
Letters to the Editor

"There have been no

studies published

comparing the newer

atypical antipsychotic

agents. Such studies

would be of value since

some of these agents are

becoming first-li ne

medications in the

treatment of psychotic

individuals, and nothing

is known regarding direct

comparisons of their

efficacy. Pharmacological

treatment studies directly

comparing the various

efficacies of atypical

antipsychotic agents are

much anticipated."

Dear Editor
Clozapine, an atypical neuroleptic, has

demonstrated greater efficacy in treatment of
refractory schizophrenia1 in controlled trials
against chlorpromazine and haloperidol.2 As
compared with standard antipsychotic agents,
clozapine causes fewer extrapyramidal side
effects, and rarely is associated with tardive
dyskinesia and neuroleptic malignant syn-
drome. Clozapine, however, causes significant
sedation and orthostasis, and approximately
1% of patients treated with this medication
experience agranulocytosis,3 necessitating reg-
ular blood monitoring and, in some cases, dis-
continuation of the medication. Olanzapine, a
newer atypical antipsychotic agent, is a
thienobenzodiazepine that has pharmaco-
logical effects similar to those of clozapine at
dopamine, serotonin, histamine, and mus-
carinic receptors.4 Olanzapine, however, has a
low affinity for OC2-adrenergic receptors,5 and is
less likely to cause orthostasis and rarely has
been associated with agranulocytosis. When
given in the usual therapeutic doses, olan-
zapine has a significantly lower rate of
extrapyramidal symptoms than haloperidol.67

No study, however, has directly compared the
efficacy of olanzapine with clozapine.

We would like to report a case of a schizo-
phrenic patient who demonstrated greater clin-
ical response to olanzapine than clozapine. Mr.
R is a 35-year-old homeless single male with a
long history of chronic paranoid schizophrenia
and crack cocaine dependency who has had
multiple psychiatric hospitalizations. The
patient was intermittently compliant with
chlorpromazine 200 mg q.d.. Mr. R reported
the onset of chronic, unremitting auditory hal-
lucinations at age 9, which preceded his
cocaine use by 15 years. Documentation from
a prior hospitalization confirmed his assertion
that his hallucinations vary in intensity but are
always present, even after weeks of inpatient
treatment with regular toxicology testing.

The patient was admitted to an acute in-
patient unit secondary to command auditory
hallucinations demanding he jump onto train
tracks and condemnatory auditory hallucina-
tions accompanied by feelings of despair and
depression. Urine toxicology on admission was
positive for cocaine and Mr. R reported use of
approximately $10-20 of crack per day. On
admission, and after the acute intoxication
passed, the patient showed poor eye contact
accompanied by mild psychomotor retardation.
His speech was nonspontaneous, monotone,

and decreased in volume. Affect was flat, or
inappropriately punctuated by smiles when
talking about his suicidal ideation/command
auditory hallucinations. He remained with-
drawn on the unit and did not participate in
activities, but rather isolated himself and
remained in his bed with the sheets drawn over
his head. The Brief Psychiatric Rating Scale
(BPRS) score on admission was 81.

Mr. R underwent a trial of chlorpromazine
up to 400 mg/day for a period of 4 weeks with-
out change in his behavior and affect, but with
increased sedation and blurred vision. He con-
tinued to report command auditory hallucina-
tions to commit suicide, and there was no
change in his BPRS score. Mr. R did, however,
agree that crack use exacerbated his symptoms
and expressed interest in applying to mental
illness chemical abuse (MICA) residences.

