


SOKAK ILACLARI

Depresanlar
¥ ¥
Dogal Sentetik
|
— Barlutiirat

:
5

S

Kodein

b

— Trankilizan

» Sedatif |

:

Uyaranlar

|
¥

— Sentetik

'

Amfetamin
tiirevleri

»  Amfetamin l

Metamfetamin

Y . MDMA
Toz (Ecstasy)

Hallisinojenler

Y

¥

| Dogal

Sentetik

LSD

kL J

Bonzai

Toz, Kubar

Fenetilin
(Captagon)

Likit esrar

Katinon
tiirevleri

!

Mephedrone




1 SSS lizerinden vicuttaki bircok mekanizmay!
etkileyen ilaclar. 2 gruba ayrilir;

» Konviilzan ve solunum uyaricilar (l)

» Psikomotor stimulanlar (ll)

*Kafein,
*teofilin,
*teobramin

(metilksantinler)




Temel mekanizmalar

* NA, dopamin, serotonin gibi katekolaminleri
serbestlestirir ve re-uptake inhibisyonu
(amfetamin ve turevleri, kokain)

* Fosfodiesteraz inhibisyonu (metilksantinler)

* GABA, Glisin antagonizmasi (striknin,
bikukulin, piktotoksin)

* Gangliyonik stimulasyon(nikotin)
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Kullanim sekilleri

e SSS uyaricilari bir cok farkl hastallgln
tedavisinde kullanilir. NI

— DEHB iz ﬁ BGIAE
| AL COCAINE
— Norkolepsi, NE#/), TOOTHACHE DROPS

@ TnICE 15 CENTS.
P'ropared by the

LLOYD MﬁNUFAOTURINB c0.

IR HUDRON AVT,, AMLBANY
For sale by all Dru;.;,xsu

: (Raslatised Mareh 1555}
1880'i yillarda kokainin buginki yan etkileri tam &
—_— De p re Syo N ? olarak bilinmiyor ve kontrolsuzce her a}a.r.wda |

kullanilryordu. Bu masum reklam brogtrlinde kokain
iceren bir dig agrisi ilacinin tanitimi yapiliyor.

— Obezite (istah gezici),
— Lokal anestetik

— Strok rehabilitasyonu?
— Travmatik beyin yaralanmalarinda?



* Yasadisi kullanim sebepleri;
— Uyaniklik ve konsantrasyon saglayici
— Doping
— Keyif alici
— Bagimlilik




ABD de 1.5 milyon kokain kullanicisi
353.000 metamfetamin kullanicisi
Opiyat ve esrardan sonra 3. siklikta

Ayni sekilde yasal veya yasadisi olarak
suistimali en fazla yapilan ilaclardan olup
toplam oran;

— Avrupada-% 2.7
— Amerikada-% 4.5

% 43 recetesiz kullanim



Yan etkiler

BlUylume ve gelisme geriligi

— Ozellikle DEHB tanili cocuklarda boy ve kilo geriligi
Uyku dizensizligi

Istahsizlik

Tikler

Psikoz

Epilepsi atak



Ciddi yan etkiler

e Kardiyovaskuler ve norolojik sistem lzerinde
odliumcul yan etkileri vardir. En fazla bilinen;

— Koroner vazospazm ve Ml

— Hipertansiyon,

— Tasikardi,

— Ani kardiyak 6lum,

— Norolojik serebral vazospazm
— Iskemik ve hemorajik SVO



Clinical Notes, Suggestions and
New Instruments

COLLAPSE WITH DEATH FOLLOWING THE USE
OF AMPHETAMINE SULFATE

Lowerr C. Smirua, M.DD., LaFaveETTE, IND,
Curoner, Tippecanoe County

Amfetamin kullanimina bagli ilk 6lim 1939 yilinda sinav
basarisini artirmak amacli tekrarlayan alim olan



* Ayrica intihar amacli asiri
doz alimina bagh olimler
azimsanmayacak kadar
coktur.

e SSS uyaricilar kaynakl
olumler icin yapilan
calismada diinya genelinde;

— amfetamin kaynakli 61im
orani %0.58,

— kokain kaynakli 6lim orani ise
%0.32




Main causes of death and standardized mortality ratios among 428 individuals
age 20-59 who inject amphetamine. Main canses of death accord ing to KCD-10.

