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A 18-years-old man with action myoclonus was reported. He had sudden cardiac arrest on October
24, 1983 followed by postanoxic coma. As he gradually recovered, intention or action myoclonus, first
mentioned by Lance and Adams in 1963, appeared. He also showed poor understanding of language,
constructional apraxia, dressing apraxia, idiational apraxia, idiomotor apraxia, memory disturbance,
dysarthria, paratonic rigidity, minimal muscular weakness, slight hyperactivity of bilateral patella tendon
reflex and right Babinski’s sign. Cerebellar signs were not remarkable.

Chest roentgenogram revealed enlargement of right atrium and right ventricle. ECG showed complete
right bundle branch block and giant negative T waves in all leads. Echo-cardiogram showed no abnormal
findings.

EEG showed predominance of fast waves with no laterality nor any spikes. HVA, 5-HT and 5-HIAA
in CSF were all in normal range. Surface-EMG revealed myoclonic discharges, which were particularly
prominent in muscles tonically contracted as with the arms outstretched. CT scan showed diffuse
cerebro-cerebellar atrophy after a month from the onset.

Clonazepam 0.5mg, injected intravenously, had therapeutic effect. Result appeared so soon that it
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suggests clonazepam has another mechanism to decrease myoclonus than the hypothesis of clonazepam

reducing serotonin turn over.
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Lance-Adams syndrome 18y.0. male

clonazepam 0.5mg LV.

before injection

[ W B

-~

R
£

Triceps m A‘VN'N"V/CU ;:,_ i

FCU : (JW (’N} \i ‘1.6", |
R '&”@ A Wﬁ(\w!{i i\(L\LM |

%(h'ﬂ{tkﬂh
Triceps %%@WW%M MWM&W

FCU  avpwwmrylrieniy *?HN“MNMN~NNWQM~”
| ‘1

CR maﬂ%ﬂ WWV\A( l\{“wflf“WﬂW”

Acc. HWNV\MAAV\/\/\N\@(‘jA/V\/H’\-—vW

X1
B A7 - AHRBLRDS,

after injection

LA U S A A A S A U pn ' mn S

WM%%¢¢#4%MNMM%%MMWA%4»%

W“AVW\“WM\NW\“I—\W‘WVWWWMW{‘N

O, W WP P S W A S

M‘L‘WW{LMMILWW\HM\W
P I AMATAAAAAAAAAAAAMAIA A A A A A A

m—,mfm~wwp«wﬂﬁ~lf—lfjwwﬂéwwwﬁwa

() 7 mrE A a@ERCE T, EhEEOKBEHRHRI RN OIER

(B) 7 mr€,240.5mg BEKTIE, EBHLI A7 e -2 2HBEORPEZEDL

(2 58,

'83:10.31.

ER1 REE#KOCT A%+ v TREEXEDILW

— 1114 —

ER?2 REH1» ATMEOIK, MEOBKY
A5,



Z %=

19634, Lance & Adamsbi, i od
Bl ¥ QKB L AMOBBERZHEIIC I+
7 m—R A% XU 4 EHI % “syndrome  of
intention or action myoclonus” & U Ty L7,
DA 7 m -2 2ORHIT, MEESHOHER
ERBRBOBICL » THEREL, BETHZ LA
E e, BFETI Lance-Adams fEREE & Hith
T %, RERFEDO ML O MEEIIREIY, MEEE
THlER I &, BENLFEEO/NKE
SEERTERETHA,

$A7 -2 AL, BT BB
DAHALBEN R TH Y, B, Tk
ERECBROELTGEZ Y, —7, B L EHA
B 7 BB C—RICHR DO TRHEEER O - LT
HBH, A7 R XRAL, B—OREBEREFIR
TR, FRABREBCI > TRRETSH., L
BoTEOBEMRELLEETH S,

AEEER BT 5 intention or action myo-
clonus i1, REH, BEMNRBELERVEETDH
I BRINDD, HTCL-> TR ILSFRE
nbidrzw—x2xxThs, Lance bit, +0F
R & U CRIRAIER 2 bR T 5 HIRBERR
MHoRIAEEEHEEENFEE & L Tuv-5, Coletti
UL, bTrHEEESCI > ThBL V-2 H
DIFA7 e —RARFEREIRD DK EAKREY
RERL IR TOCAEHAEREL TV 5,