Chlorpromazine was discontinued and
Mr. R started on clozapine treatment for the
first time. His dose was titrated by 25 mg/day.
Mr. R reported a gradual diminution of audi-
tory hallucinations to what he termed tolerable
intensity of 3 out of 10 on a relative scale (10
being the worst), as compared with 10 out of 10
on admission. The patient's eye contact
improved and affect became less flat but
remained blunted, accompanied by inappro-
priate smiling at times. With continued
encouragement, Mr. R's participation in unit
activities and interactions with peers began to
increase. Because of Mr. R's decreased but
remaining command auditory hallucinations
and inappropriate affect, clozapine titration
was continued up to 600 mg/day. A blood level
of clozapine and norclozapine drawn at that
time was 620 ng/ml (a therapeutic dose is con-
sidered to be greater than 450 ng/ml).
Atenolol, 25 mg/day, was added for treatment
of tachycardia with good response. Mr. R expe-
rienced side effects of sedation, hypersaliva-
tion, constipation, and mild dizziness.
Orthostatic hypotension was not present. Mr. R
was accepted into a MICA program and was
discharged. Unfortunately, he did not follow
through with this treatment plan. On discharge
his BPRS score was 52.

The patient returned to the inpatient unit
approximately 5 months after discharge with
active crack cocaine use and increased com-
mand auditory hallucinations. He did not con-
tinue his clozapine after discharge and had been
intermittently obtaining chlorpromazine from a
walk-in medication clinic. Mr. R was admitted
after following command auditory hallucinations
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and jumping onto train tracks in order to kill
himself. Fortunately, no train was nearby and he
was pulled off the tracks by witnesses. Similar to
the earlier admission, Mr. R presented with
alternating flat and inappropriate affect,
depressed mood, and suicidal thoughts. He was
withdrawn, stayed in bed all day, and did not
show any interest in socializing or participating
in groups. On readmission, the patient's BPRS
was 78. Mr. R stated that his substance abuse
urges overcame him and kept him from follow-
ing through with placement in the MICA resi-
dence. Secondary to prior problems with
sedation, compliance, and ambivalence regard-
ing regular blood drawings, Mr. R was started on
olanzapine 10 mg p.o. each night rather than
clozapine. Within 1 week of treatment, Mr. R
started to demonstrate a dramatic improvement:
His auditory hallucinations gradually dimin-
ished, and after 2 weeks of treatment, they were
completely gone. This was the first time Mr. R
was free of auditory hallucinations since their
onset approximately 26 years prior.

Mr. R showed increased cooperation with
medical staff and peers, spending time listen-
ing to music and participating in a substance
abuse treatment group and other groups. In art
therapy, Mr. R drew pictures of flowers and
people playing games and gathering together.
During his prior hospitalization he had drawn
pictures of sharks and anthropomorphic beasts
with dismembered and bloody pieces of human
bodies inside or around them and had stated,
"This is how voices are." Mr. R demonstrated
focused and goal-oriented thoughts, his affect
was blunted but appropriate, and his mood was
euthymic. He went on two successful interviews
for MICA programs and failed to return to the
hospital for treatment after a third interview.
Mr. R's BPRS score around this time was 31.

This case points out some of the many chal-
lenges in working with mental illness chemical
abuse patients (MICA) patients, and how clini-
cal response to a medication is only a part of
the total picture. Our treatment team, however,
was quite impressed by the greater efficacy and
reduced side-effect profile of olanzapine as
compared with clozapine in this specific case.
Of course, one cannot make generalizations
from a single uncontrolled trial. More recently,
olanzapine has been shown to be more effective
in the treatment of negative symptoms of schiz-
ophrenia and to have greater efficacy in this
population than the standard neuroleptic
haloperidol,5 and more cost-effective compared
with the other atypical neuroleptics.8 There

have been no studies published comparing the
newer atypical antipsychotics agents. Such
studies would be of value since some of these
agents are becoming first line medications in
the treatment of psychotic individuals, and
nothing is known regarding direct comparisons
of their efficacy. Pharmacological treatment
studies directly comparing the various effica-
cies of atypical antipsychotic agents are much
anticipated. IS£E]

Leonid Verobyev, MD, and
Robert Grossman, MD
New York, NY
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Dear Editor:
Our parents, natural as well as professional,

are typically less dumb than we perceive them
to be. McGlashan's article, "Schizophrenia and
Obsessive-Compulsive Disorder: Are They
Related Disorders?"1 starts with the point that
"older nosological schemes in the field of neu-
ropsychiatry regarded schizophrenia and
obsessive-compulsive disorder as mutually
exclusive disorders, completely separate and
unrelated, with no coexistence between
them."1 Furthermore, "such categorical dog-
matism is curious, considering that this 'rule'
was totally unfounded by empirical observa-
tion."1 Curious, yes, but even more curious is
the fact that this statement is untrue!