Causes of death n % SMR 95% CI [CD-10
Certain infectious and parasitic 28 7 2R3 238527 ADN-BO9
diseases
MNeoplasms 45 11 3.2 2.34.1 CO0-D48
Endocrine, nutritonal and 7 2 4.7 0.9-8.4 EOQ-E90
metabolic diseases
Driseases of the nervous system B 2 5.5 1.79.3 G060
Driseases of the circulatory system a7 16 5.4 4.1-6.8 [00-199
rizeases of the respiratory sy stem 17 i 12.7 &.7-18.7 JO0-JF0
Drizeases of the digestive system 24 G 10.0 &.0-14.0 EOO-E93
Miseases of the skin and 1 0.2 - - LOO-L99
subcutansous tssue
Mental and behavioral disorders H2 12 31.2 27-39.7 FW-F99
Unknown cawuses of death 14 3 Q.4 4.514.3 ROO-R949
External causes of morbidity and 162 28 12.7  108-14.7 WVO1-Y99
martality
- Imtentional self-harm (suicide) 5.3 3.3-T7.3 EH0-XE4
- Men 5.0 3.0-7.1
- Wanmen 7.0 0.1-13.9
- Poisoning, accidental or of 32.0 254-38.6
undetermined intent
- Tramsport accidents 8.0 6.8-14.5 Vi 1-vag
Total 428 1000 B3 7.549.1




Table 2 Direct cause of death.

Male

Cuseof deh (%

Feml
m=285) (=86 (n=371)

Al

Table 5 Major organ pathology.

Methamphelamine foxicty 17

Combined drug toxicty 5

Cardiovascular 15
(ercbrovascular -
njy )
monary )
fanging )
(ther |

)|

—_—

Males Females Al

Type of pathology (%) m=172) (n=48) (n=220)
Cardiovascular pathology 55 438 54
Atherosclerosis 43 26" 39
Mild 20 15 19
Moderate 3 2 3
Severe 17 7 15
Unspecified | 2 |
Sites of atherosclerosis 40 17" 35
Coronary arteries 14 17 14

Aorta

Cardiomegaly 18 b 16
Hypertrophy 13 11 12
Ischaemic heart disease 6 2 5
Cerebrovascular pathologyT 19 26 20
Pulmonary pathologyi 4) 42 42
Hepatic pathology§ bl 60 61
Renal pathologyy 12 13 13




KARDIYAK YAN ETKILER

Kan basincini yikseltme
Nabiz hizini arttirma — katekolamin artisi

Vazospazm .
Proinflamatuvar trdnler araciligiyla vaskdalit
QT araligini uzatma ve torsade pointes
Platelet agregasyonu ve trombus olusumu



Akut miyokard enfarktus(

Disritmi

Hipertansiyon-diseksiyon, kapak yetmezlikleri
Kardiyomiyopati

Myokardit

Subendokardiyal iskemi ve fibrozis

White SR. Amphetamine toxicity. Semin Respir Crit Care Med. 2002;23(1):27-36.



Westower and Halm BT Cardiovascuwlar Disorders 2012, 12:41
htopy S www . biomedcentralcomyd 14 71-2261 /12441

BMMC
Cardiovascular Disorders
RESEARCH ARTICLE Open Access

Do prescription stimulants increase the risk of
adverse cardiovascular events?: A systematic
review

Arthur N Weswowver'?” and Ethan A Halm??
Abstract

Background: There is increasing concern that prescription stimulants may be associated with adverse
cardiovascular events such as stroke, myocardial infarction, and sudden death. Public health concerns are amplified
by increasing use of prescription stimulants among adults.

hoOogle
.
Toxan assodation. re
als] ) _— . o : : ent
variconclusions: Findings of an association between prescription ahmulant use and adverse cardiovascular outcomes
Resare mixed. Studies of children and adolescents suggest that statistical power is limited in available study fascular
gz:pr}pulatir}rﬁ, and the absolute risk of an event is low. More suggestive of a safety signal, studies of adults found an .
LT

4 Increased risk for transient ischemic attack and sudden death/ventricular arthythmia. Interpretation was limited due
cofto differences in population, cardiovascular outcome selection/ascertainment, and methodology. Accounting for omes
areconfounding and selection biases in these studies is of particular concern. Future studies should address this and

poj nd an
in . jother methodological issues. 4 due
to differences in population, cardiovascular outcome selection/ascertainment, and methodology. Accounting for
confounding and selection biases in these studies is of particular concern. Future studies should address this and
nther methocolooical issues
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Watts DJ, McCollester L: Methamphetamine-induced myocardial infarction
with elevated troponin I. Am J Emerg Med 2006, 24:132-134.

