
J
une. For me, this is the height of
baseball season, that time of year
when almost anything seems
possible to a baseball fan. As I
write these words, the Red Sox

and the Indians are each in first place, and
the Yankees lie at the bottom of their divi-
sion. There’s no way of knowing whether
such improbable circumstances will persist
as you read this. The core appeal of many
spectator sports lies with the inherent
unpredictability of athletic competition,
but baseball’s devotees have another obses-
sion to sustain them, even when the stand-
ings turn sour. That passion is in the num-
bers—statistics. 

In The Thinking Man’s Guide to
Baseball (1967) Leonard Koppett wrote,
“Statistics are the lifeblood of baseball. In
no other sport are so many available and
studied so assiduously by participants and
fans.” Students of the game routinely cal-
culate player performance to the third dec-
imal place, and can easily go beyond that.
In fact, the top three finishers in the 1931
National League batting championship
were separated by only 0.0007. 

We have our own fixation with num-
bers in American medicine. Instead of RBI
and ERA, we’re much more likely to be
thinking about CPT and ICD-9. But,
those of us in practice certainly don’t view
them with the same fondness baseball fans
have for their numbers. We neurologists,
with our love of order and organization,
might be expected to be advocates for the
numerical taxonomies of disease like the
ICD-9. In contrast, I know many us view
them with fear and loathing. The antipa-
thy probably stems from the fact that
rather than simplifying life, these classifi-
cation systems complicate it. Their man-

dated use and byzantine structure also
place us at risk for some of the scariest
words we can imagine, “Claim denial”
and, even worse, “Medicare audit.” 

Say it Ain’t So
If the ICD-9-CM (International Classi-
fication of Disease, 9th revision-Clinical
Modification) seems clunky as an instru-

ment for classifying neurological syn-
dromes in your patients, there’s good rea-
son. It’s doing a job that it was never real-
ly intended to do, and with an original
publication date of 1977, its core is already
more than 30 years out of date. 

The ICD has its roots in early attempts
at improving the public health by under-
standing causes of death, dating back to
the London Bills of Mortality in 17th
Century England.1 Earlier versions of the
ICD became systematized for tracking
causes of death in Europe prior to the First
World War, but its derivatives weren’t rou-
tinely applied to classify diseases of the liv-
ing until the 1950s. The financial implica-
tions tied to  its use for justifying lab tests,
submitting professional charges and deter-
mining level of reimbursement only crys-
tallized in 1989, when Medicare required
that an ICD-9-CM code be linked to all
Part B claims.

The current annually updated versions
of the ICD-9-CM are purely bureaucratic
inventions of the Medicare system.
Ironically, the World Health Organization,
which has overseen the ICD since 1946,
approved the formulation of ICD-9’s all-
new successor, ICD-10, more than 15
years ago and is already working on ICD-
11, while we struggle along with a near-
fossil.

Throughout the neurological codes,
particularly in dementia, the ICD-9-CM
taxonomy is crippled by archaisms. When
the families of codes were standardized,
neurodegenerative disease was much less
well understood, and apparently underval-
ued as a cause of human morbidity. For
instance, diabetes mellitus received the
designator 250. In contrast Alzheimer’s
disease was assigned a single decimal point
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advantages—even if they sometimes seem as arcane as the infield fly rule.
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(331.0) in a series of brain degenerative
diseases. In the rigid, decimal-based ICD-
9 system, that means there can be 100
potential coded variations of diabetes, but
only 10 possible ways of subdividing AD. 

The late Pulitzer Prize-winning sports
columnist Jim Murray summarized the
baseball’s fixation with numbers when he
wrote, “I don’t know whether you know it,
but baseball’s appeal is decimal points.” I
can tell you, any appeal that diagnostic
coding in dementia might have is not in
the decimal points. 