Contrary to McGlashan's statements,

"One of our more recent

'parents,'Jaspers,

perhaps the principal

architect of the 'older

nosological schemes,'

tried to get around the

enmeshment of

obsessional and

delusional

psychopathology with

this 'hierarchical

approach' to nosology.

When both kinds of

symptoms were present

in one case, and the

patient seemed

schizophrenic and

obsessive-compulsive,

then the hierarchically

superior diagnosis of

schizophrenia was made

and the other diagnosis,

OCD, was not."
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"Once we try to

abandon the hierarchical

principal, we are left

struggling with

incredible numbers of

disorders and

comorbidities.To our

dismay, we wind up

listing four, five, or even

more mental disorders in

one patient, while we

know in our hearts that

we are violating the

phenomenological

reality of their suffering

and of the conditions

that we are

investigating."

68

relationships between the two disorders were
always apparent. This can be seen from an his-
torical perspective: The very term "obsession"
originated in relationship to its kindred term,
"possession." Both words stemmed from the the-
ological atmosphere of the Inquisition and the
belief that devils either "possessed" someone,
who then deserved to be killed, or merely
"obsessed" them, in which case the victim
resisted possession, and therefore could still be
saved. The critical distinction between these two
states was "resistance," always present in obses-
sions and always absent in possession. Obsessed
victims resisted the devil, possessed victims did
not. The two states were never easy to tell apart,
as the anguished transcripts of the inquisition
demonstrate again and again in abundant detail.3

Nowadays, of course, we replace the term "pos-
session" with "delusion" but continue to be
vexed by difficulties when we try to separate the
two categories.2

One of our more recent "parents," Jaspers,
perhaps the principal architect of the "older
nosological schemes," tried to get around the
enmeshment of obsessional and delusional psy-
chopathology with this "hierarchical approach"
to nosology.4 When both kinds of symptoms were
present in one case, and the patient seemed
schizophrenic and obsessive compulsive, then
the hierarchically superior diagnosis of schizo-
phrenia was made and the other diagnosis,
obsessive-compulsive disorder (OCD), was not.
But this did not mean that schizophrenia and
obsessive-compulsive disorder as mutually
exclusive disorders, completely separate and
unrelated, with no coexistence between them.
Jaspers realized that persons with schizophrenia
are often anxious, depressed and obsessive-com-
pulsive; persons with manic-depression are often
anxious, etc. He was trying to find order in a
field with boundaries that often seem as fixed as
they are in a custard pie. Of course, the modern
Diagnostic and Statistical Manual of Mental
Disorders, fourth editon, approach does break
with Jasper's hierarchical nosological schema by
instead endorsing the principal of comorbidity.
Nowadays, there is no longer a hierarchy, so all
disorders are routinely enumerated (of course,
this is only sometimes true—when schizophren-
ics are anxious or dysthymic, we still ignore
these diagnoses!). However, this modern
approach has not "contradicted exclusivity and
introduced much uncertainty and confusion that
the heretofore neat and orderly picture of schizo-
phrenia and OCD as separate entities." ' It just
gives us a different way to deal with the uncer-
tainty and confusion that was always present and

