as they relate to radi-
ographic screening of short leg syn-
drome and the prescription of lift
therapy (JAOA 1994;94:383-390).
Their conclusions correlate with
my clinical experience and my
thoughts concerning low-back dys-
function. The study demonstrates
an unreliable correlation between
these two measurements and reflects
the independence of the ilium and
the sacrum as each responds to
acute and chronic stress.
Historically, researchers have
searched for such a correlation;
therefore, the current research is
worthwhile. However, if somatic

dysfunction is defined as restric-
tion of motion and leg (as it applies
to short leg syndrome) is defined
as everything from the calcaneus
to the sacral base during a stand-
ing examination, why should we
still try to define the motion restric-
tion with a graphic of the hard struc-
tures in one plane? Furthermore,
without defining the restriction,
why would we add further restric-
tion in the form of a heel 1ift? Too
many joints and too many planes
of soft tissue stress—including
proprioceptor accommodation and
fibrosis—are intervening for fur-
ther motion restriction. Such a sit-
uation would leave too much for
the operator to explore and to resolve
manually.

Besides the multiple limb joints,
which can confuse the diagnostic
picture, the transverse planes of
fascia are found above the femoral
head. With their visceral contents,
these planes have too many soft
tissue stressors, including propri-
oceptive accommodation and fibro-
sis. As a result, the operator has
too much to explore and to resolve
manually.

Our credibility depends on our
ability to describe what we do and
to predict results. In our quest to
do just that, we have, in the past,
fallen into a reductionist approach.
Such is the case in searching for
radiographic definitions and evi-
dence of dysfunction. Rather, I am
convinced that we as osteopathic
physicians need to proceed with
the most sensitive “instrument” at
our disposal—our hands, guided
by our mind’s comprehension of
functional anatomy.

Dysfunction is more than the
disruption of the relationship

(continued on page 630)
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between solid structural compo-
nents; it is a 360-degree alteration
of freedom of motion around an
anatomic locus. This point or por-
tion of a fascial plane can be attrib-
uted first to a proprioceptor response
to inflammation, which is the result
of some injury. It can also be attrib-
uted to fibrosis due to stagnation
of unresolvable tissue congestion.
This congestion develops when free
lymphatic and venous drainage is
disrupted. In other words, motion
restriction is a dynamic function of
multiple physiologic responses to
injury.

A summation of force vectors
are translated along fascial planes
and act on particular bony struc-
tures, such as the sacrum. Howev-
er, this relationship fits into pat-
terns and syndromes.

Regarding the question of func-
tional short leg syndrome, clini-
cally, I find a predominant pattern
with a small variant in each dys-
functional leg, just as Dr Dott has
documented. The dominant pattern
is for the patient lying in a supine
position to demonstrate iliac ele-
vation and anterior superior iliac
spine away from the short leg, with
the sacrum following as a unit. In
a small number of cases, an inde-
pendent torsion or extension of the
sacrum exists. The frequency of
such varies, and the symptoms do
not suggest the difference. It is only
with a palpatory examination and
by making a sequential assessment
and treatment of the interrelating
areas that the nature of the dys-
function is elucidated and the res-
olution is achieved.

If osteopathic manipulative
treatment could be reduced to tests
and simple algorithms, not only
would osteopathic physicians be

(continued on page 684)
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out of work, but osteopathy as a
science and as an art would never
have been established.

Zachary Comeaux, DO
Laurelville, Ohio

Response

To the Editor:

We appreciate Dr Comeaux’s con-
fidence in our work and findings.
We are happy to see our findings
correlate with his clinical observa-
tions. The purpose of our article
was to identify potential problems
with palpatory examinations for
short leg syndrome. The stimulus
came from the treatment of patients
who had previously received inap-
propriate heel-lift therapy from
paraprofessionals.

We documented in our article
the inadequate method of using
iliac crest heights (which are report-
edly the best palpatory method of
evaluating short leg syndrome)
when defining and measuring
anatomic short leg syndrome in
patients with less than 0.5 inch of
unlevelness. X-ray film evaluation
has been pioneered to be a reliable
measure of postural imbalance.
Using this scientific method, we
evaluated one aspect of a complex
medical syndrome. Our study defines
a method of reliable measurements
for those physicians who wish to
help their patients compensate for
short leg syndrome through heel-
lift prescription.

However, not all instances of
leg length discrepancy produce
somatic dysfunction, because the
body can compensate. The defini-
tion of somatic dysfunction is not
limited to restriction of motion.
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Restriction of motion is but one of
four characteristics of somatic dys-
function. The other three are tis-
sue texture change; asymmetry of
motion and relative position; and
tenderness. Somatic dysfunction is
defined as the impaired or altered
function of related components of
the somatic system, which are the
skeletal, arthrodial, and myofas-
cial structures, as well as the relat-
ed vascular, lymphatic, and neur-
al elements.

Our article does not address
common compensatory patterns.
However Gordon J. Zinc, DO,
addressed these patterns in the
1960s.! Drs Irvin and Kuchera?
have documented the need to con-
sider the sagittal plane when treat-
ing postural problems. Our article
in no way intentionally or unin-
tentionally was meant to contra-
dict these earlier findings. As we
are asked to produce more data
that support our way of examining
our patients, we must balance our
traditional way of reporting our
findings with the currently accepted
scientific methods of investigation.

Gregory A. Dott, DO, FAAO
Associate professor
Department of Manipulative
Medicine
University of North Texas Health
Science Center at
Fort Worth/Texas College
of Osteopathic Medicine
Fort Worth, Tex

References

1. Zink GJ: Osteopathic holistic approach
to homeostatis American Acadmey of
Osteopathy Yearbook. Academy lecture;
1969:70:1

2. Kuchera ML, Irvin RE: Biomechanical
considerations in postural realignment.
JAOA 1987;87:781.

| R R
é advertisers’ index
=

=G

[prma

American Osteopathic
Association

Advanced Registration Form, 637,
638

Hotel Registration Form, 641, 642
Capital Campaign, 645, 646
Proficiency Testing Program, 631

Deborah Heart and Lung
Center, 682, Cover 3

Forest Laboratories
Esgic Plus, 629, 630
Lorcet 10/650, 643, 644

Glaxo Pharmaceuticals
Beclovent, 621, 622

Ohio University College of
Osteopathic Medicine, 627

Pfizer Labs Division
Norvase, 618

Sandoz Pharmaceuticals
Lescol, 633-636

G. D. Searle and Company
Calan, 625, 626

SmithKline Beecham
Pharmaceuticals
Augmentin, Cover 4

Syntex Laboratories
Aleve, Cover 2, 617

University of Medicine and
Dentistry of New Jersey-
School of Osteopathic
Medicine, 683

University of North Texas
Health Science Center at Fort
Worth-Texas College of
Osteopathic Medicine, 683

Whitehall Laboratories
Advil, 639

Letters/Advertisers’ index



