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Diffuse Idiopathic Skeletal Hyperostosis in the Third
Millennium: Is There (Yet) Cause for Concern?
To the Editor:

I read with great interest the recent editorial on diffuse idiopathic skeletal
hyperostosis (DISH) by Dr. Mader1. The author affirms the clinical rele-
vance of this skeletal disorder because of its various complications, some
of which are very important in clinical practice (e.g., dysphagia, spinal
fracture, spinal lumbar stenosis, neurologic complications, postsurgical
heterotopic ossifications, etc). He also emphasizes the need of updating
diagnostic criteria (at least 3 sets are used) to obtain a more accurate and
timely diagnosis of this condition in its early phases. Dr. Mader is to be
congratulated for his interesting paper; however, while defining the still
insufficient current diagnostic criteria, he omits comment on possible
explanations for this critical diagnostic phase. I would like to express some
considerations on the causes of the limited availability of diagnostic tools
for DISH.

Forestier’s disease, a common name for DISH, particularly in European
countries of Latin origin, is an ancient skeletal disorder whose pathologic
alterations were described in human skeletons going back to 5000 years ago2.

Many names have been proposed for this condition in the last century
(Table 1) and this historical aspect may account for the difficulty in defin-
ing the disorder, and its nosographic placement among the various rheu-
matic diseases! The term diffuse idiopathic skeletal hyperostosis (and its
famous acronym DISH), proposed by Resnick, et al in 19753, is largely
accepted by the international scientific community because it more exact-
ly expresses the widespread nature of the disorder and, unfortunately, also
our ignorance about its etiology. DISH is a mysterious and fascinating con-
dition; however, it remains a little more neglected in clinical practice and
research for several reasons.

First, although common in middle-aged and elderly patients, especially
those with metabolic disorders, DISH is still underdiagnosed. In their magis-
tral description Forestier and Rotes-Querol considered DISH “as a not rare
disease but most often either goes unnoticed or is mistaken for some other
form of vertebral ossification”4. More than 30 years ago Resnick included
DISH among the disorders that are “lesser known, poorly recognized or mis-
understood”5: Is it possible that these statements are still relevant today? In
my clinical practice I continue to see many patients with DISH misdiagnosed
as having osteoarthritis (OA), and I am regularly asked to differentiate DISH
from ankylosing spondylitis (AS). Resnick’s criteria are useful for separating
DISH from spondylosis deformans and AS, but they don’t help us to evalu-
ate DISH in its early phases and/or with extraspinal alterations; the criteria
consider absence of sacroiliac (SI) joint involvement as a differentiating
aspect versus AS. In recent decades many authors have emphasized difficul-
ty in the differential diagnosis between these 2 conditions with special refer-
ence to SI joint abnormalities occurring in old age, which could simulate
intraarticular bone fusion on frontal radiographs6,7. The importance of com-

puted tomography for resolving this diagnostic aspect has been stressed7, and
other researchers have described a midthoracic notch in DISH but not in
patients with AS; moreover, a more accurate evaluation of zygoapophyseal
joints as an additional has been suggested8,9.

Second, since Forestier’s and Rotes-Querol’s description in 19504,
DISH has been considered an entity of little clinical relevance, and diag-
nosis is often made by radiographic examination prescribed for another
clinical condition. Because of its mild clinical manifestations for which
drug use is rarely required4, no clinical trial has ever been done, and no
drug has shown to be efficacious in preventing or curing this condition10.

Third, as is well known, a disease is regarded by research with partic-
ular attention because of its clinical and epidemiological relevance and
emotional impact on public opinion. DISH, much more than other rheu-
matic diseases, has not seemed to fit these characteristics.

Lastly, being considered a variant form of OA11,12, this degenerative
disorder has come to be of less research interest than in the past. While in
recent decades OA obtained much more attention from researchers, that
was not the case for DISH (Table 2).

Is there still concern for this ancient disorder in the third millennium?
Would it be too much to hope for more accurate diagnostic criteria in the
future as invoked in Dr. Mader’s editorial? I think the answer to both ques-
tions will be affirmative. In the meantime it has become clear that this con-
dition is a distinct clinical entity13-15 with many serious manifestations.
This emerging aspect should stimulate much more interest among
researchers than in the past. Every effort should be made for close collab-
oration among investigators from every field (endocrinology, orthopedics,
pathology, radiology, rheumatology, etc.) interested in the disorder. This
common effort should also translate into expanded knowledge and recog-
nition of the disorder outside the borders of rheumatology.

In the digital age, with availability of ever more innovative and com-
plex technologies, it should not be difficult to arrive at defining new crite-
ria for a timely clinical-radiologic evaluation leading to diagnosis of DISH
in its early phases.
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