ilume 3 - Number 2 • February 1998

acknowledged.
Are we better off with the comorbidity of pre-

sent-day approaches? I, for one, am not so cer-
tain. In the first place, there is the inconsistency
mentioned above. We still have hierarchies,
although they are more covert— comorbid schiz-
ophrenia and anxiety or dysthymia is diagnosed
as one disorder while comorbid schizophrenia
and OCD are diagnosed, rather inconsistently, I
think, as two. Secondly, such hierarchies are
often reasonable. A "custard pie" with raisins in
it is not a "custard pie" and a "raisin pie." Once
we try to abandon the hierarchical principal, we
are left struggling with incredible numbers of
disorders and comorbidities. To our dismay, we
wind up listing four, five, or even more mental
disorders in one patient, while we know in our
hearts that we are violating the phenomenologi-
cal reality of their suffering and of the conditions
that we are investigating. Furthermore, more
specific to schizophrenia and OCD, the present-
day emphasis on comorbidity obscures at least
one possible alternative way of formulating the
relationship between schizophrenia and OCD
beyond McGloshan's "three alternate hypothe-
ses."1 The fourth hypothesis: Obsessive-compul-
sive psychopathology seen in schizophrenia is
qualitatively different from obsessive-compul-
sive psychopathology seen in OCD. For example,
obsessions and compulsions seen in schizophre-
nia might sometimes lack the criteria of "resis-
tance" and in these instances be fundamentally
different from the apparently similar but in fact
resisted obsessions and compulsions typically
seen in OCD.

This fourth hypothesis could be empirically
tested. It may turn out to be useful, as
McGlashan seems to prefer, to redefine obses-
sions and compulsions as "repetitive mental
content," thereby tossing out the classical
emphasis on "resistance."1 On the other hand,
such an approach may turn out to be short-
sighted, in which case the old nosologists were
not so far off after all! l £ 9

Michael Alan Schwartz, MD
Gates Mills, OH
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Icok. 1 i t s M o t T r t m a s s n ! signs and symptoms that ocuned in at least I % of Neiroatin<Hteated patients with epilepsy partidperring ii plrxefxKcntroled triab and were numericully more
cornrnon n the tank* group, hi these studies, eilhe> Meurarrn'n» a ixoraba was added to the rjatie^
nrtettf.
Ihe p n ^ shauU he awin tot Ihiise h ^ , cMed what Neijonlin'«
to cense of usual m e t a l practice where n a t a l cnonxniSics ond other factors rmy differ nan tfnse tuevaSng durmg ctnkat studies. Simloriy, the cried frequencies cannot be arectfy com-
pctid w i tares aMned from Mher ohed iwsligalions involvirig djffarent tpaotments, uses, or inveshgatois. An nspection of these frequencies, hmvever, does provide the prescribing
physicicri w i g w basis ra estiioni to r a U w c a n t r i p

Body System/
Adverse Event

M v As A W i d e
M j u e
Weight Increase
Bock Pain
Peripheral Edema

Coidiovasculoi
Vosodilatotion

Digestive System
Dyspepsi
South or Throat try
Constipation
Dental Abnormalities
Increased Appetite

narnDTOKMjK! and LympnoTic jysiems
leukapeni

HuseJoskeleral System
Myalgia
Fracture

Nervous System
Somnolence
Dizziness
Ataxfo
Nyshpus

N e u r o n * "
11 = 543

%

11.0
29
Li
1.7

1.1

2.2
1.7
1.5
1.5
1.1

1.1

2.0
1.1

19.3
17.1
12.5
8.3

Placebo"
N = 3 7 I

S

5.0
l.i
0.5
0.5

0.3

0.5
0.5
0.8
0.3
0.8

0.5

1.9
0.8

8.7
6.9
5.6
4.0

Body System/
Advene Event

Nervous System (continued)
Tremor
Nervousness
Dysaithrin
Amnesia
Depression
Thinking Atmomral
Twitching
CooidMon Abnormal

Respiiotorv System
Rhinitis
ffayngilis
Couaktog

Abrasion
Pruritus

Urmenital System
Impotence

Soeciol Senses
Diplopia 1

Jmblyopia'
laboratory Deviations

W Decreased

Neuionli iM

N - 543
%

a
2.4
2.4
2.2
1.8
1.7
1.3
1.1

4.1
2.8
1.8

1.3
1.3

1.5

S.9
4.2

1.1

Placebo11

N = 378
%

3.2
1.9
0.5
0.0
11
1.3
0.5
0.3

3.7
l.i
1.3

0.0
0.5

1.1

1.9
1.1

O.S
0 Plus background antiepileptic drug therapy
b Junbfyopia was often described as blumd vision.