Ibrahim M, Hasan R, Awan M. Cocaine-induced coronary stent thrombosis.
Exp Clin Cardiol. 2013 Winter;18(1):e57-9.

Oo, Z. T., & Kyaw, H. (2020). Role of Stent Versus Thrombolysis in
Management of Cocaine-Induced ST-Elevation Myocardial
Infarction. Cureus, 12(8), e9654

Thompson J, Thompson JR: Acute Myocardial Infarction Related to
Methylphenidate for Adult Attention Deficit Disorder. ] Emerg Med
2007,38(1):18-21.

Gandhi PJ, Ezeala GU, Luyen TT, Tu TC, Tran MT: Myocardial infarction inan
adolescent taking Adderall. Am J Health Syst Pharm 2005, 62:1494-1497.

George AK, Kunwar AR, Awasthi A: Acute myocardial infarction in a young
male on methylphenidate, bupropion, and erythromycin. J Child Adolesc
Psychopharmacol 2005, 15:693-695.

Chen JP: Methamphetamine-associated acute myocardial infarction and
cardiogenic shock with normal coronary arteries: refractory global
coronary microvascular spasm. J Invasive Cardiol 2007, 19:E89—-E92.



Heart, Lung and Circulation (2016) 25, 325-332 REVIEW
1443-9506,/04 /$36.00
http:/ /dx.doi.org/10.1016/j.hlc.2015.10.019

The Cardiac Complications of ()
Methamphetamines

Elizabeth D. Paratz, MBBS %, Neil J. Cunningham, MBBS, FACEM ",
Andrew 1. Maclsaac, MD*?

(@) Tayior & Francis
EXPERT

OPINION Expert Opinion on Drug Safety

I55M: 1474-0338 (Print) 1744-764X (Online) Journal homepage: horpad/fwww tandfonline. comdloifieds20

An update on the safety of psychostimulants for

the treatment of attention-deficit/hyperactivity
disorder

Annabeth P. Groenman, Lizanne J.S. Schweren, Andrea Dietrich & Pieter ).
Hoekstra




NOROLOJIK YAN ETKILER

* Cogunlukla kardiyovaskduler sistem uzerinde
olusturduklari degisikliklerle

 Burada en onemli iki etken;

— uyaricilara bagli gelisen tansiyon ve nabiz
degisimleri

— kisinin oncesinde anevrizma, AVM gibi vaskuler bir
lezyonunun olmasidir s, N




* Ayrica uzun sureli stimulan kullanimi beyin
damarlarinda

Itihaplanma == ateroskleroz = anevrizma

e Otopsi calismalarinda beyinde vaskulit ve asiri
ateroskleroz goriulmus ve bu tekrarlayan
tansiyon degisimlerine baglanmistir.

Beadell NC, et al. The deleterious effects of methamphetamine use on initial presentation and clinical outcomes in aneurysmal
subarachnoid hemorrhage. J Neurosurg. 2012;117(4):781-6



Uyaricilara bagh cogunlukla hemorajik svo gorulir;

— Cogunlukla AVM veya anevrizma kaynakli

— genellikle parankim icine

— SAK tek basina veya parankim icine kanamaya eslik edebilir
Iskemiler;

— beyin sapi veya serebral hemisferlerde

— Temel mekanizma vaskulit zemininde olusan trombusler
Serebral 6dem

Epileptik atak



SUICIDE BY INGESTION OF AMPHETAMINE SULFATE

Major O, L. GERICKE

MEDPICAL CORPS, ARMY OF THE UNITED STATES

SUMMARY

Death of a 36 vear old man followed the ingestion of an
estimated 120 mg. of amphetamine suliate taken with smcidal

F:th_-nt. The immediate cause of death was subdural and sub-

rachnoid hemorrhage of the parnetal and occipital lobes.