The decimal points take on added
importance in ICD-9 because it is general-
ly maintained with  a “no going back” pol-
icy. So, when AD was assigned that 331.0
code, it was conceived as a type of “pre-
senile” dementia. A different designator
was allocated to senile degeneration of the
brain (331.2). Despite the fact that our
current pathophysiologic models don’t
accept nonspecific age-related degenera-
tion, 331.2 cannot be readily reassigned.
That’s probably why other forms of degen-
erative dementia ended up with oddball
designators like 331.19 (Fronto-temporal
dementia). 

The bizarre rigidity of the decimal tax-
onomy puts Lewy Body Dementia
(331.82) next to Reye’s Syndrome
(331.81). Other causes of dementia like
corticobasal degeneration and progressive
supranuclear palsy don’t even have unique
codes. I usually end up coding them as
331.89, the utterly unsatisfying “Other
cerebral degeneration.” At least there is a
promising rookie in the line-up for
dementia coding in 2007, since 331.83
has been approved for mild cognitive
impairment. Fortunately, the ICD-9-CM
only requires the documentation for
331.83 to state “mild cognitive impair-
ment’ without reference to any specific
neuropsychological criteria.

Scouting Report
OK, so ICD-9-CM may look like it’s
ready for the showers, but we also have to
make some adjustments in our game from

time to time to keep up with changes in
the rules. Many of us in neurology have
been taught over the years to avoid using
codes in the 290 series for dementia,
because they are mental health diagnoses
and subject to lower Medicare reimburse-
ment. According to the Medicare Claims
Processing Manual,2 that is no longer true,
and evaluation and management services
for dementia coded in the 290 series are
not subject to the payment limitation
applied to mental health services.  

Of course, whether the equivalent of
baseball’s official scorer—the person han-
dling your claim at the Medicare
provider—knows about that change is
something I can’t tell you. As a result, I
usually use the 290s only as secondary
codes. That’s a problem when it comes to
vascular dementia (290.4X), since there is
no code in the 331 series that specifies vas-
cular causes of dementia. I have found that
the code 438.0, “Late effects of cerebrovas-
cular disease, Cognitive deficits,” fills that
hole in the batting order fairly well.

There’s another anomaly in the match-
ups between ICD-9-CM, clinical criteria
for dementia, and Medicare’s rules that can
get in the way of effective reimbursement
for care when dementia is the diagnosis.
The Academy of Neurology practice
parameter for diagnosis of dementia rec-
ommends use of either the DSM-III-R or
NINCDS-ADRDA criteria to establish
the clinical diagnosis of Alzheimer’s dis-
ease.3

The NINCDS-ADRDA criteria were
developed back in the 1980s to standard-
ize the diagnosis of AD in clinical research
studies,4 and are therefore focused on
specificity.5 As a result, they introduced the
terms “probable” and “possible” AD into
the parlance. Many clinicians adopted
these distinctions, that reflect the degree of
specificity of the diagnosis, in their clinical
documentation. However, as you probably
know, Medicare will not pay on claims
where the diagnosis is listed as a “rule-out,”
like “rule out AD,” except under very lim-
ited circumstances. 

Unfortunately, from the point of view
of umpires—the auditors—the diagnoses
“probable” or “possible” AD are identical
to “rule-out AD.” The physician faces the
risk of a rejected claim if the note reads
“probable AD” and the bill is coded as
331.0, because of a coding-documentation
mismatch. The solution for me is to
adhere to the DSM-III-R classification
and drop the “possible” and “probable”
from my notes. Sometimes you just have
to hit the ball where it’s pitched.

Ahead in the Count
As you might have guessed, I am not one
of those neurologists who finds the coding
system disdainful. Like the rules of base-
ball, I am intrigued by its quirky
archaisms. As Yogi Berra once said, “90
percent of the game is half mental.”

To me, discovering the complexity of
its categorizations and understanding its
structure are reminiscent of learning the
intricacies of the nervous system, though I
heartily acknowledge it is much less logical
and nowhere near as fulfilling. Having not
ventured at all into the world of CPT cod-
ing for dementia evaluation and manage-
ment, there is much more that I could
write, but I’ll leave here off for now. I’m
sure that somewhere on TV there’s a ball
game for me to watch. PN
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