Other events hi m m than 1K of patients but equity or more tea jMt in to placebo group induded: headache, viaJ infection, fever, nousea and/or vomitng, abdonrincd poh, diarrhea,
convulsions, confusion, insomiia, emotrjnol bbiiry, rash, acne.
Among to nertmeotaergent adverse events occurririg at on Mience of at least 10% of IteuTontbTrreirred patients, somnokince ond ataioa appeared la exhiit a positive rjoseiesponse
relationship.
The overal incidence of aaVerse events and Ihe types of odverss events seen were simjoi among men md nnnen treated with Neurontine. The inddence of adverse events inaeasne sfghlly
• H i taeasin age > patients treated win ehhei Neuron*' or placebo. Because onV 3% of patients IZ8/921) in ploxebonHitralled studies were klentfied as norwiiite (bbek or other).

O t h e r A d v e n e E v e n t s O b s s r v i d D u r i n g A l ( M u d Tr ia ls
Neuicrfn* has been aoiiiisteiiid to 2074 M M u a k d u q al c W
nvesligatcrs ustig terminokxjy of the* own choosing. To provide a meanrigful esfinate of the proportion of hdnriduals having adverse events, simlor types of events were grouped into o
smefc number of stmcMzed arlegaries using maHied COSTAliT alctionory terminology. These categories are used in the bsting hekwr. Ilie frequencies presented representthe proportion of
the 2074 WMduok exposed to Neurerin" who expeimced on emit of to type cimd on at least one occasion vrhle receiving Keuromin' Jtl peported events ore included excipt those
cdmdy Bsted in the pmious toble, those too general to be rnfarrmtive, ond those mtieasonably assodated with the use of the diug.
Events ore furtot dassKed wihn «ody system cakgories and enumerated ii order of deaeasng frequency using the folowing definitians; frequentadverse events are defined as those occur-
ring i i at least 1/1OO patients; inhequent oaVerse events are those occurring in 1/1TX9 to 1/1000 paiients; roe events ore Ihase ocarrkig ii fewer than 1/1000 patients.
Body A i A Whole: f u c w i t asthenia, mdaise, k e edono; Msnwrr : deitjy, oenemlzed edema, vnijlit ckaecrse, d i l ; Jbre: sttange feetngs, lassitude, cdcohol intalenince,
hangover effect.
todkmsodor S y i t m freoBert hypertension; JrinE<^(^ hypeitension angiia pectciis, periphed vasculai disorrlet, rjalpiration, tririiycardn, migraine, nunrur; «are: a l M flnlation,
heart Mure, l W n e * t * , deep Ihicniophkeft, myocardicl infarclion, cerebmyasaiai accident, pulrnonory throndnsis. ventricdareictrasystDlas, hocrVairdia, premature otrid cotirioction,
pefKntrJul tub, neoit block, puitnonory embolus, nypentpiftefTHO, hypefdiftetHolsfnio, pericardkH effusion, poriconJtis.
WoMtlmSyitMrcfe^iMEB.fiifcig^
htcontkience, hepntomogaly; h i . dysphooia, oucMin , rwKreatins, peptic u b , coins, Users h mouth, toot discolor, perleche, satwary ojand enlarged, Ip hemarthoge, itsophagTiis, hijlal
hemto, fiernoterness, pfoditts, iritotfe bowel syndrarnB, rectnl hemoinioye, esophaQsol spasm.