— Gericke OL (1945) Suicide by ingestion of amphetamine sulphate.JAMA 128:1098—-1099

— Brust JC, Richter RW (1977) Stroke associated with cocaine abuse? N Y State J Med
77:1473-1475






Fowler J, et al. Impact of Methamphetamine Abuse: A Rare Case of Rapid Cerebral Aneurysm Growth with Review of Literature. Case Rep Neurol Med.
2018,2018:1879329
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JOURNAL OF THE ROYAL SOCIETY OF MEDICINE Volume 93

September 2000

Amphetamine abuse and intracranial haemorrhage

MNeil Buxton FRCS(Ed) Norman S McConachie FRCR'

J R Soc Mead 200093:472-477

SUMMARY

Amphetamines taken by any route can cause cerebral vasculitis and intracranial haemorrhage| 8 cases were seen in
a neurosurgical unit over 3.5 years. The published work indicates that those who experience these complications,

mainly young adults, have poor outcomes.
Figure 2 Leoft corebral haomatoma invaiving cingulate gyrus and

Figure 7 Large fromtal hassnorrhage extonding into e latoral fromopariotal white matter
voniricie




~ Forensic
Science
International

wowewy elsevier com locate / Torsciimi

- i .'.E'!I-"'\- -t B
ELSEWVIER Forensic Science International 129 (2002} 104109

A case of fatal hemorrhage in the cerebral ventricles
following intravenous use of methamphetamine

Fumio Moriva . Yoshiaki Hashimoto

MNewrol Aded Chir (Tokyvo) 3T, 49— 352, 1997

Subarachnoid and Intracerebiral Hermorrfiage
Associated with Necrotizing Angiitis
Due to Methampheramine Abuse

—An Auropsy Case—

Subarachnoid hemorrhage in a patient
taking phentermine for weight loss

Jonathan A. Bain, Jeremy S. Dority, and Aaron M. Cook




“PEOPLE WHO TOOK THIS PICKLE BASED PILL
FOR THREE NONTHS DIDN'T 6ET CANCER

e, DURING THOSE THREE MONTHS "
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Contents lists available at ScienceDirect

Drug and Alcohol Dependence

journal homepage: www.elsevier.com/locate/drugalcdep

Review

Cocaine use and risk of stroke: A systematic review™

@ CrossMark

Background: Both cocaine use and strokes impact public health. Cocaine is a putative cause of strokes,
but no systematic review of the scientific evidence has been published.

Methods: All relevant bibliographic-databases were searched until January 2014 for articles on the epi-
demiological association between cocaine use and strokes. Search strings were supervised by expert
librarians. Three researchers independently reviewed studies for inclusion and data extraction follow-
ing STROBE recommendations. Quality appraisal included study validity and bias. Both ischemic and
hemorrhagic strokes were considered.

Results: Of 996 articles, 9 were selected: 7 case—control studies (CCS) and 2 cross-sectional (C55) studies.
One CCS (aOR=6.1; 95% (CI: 3.3-11.8) and one C55 (a0OR=2.33; 95% CI: 1.74-3.11) showed an associa-
tion between cocaine and hemorrhagic strokes. The latter study also found a positive relationship with
ischemic stroke (aOR=2.03; 95% CI: 1.48-2.79). Another CCS found the exposure to be associated with
stroke without distinguishing between types (aOR=13.9; 95% CI: 2.8-69.4). One forensic CCS found that
deaths with cocaine-positive toxicology presented a 14.3-fold (95% CI: 5.6-327) and 4.6-fold (95% CI:
2.5-8.5) increased risk of atherosclerosis compared to opioid-related deaths and hanging-deaths respec-
tively. One CCS did not provide an aOR but found a statistically significant association between cocaine
and hemorrhagic stroke. Three CC5 and one C55 did not find any relationship between cocaine and strokes.
Inadequate control for confounding was not uncommaon.

Conclusions: Epidemiological evidence suggests that cocaine use increases the risk of stroke. Larger, more
rigorous observational studies, including cohort approaches, are needed to better quantify this risk, and
should consider stroke type, hypertension variation, frequency/length of cocaine use, amphetamines
co-use, and other factors.

T SardndbDcx BT Tndawvad  Rarrin® T Nacanhardth2.h T Aala Eiiantad,D M T Rravnadb

© 2014 Published by Elsevier Ireland Ltd.