AEFTRERY, BEOFIBLLE T 47
n— X ARNERINDL LR, BERWEEC
Iy, PRI i A2 -3 20 8dbh
7z,

Lance-Adams EEEFHIC BT AMOBMEXRZ O
FEFHEMCONTRERAAD AN, ¥
TARBESOHBOREIRATHY, FEHlE
WidAze—XRAORRARELRL-T B, &
TeBPeXT 5 I A7 v — R ADRIGIC S EEH
Fbbhb, Goldberg B2, FEBY, HAJI|HD
L, 207X A0BRORENERTH T L
HL T35, Goldberg 2137 v ¥ A 4EH
1.0mg~1.5mg#EOBEIC L hEIAL, 4mg £ T
WHE LKA TOHRIPB OB L 8E L,

221

FOERBRFELTYZ v FE A MDY V2
THEEVRBSIAFEC e b= Do F T A5
LOBEEIFL, BTOER b =vDE—v
F = N B A XD DTH LR AHEEL
Twa, EANBYEALV T nBEDEER S Z
o TWBD, 7 et EXA0RRENTH- I
EHRELTWB, KEGITYH 7 v F %2 40.5mg
DOEERTRIC X 5 RERIER & REHERX T O HE
PRI, (47— 2 202 v I s
ABHERTH D EHFER LI,

% 7- Léan 59, Lhermitte 57, van Woert 59
i, e b = vORERYETHS5HTP » Lance-
Adams FEBEE S35 s A2 0~ 2 ARLEHT
Botfc L #HE L TV B, Léan 523 LSHTP
1,800mg/H &, peripheral aromatic L-amino
acid decarboxylase inhibitor T# % MK-486,
150mg/ B &% BT 2 2 Lk b EYH B, B
H 524 L-5HTP 300mg/ H & MK-486, 50mg/ B
& CTEWLBELRD, MEBHEFOSHIAA ©
A7 bF, HVA 3 EEXZRLTVWH T Ehb, &
r b= Y DEREOBA, Vo3 v DEEKOWE
D ERBOMAETRERIRECRIT S 42
B — X ADRIEWEREEE L TW5B,

Roltinson 59334 7 2 Bi800mg/ H 12 TEL
AT, A~ 7 e BRI glutamic acid decarbox-
ylase & y-aminobutyric acid a ketoglutarate
TR L EZLRT DD, e b= VARH
HBIRL TWD IR S D L RT3,

Coletti 21X levodopa, GABA s & o # 51
L O EHOB O RIEMN L HE L. GABA 33
v <A CEENIFIERAZE L, levodopa
NEH L AMEET L 2ERT 207 7 ARR
AL CHEBENCTHOEE I HEY B2 5 2
ERE T, $47m—2%METHEBRT
Wb, —H, 72/ EZ~A, =} TEARAL,
CTENRL, suFERLIIA I R — R ATE
HTHolck LTW5H,

Lo X 5 Lance-Adams fE BB & 2 M X
#u, $E{lo action or intention myoclonus & 7~%
BEHTH, EFICL D R—FBY~ORIGHRe B
TEE, TDIF IR AL ERE—OFERR

—1115—



222

IAHLDTRBEGIEETRBELTCWE EEbR
%,

SEF ALy rFE AR I W EH B
W, 7RFEALF/ AT FVFY YV, 2R b2
v, T 3IviEORHNTD R — vt — 3 =i
TAHERMNS B & TR TL5, intention or action
myoclonus iZ inhibitory synaps i2X3 % &&=+
Wby b e —ipikbhbicdic MEEE
HOBERE > OERITHRE, £U5L0Hl
BB S, 7 v F 4+ A% inhibitory synaps @
MG CEYEChDHEa b=V DR - A ——
R 2 L im X o TR R sE A ST
BELEZHNTWA, Goldberg Hik 7 r A
DHRFEEIC L Ddmg T THEE L0 L 2 ATH
BERNELRIEREL TS, SEFK«E7 =
F 8 00.5mg BIER L D HSH, HROREBY
BTuws, coflFcrbkidenr = v —
vE-=A-DlftERbE L bR, Ll A
7 r— 32 AHRBCHKR CSHIAA, HVA n F 0 &
EHRDLRTVRERANEL, —K, KEFT
(X5HIAA, HVA R IEETH Y, LichoTHhT
Lz mrdESaBECLY, 2—v4+—"=D
HEAER LI hBEPRERTET, SHEOED
DEFAVBLEE B3,

