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cyto-
been 3,4-Methylenedioxymethamphetamine (MDMA), more com-
syn- I monly known as 'Ecstasy', is a recreational drug that is gaining popu-

tgent I larity worldwide [1]. Although this drug was thought to be sate by,rove recreational users, it has been reported to cause cardiovascular-relat-
sen's ed deaths [2], hyperthermia, DIC, convulsions, rhabdomyolysis, and

acute renal thilure [3]. We here report a case of cerebral inthrction
associated with MDMA abuse.

A healthy 28-year-old man experienced a sudden onset of severe
t his frontal headache with nausea and vomiting, tbllowed by right-sided
actic weaknessabout I h at, er he took 2 tablets of Ecstasy in New York.
fisto- Ten days after the onset, right hand weakness persisted; he theretbre

had a medical examination in our hospital in Japan. He stated that
this was the first time that he had taken MDMA and denied use of
other recreational drugs, including alcohol. Medical history was neg-
ative t_r rheumatic fever, previous stroke, hypertension, diabetes,

tonic cigaretteuse, migraine, and hyperlipidemia. There was no family his- Flg.1. Computedtomographicscanof brainshowingarea
: syn- tory of stroke or migraine. On physical examination, the patient was oflowattenuation in left-sidedstriatocapsularregion(arrow).
lesof afebrile, had a blood pressure of 126/70 mm Hg, and a pulse of 80
lepsy: beats per min. The results of his general physical and mental status
7-35. examination were normal. Neurologic examination revealed mild
(Ras- right hemiparesis, right hypcrretlcxia, and a positive Babinski sign on

osurg _ the right: there were no sensory or visual field abnormalities. Com-

_ronic ! pleteblood count, ESR, serum chemistry profile, serum VDRL, pro- Rt_/krences

thrombin time, and partial thromboplastin time were normal. Both I SolowijiN, HallW, LeeN:RecreationalMDMAuseinSydney:Aprofile
ader- ECG and echocardiogram showed normal findings. A CT scan of'Ecstasy' usersand their experienceswith the drug.Br J Addict 1992:87:1161-t172.
:dine. . showed Iowattenuation in thc lcti-sidcd striatocapsular region con- 2 DowlingGP,McDonoughIIIET.BostRd: 'Eve'and'Ecstasy'..\ reportof

I sistent with an infarction {fig. I). Drug toxicology studies and angiog- tire deaths associated with the use of MDEA and MDMA. JAMA 1987:

,_irus raphy were not pcrtbrmed. Over thc next l_zwweeks the patient grad- 257:1615-1617.

-male ually improved without specific therapy. 3 HenryJA JeffreyKJ.DawlingS:Toxicity anddeathsfrom3 4-methylene-
1962: In this case. MDMA usc seemed to be the cause of subcortical dioxymethamphetamine ('ecstasy'L Lancet1992:340:384-387.

infarctionbecause {1)the patmnt lacked other defimte stroke risk thc- a John_n MP. HoffmanAJ. NicholsDE: EtTectsof the enantlomersofMDA.',IDMAandrelatedanalogueson[_H]serotonmand[3H]dopamme
:tvin tors. and 12)a temporal relationship crested between drug abuse and releasetromsupert'usedrat brainslice.EurJ Pharmacot1986:132:269-
751- subsequent stroke symptoms. MDMA _s a ring-substituted amphet- 276.

amine derivative that ischemically related to both hallucinogens and 5 LevineSR,BrustJCM, FutrellN, HoK-L.BlakeD. MillikanCH, Brassssen's
stimulants [4]. Other hallucinogens, amphetamine derivatives or sym- LM, Farad P Schultz LR, SelwaJF, Welch KMA: Cerebrovascular compli-

_'eron pathomimetic drugs, such as cocaine [5], methamphetamine [6], phe- cations of the useof the 'crack' torm of alkaloidal cocaine.N EnglJ Med
36. uylpropanolamine [7], phentermine [8] and ephedrine [9] can cause 1990:323:699-704.

stroke. The clinical course of our case, acute onset of a frontal head- 6 RothrockJF, RubensteinR, LydenPD: Ischemicstrokeassociatedwith
methamphetamine inhalation. Neurology 1988;38:589-592.

ache immediately tbllowed by tbcalneurologicdeficits, was similar to 7 FallisRI. FisherM:Cerebralvasculitisand hemorrhageassociatedwith
that of alkaloidal cocaine-related ischemic stroke, which is considered phenylpropanolamine. Neurology 1985:35:405-407.
tobe caused by vasospasm [5]. The mechanism of subcortical inthrc- 8 KoldanosJ, LevineSR:Possibleassociationofischemicstrokewithphen-
tion in our case is unclear, but it might be MDMA-induced vasocon- termine.Stroke 1993;24:310-313.
strictionof vesselsaround the circleof Willis.MDMA potentiates neu- 9 WoolenMR,KhangureMS,MurphyMJ: Intracerebralhemorrhageand

:¢ rotransmissionof serotonin [4],and serotonin is the most potent vaso- vasculitisrelatedtoephedrineabuse./mnNeurol1983;13:337-340.
Constrictoramine in the cerebral circulation, especially in large-and 10 HardeboJE, EdvinssonL,OwmanCH.Svendgaad N-A:Potentiationand
medium-sizedarteries [10].MDMA hasonly rarelyproduced cerebro- antagonismof serotonineffectson intracranialand extracranialvessels:Possible implications in migraine. Neurology 1978;28:64-70.
vascular accidents [3], and to our knowledge, ischemic stroke has not
been described previously in MDMA abusers. The present case, how- Shuji Hanyu, MD, Department of Neurology
ever,servesto illustrateanother potential dangerof MDMA. JichiMedicalSchool,Tochigi-ken 329-04 (Japan)
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