Major Risk Factors for Aneurysmal Subarachnoid
Hemorrhage in the Young Are Modifiable

Joseph P. Broderick, MD; Catherine M. Viscoli, PhD; Thomas Brott, MD; Walter N. Keman, MD;
Lawrence M. Brass, MD; Edward Feldmann, MD; Lewis B. Morgenstern, MD;
Janet Lee Wilterdink, MD; Ralph I. Horwitz, MD; for the Hemorrhagic Stroke Project Investigators

sackground and Purpose—To wdentify nisk factors for subarachnoid hemorrhage (SAH) and intracerebral hemorrhage. we
designed a case-control study of men and women 18 to 49 years of age (the Hemorrhagic Stroke Project [HSP]). This
report focuses on SAH.

fethods—Patients were recrutted from 44 hospitals i the United States. Cases with SAH must have had a ruptured
aneurysm documented by angiography or surgery. Two controls, identified by random digit dialing and matched to each
patient for age. sex. race, and telephone exchange, were sought for each case subject.

tesulis—Between 1994 and 1999, 425 patients with SAH were enrolled in HSP, and 312 cases met the critenna for
aneurysmal SAH The present analyses also included 618 matched controls. Of the 312 cases. 66% were current
cigarette smokers compared with 30% of controls (adjusted odds ratio [OR], 3.73; 95% CI. 2.67 to 5.21). Cocaime use
within the previous 3-day period was reported by 3% of cases and no controls (bivariate exack OR. 24.97; 95% exact
CL 3.95 to =; adjusted estimate not calculable). Other independent nisk factors in the multivariable model mncluded
hypertension (adjusted OF_ 2.21; 95% CI. 1.48 to 3.29). low body mass index (OF. 1.59; 95% CI. 1.08 to 2.35), primary
fanuly history of hemorrhagic stroke (OF. 3.83; 95% CI, 1.73 to 8.46). caffeine in pharmaceutical products (OR. 2 48;
95% CL 1.19 to 5.20). lower educational achievement (OR., 2.36; 95% CIL, 1.44 to 3.87). and micotine in pharmaceutical
products (adjusted estimate not calculable).

“oncinsions—Aneurysmal SAH may be largely a preventable disease among the young and middle-aged because several
prevalent nisk factors can be modified by medication (eg. hypertension) or behavioral change (eg. cigarette smoking,
cocaine use) The association of caffemne and nicotine in pharmaceutical products and aneurysmal SAH warrants further
studv. (Stroke. 2003:34:1375-1381.)
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Figure 1. Trends in drug abuse and stroke associated with drug abuse in discharges of persons aged 18 to 44 years from Texas hospitals, from January 1, 2000,
to December 31, 2003: annual prevalence rate of abuse of various drugs (A). percentage change in prevalence rates from 2000 (BE), incidence rates of stroke
associated with history of abusing various drugs (C), and percentage change in incidence rates from 2000 (D). All data are given plus or minus the standard error.
The Pvalues were obtained using the Cochrane-Armitage test for trend (2-tailed). In C and D, “other strokes” indicate all strokes not associated with alcohol,
cocaine, cannabis, amphetamines, opioids, or hallucinogens.
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Intracerebral hemorrhage in cocaine users

Sheryl Martin-Schild, Karen C. Albright, Hen Hallevi, Andrew D. Barreto, Maria Philip, Vivek
Misra, James C. Grotta, and Sean l. Savitz

Abstract

Background—Cocaine 1s al cause of intracerebral hemorrhage (ICH). but there are no large
studies that have characterized the location, pathology. and outcome of patients with cocaine-
associated ICH.

Methods—We performed a retrospective analysis of all patients admuatted to our stroke service
from 2004 to 2007 who had non-traumatic ICH and urme drug screens positive for cocaine and
compared them with symilar patients who had a negative drug screen for cocamne.

Results—We identified 45 patients with cocaine-associated ICH and 105 patients with cocaine-
negative ICH. There were no sigmficant differences 1n age or gender but there was a sigmificantly
higher incidence of African- Amencan patients 1n the cocaine positive group. Cocaine-associated
ICH patients had higher admaission blood pressures, significantly more subcortical hemorrhages.
and higher rates of intraventricular hemorrhage (IVH) compared to patients with cocaine-negative
ICH. Cocaine-positive patients had worse functional outcome. defined as an mES>=3 at the time of
discharge (OR 4.90_ 95% CI 2.19-10.97). and were less likely to be discharged home or to
inpatient rehab. Patients with cocaine-associated ICH were nearly 3 times more likely to die
during their acute hospitalization when compared to cocaine-negative patients.

Conclusion—Recent cocaine mgestion 1s associated with hemorrhages that occur more
frequently 1n subcortical locations. have a higher risk of IVH. and carry a poor prognosis
compared to patients with cocaine-negative. spontaneous ICH.