H<iaotaloa> o»J lynipl iotk Svi term F n | i «
W, couitiKiensecl, lymphoiytoss, norrHodgkin's ryrriphornct, b M i g lime nansed.
nWsteloskeletal System: ftejait artakjn; M e o u e * tendnrhs, ortfntis, joint stiffness, ioirrt swettng, posrtive Romberg test; Anc costodundritis, osteoporosis, bursitis, contmcture.
N e r v o m System: Impnt. vertigo, hyperkiiesio, paresthesia, decreased or absent reflexes, increased reHeires, onnety, hostSty; Minuent CNS nimors, syncope, dreoming abnormal,
aphcisk., hypesrhesia, Htmcrartcd hemorrtage, hvpotonia, dysesthest, paresis, dystania, herriplejia, facial pamtps, staca, cerebeli dysSmcta, rnsitiw Babmski sijn, deatraid posi*n
sense, subdual hemotomo, opafhy, hc ta r l ion , decrease or loss of faiiido, agrrotion, paranoia, clepersaulizcriion, euphoria, feeing high, doped-up sensation, sukidal, psychosts; Aaret:
choreoolhetosis, e r a o f l dyskuiesm, eneephalopalhy, nerve palsy, peisonakly diSDider, mcieased ttrido, subdued temperoment, aproxn, file motor control dewier, mentnajstnus, local
myodonus, hyperestosia, hypokmsio, monn, neurosis, hysteria, antisocial reaction, sukrJe gesture.
R e s t t o o r y S y s t e m frerjwrt: pneumonia; H r e o w t epistaxis. dyspnea, opneo, he. muccriilis, asptralian pnomonj, hvperventkrtion, Mccup, laryngitis, nasd obstmclkn, smiig,
brondiaspasm, hypovenrtoi, king edeno.
Peirwatelaglcd: W a p r n t obpedci, egemo, cty skin, roeosed sureotinrj, urtinma, (risutism, sebcmfiea. cyst, herpes sinplex; tote herpes msta, skin dtseoloi, stii popute,
photosensitive reodion, leg ulcer, scalp seberrhea, psoriasis, desquomolion, maceiahon, skin nodules, sutononeous ncone, meknwsis, skm necrosis, local swefing.
U r o o n H d S y s t m u Misfel. hemaluria, dysuiio, urination (eauency, cysfis, unmy retention, urinary incontinence, vogjnal hemorrhage, amenonheo, dysmenonhea, tnemhaojo,
breast cancer, unable to d i m , e f t i t o i i abnormal: fare: kidney pom, leukorrlieo, pruritus genital, rend stone, acute rend fakin, muria, gtycosurio, nephrosis, nocturia, pyuria, M I M
urjency, vogiuJ rjoin, breast pain, testicle pan.
SpeoM S « « f a ^ c h i n i d v m ; I n f a c M c
h e ^ k s r eiinhe, IMIus, m ear r M w , o i s , luste ^
eye fomsng problem, watery eyes, relinopolhy, ajaucoma, bftis, comecd disordeis, kxiimal dysfunction, degenerative eye changes, blindness, retinal degeneratian, miosis. clxHioraHnrns,

P o s i M n d u c t i o n R e p o r t s
Mverse everns w M • * N c m i f lh< hnve be«i I O C C M s k e i r ^
eryttiema muhiforme, Stevens-Johnson sytKjrorne and devoted hver funclnn tests.
M U G A B U S E A N D D E P E N D E I K E

O V E R D O S A t t
A lethal dose of gabapentin was not identified in mice- and rats recening single arat doses as high as 8000 mg/kg. Signs al acute toxkily in animals hKkided ataiia, latned Iregtfiing, ptosis,
sedation, fr/rnrjctMy, o> enMion.
Acute oral overdoses of Neurontai^ up to 49 grams have been reported. In these cases, double vision, slurred speech, drowsiness, lethargy and dimhea were observed. AH patients recovered
with supportive care.
Gcojoenlti can be removed by herrudicrysis. Alttwugh herrntdysis has not been performed in the few overdose CDses reportod, it may be nnicared by the patieiit's diucd state or in patients
wnh significant renal impairrFieril.
D O S A G E A N D A D M I N I S T R A T I O N
Neiml in" i lecommended ta add-on therapy i i patients over 12 yem of age. Evidence tiearing on its safely and effectiveriess in pediatric patienrs bdow the age of 12 is not rjvdkrble.
Neuronlin" 6 given ciaty with oi without food.
1 b ehalive e r a of Neuror<nH 900 to M mg/doy d g m n c M U te
over a few days, j v h j 300 mrj on Hoy 1,300 mg twice a day en Day 2, ond 300 mg ttiree tines a day on Day 3. To (ninimize potential side effects, espeaoty somnolence, dterness,
Wjw.lKin.MntantoilOTfteodrnnrfcdrtM
Dosages up to 2400 mg/day have been wel tolerated ii kmefterm e l u d stuttes. Doses of 3600 mg/day hove ofso been cdrninistenid to a srmU number of paiients for a relative<r short
d u a t a , and have been wel tolerated. The maxhnim tme between doses«fcT.I.D.sdieouk> should r i e l e i c d l 2 h « H S .
It is not necessary to monitor gabapentin pknmo corKentrations to Dptimize Neurontin9 therapy. Further, because there aie no signflicanr pharrnscokirielic interactions among Heurontin* and
other commonb/ used rjnh^pileptic drugs, the addition al Neuronlin'* does not ortei the plasma levels of these drugs appreciably.
I Neuionfn' B d m i n o e d and/or an o b n c * anltomttsont m e * ! * ™ o d d to to therapy, fcshoukl to ^
Dosage adjustment in patients wrth cornpromtsed renal function or undergoing hemodiofysis is recommended as follows:

Renal Function
Oearinine Clearonce

(ml/min)

X»
3 0 - 6 0
15—30
<1S

Hemodiafysis

Total Daily Dose
(mg/doy)

1200
600
300
ISO
-

Dose Regimen
(maj

400 I I I
300 UD.
3000.0.

3000.0.0.1

200-300*

'Every dtadcr,
"Loading dose of 300 to 400 mg in patients who h o * never received Neumtlin* thai 200 to 300 nvj « M « * > following each 4 hours of hemodiafysts

C o r t a F e c U taw prohibrls dispensing withour prescription.
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NEURONTIN

TO ITS

FULLEST

POTEIXITIA

TO HELP YOUR

d G, age 31*
URONTIN. 1800 mg a day

as adjunctive therapy
for partial seizures

PATIENT

REACH

THEIRS

N E U R O N T I N A D J U N C T I V E T H E R A P Y O F F E R S E A S Y A N D
R A P I D T I T R A T I O N FOR I M P R O V E D I N D I V I D U A L C O N T R O L

• NEURONTIN can be rapidly titrated to effect, up to 1800 mg/day (600 mg tid).m

In clinical studies, doses of 3600 mg/day were well tolerated in a small number of
patients during short-term administration

• NEURONTIN has no pharmacokinetic interactions with commonly prescribed
first-line AEDsT valproic acid, carbamazepine, phenobarbital, or phenytoin

• NEURONTIN offers the confidence
that comes from experience in
over 300,000 patients

"Hypothetical patient

Please see adjacent page for a brief summary of
full prescribing information.

gobopentin copsules
1OO mg, 3OO mg, -4OO mg

WELL TOLERATED... EASILY
TITRATED... PROVEN EFFICACY

NEURONTIN is indicated as adjunctive therapy in the treatment of partial seizures with and without secondary generalization in adults (>12 years old).

NEURONTIN is contraindicated in patients who have demonstrated hypersensitivity to the drug or its ingredients.
In placebo-controlled studies, status epilepticus occurred in 0.6% (3/543) of NEURONTIN-treated patients vs 0.5% (2/378) of placebo-treated patients.
Because adequate historical data are not available, it is impossible to say whether treatment with NEURONTIN is associated with a higher or lower
rate of status epilepticus.
In placebo-controlled studies (n=543), the most common adverse events associated with NEURONTIN were somnolence (19.3% vs 8.7% with
placebo); dizziness (17.1% vs 6.9% with placebo); ataxia (12.5% vs 5.6% with placebo); fatigue (11% vs 5% with placebo); nystagmus (8.3% vs 4%
with placebo).
t Because NEURONTIN is eliminated renally, dosage adjustment is recommended in renally compromised patients or those patients undergoing hemodialysis.

Please see Dosage and Administration section of full prescribing information for schedule.
tTo minimize potential side effects, especially somnolence, dizziness, fatigue, and ataxia, the first dose on Day 1 may be administered at bedtime.
§Titration to an effective dose can take place rapidly, over a few days, giving 300 mg on Day 1, 300 mg twice a day on Day 2, and 300 mg three times a day on Day 3. Once titrated

to 900 mg/day (300 mg tid), if necessary the dose may be increased using 300-mg or 400-mg capsules three times a day, up to 1800 mg/day.
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