Impact of Acute Cocaine Use on Aneurysmal
Subarachnoid Hemorrhage

Tiffany R. Chang, MD; Robert G. Kowalski, MBBCh, MS; Filissa Caserta, MSN, ACNP-BC, CNRN;
Juan Ricardo Carhuapoma, MD; Rafael J. Tamargo, MD; Neeraj S. Naval, MD

Background and Purpose—Acute cocaine use has been temporally associated with aneurysmal subarachnoid hemorrhage
(aSAH). This study analyzes the impact of cocaine use on patient presentation, complications, and outcomes.

Methods—Data of patients admitted with aSAH between 1991 and 2000 were reviewed to determine impact of acute
cocaing use (C). These patients were compared with aSAH patients without recent cocaine exposure (NC) in relation to
their presentation, complications such as aneurysmal rerupture and delayed cerebral 1schemia, and outcomes including
hospital mortality and functional outcome.

Results—Data of 1134 aSAH patients were reviewed; 142 patients (12.3%) had associated cocaine use. Cocaine users were
more likely to be younger (mean age: C, 49+11; NC, 53£14; P<0.001). There were no differences in rates of poor-grade
Hunt and Hess (4-3); (C, 21%: NC, 26%; P=0.03), associated intraventricular hemorrhage (C, 56%; NC, 51%: P=0.03),
or hydrocephalus on admission Head CT (C, 49%: NC, 52%; P>0.03). Aneurysm rerupture incidence was higher among
cocaine users (C, 7.7%; NC, 2.7%; P<0.03). The association of cocaine use with higher risk of delayed cerebral ischemia
(C, 22%:; NC, 16%:; P<0.03) was not significant after correcting for other factors. Cocaine users were less likely to survive
hospitalization compared with nonusers (mortality: C, 26%: NC, 17%; P<0.03); the adjusted odds of hospital mortality
were 2.9 times higher among cocaine users (P<0.001). There were no differences in functional outcomes between the 2
groups.

Conclusions—Acute cocaine use was associated with a higher risk of aneurysm rerupture and hospital mortality after
aSAH. (Stroke. 2013:44:1825-1829.)



ORIGIMNAL RESEARCH

Methamphetamine use is an independent predictor
of poor outcome after aneurysmal subarachnoid
hemorrhage

Karam Moon," Felipe C Albuquerque,’ Mario Mitkov,? Andrew F Ducruet,’
David & Wilson,” R Webster Crowley,! Peter Nakaii," Cameron G McDouaall

ABSTRACT

Badcground Oinical outcomes of methamphetamine
users with aneurysmal subamdwnoid hemorrhage (@a5AH)
are Lk,

Objective To analyze differences in presentation,
in-hvosgpital morbidity, and outoomes bebsean
methamphetamine wwers and mon-USEs.

Meathods All 472 patients included in the B anow
Ruptued Aneunymm Trial from 2003 to 2007 were
reviewed. Patients with 1- and 3 -year follow-up wemr
inCleded in this amnalcic (n=39E). Mothamphatamine
users weme identified as patients who provided a history
of methamphetamine wse on admission or tested
positive on wrine toodonlogy testing. Methamphetamine
users wese com paned with non-users wsing univariate
analyss. Ouomes were then analyzed wsing
multivariate logistic regre<don modek for demogaphic
characteristics, medical comaorbidities, radiog@aphic and
clinical presentation, and vasoepasm.

Results Thirty-one patients {7 .8%) weme identified as
methamphetamine wers in this oohort.

Me tham phetamine users werne younger than non-users
{mean age 4 28 v 55 years, p=0.001}. In multivariate
lsgictic regre<son models, methamphetamine use was<
an independent predidor of poor Glasgow Outcome
Scale soone at both 1 year (OR=5.02: 95% 0 1.03 to
24 48 p=0.05) and 3 years (OR=7_.18; 95% 1 1.73 1o
2987 p=0.007). Other independent predictors in this
model included older age, clinical vasospasm, diabetes,
aned ameurysm sioe. fpca'neandtmacmmewemt
significantly associated with poor outcome in owr cohaort.
M tham phetamine we was not sgnificantly xcodated
with vasospasm, higher Fisher or Hunt and Hes grade,
of intrapasrendhymal hemomhage/fintraventricular
hemomhage.

Conclusions Methamphetamine uwers have
significantly worse outcomes at 1 and 3 years following
a%SAH. Further analywis is mecessany to understand the
pathological recponse acociated with metham phetamine
use i this setting.
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