KT anoxic encephalopathy TR &ERED F ¥
FET BB, F ol EEOFRMEEREZE
ET2h0F 4« TRERDNRD, KEHT
3, BEOME, Babinski BEBE, ¥ -EHE,
KEEFE L, TExDERITER EDEY nE RINEAE
BEENTD b hte, Lance-Adams FEREE kW
TEHHABILEEALEETHAHZ L4 EXh
TWAD, REFTE, oM, fERoFE LG
RiroTwnwd EE LMD, ¥ CTIRT, RiE
15 AR ERIRD O, REAETS
PEHRER & CT & DV X, WILT 507
ErEbnichoted, M KMEE « KB T
DIEENE 2 bhtz, Wikl SoERH~T 1E
DHDREMB DI DT DB ITD I A,
KELWOHRERIWCLRERONA L S, HEMHE
O anoxia THMEMOFER LV EDL LEbn
5.

R MELE DEEI T, DEIEHL
FE/R EMGEbni, FOBEMH L L THEY giant
negative T D7 &3S ITF LB 0, £DHK
THERFEELL, 0B TsEErEERC
M otedy, BT RERELYRDT, BEDOLC
AHMEIEDFERERE T, IS ERBlEFRTth 5,

F L ®

185%, HM, RADOLELDOD AR, BEEIRK
ErDREESR L ~rvouESR bR,
IZ intention or action myoclonus 2358 & L7z,
FIBERATT, BRAT, BaRT, Baddgik
17, BRIEDOKET, SBOTEAR TS EbRD
biiz, o HVA, SHIAA, 5HT 3 -~XCIE
FThote. CT TRRE 1 4 ABRCHERZR
D, KEAMBRTR, (4270 -2 2HBLR
&, 7 FESAA0.5mg BEFEICLE D, EHRI 3
* 78— X ARBOBS HRDI '

REFILERBEEEEDRD bR D A%, I
BAFEIR D BE & Tl BmIc BT, /KD Lance-
Adams FERRE L XERREN R LD X 5B bh
5.

Tl e B A0 EN I A2 e — 2 2H4E]
R EMEEE LD LY, FOERABEFIZoWT
BRbHELEEbh 5,

X #®

1) Lance, J.W. and R.D. Adams: The syndrome
of intention or action myoclonus as a sequel to
hypoxic encephalopathy. Brain 86 111~136
(1963)

2) Coletti, A.A., A. Mandelli, et al.: Post-
anoxic action myoclonus (Lance-Adams
syndrome) treated with levodopa and gabaer-
gic drugs. J Neurol 223 67~70 (1980)

3) Goldberg, M.A. and J.D. Dormon : Intention
myoclonus : Successful treatment with clonaze-
pam. Neurology 26 24~26 (1976)

4) HHEFLTIEHEK - 3H | Bk - 7o Lan-
ce-Adams fEERE O —F1, BIFFEE 33 1051 ~1056
(1981

5) EXNE - 5] —  Lance-Adams FERFF D 1
REGI, ERPRBSEE 24 368 (1982)

6) Léan, J., J.C., Richardson, et al.: Benefical
effects of serotonin precursors in postanoxic
action myoclonus. Neurology 26 863~868
(1976)

— 1116 —



)

8)

9

Lhermitte, F., M. Peterfalvi, et al. : Analyse
pharmacologique d’'un cas de myoclonies d’
intention et d’action post-anoxiques. Rev Neur-
ol 124 21~31 (197D

Van Woert, M.H. and V.H. Sethy: Therapy
of intention myoclonus with 1,5-hydroxytrypto-
phan and a peripheral decarboxylase inhibitor,
MK 486. Neurology 25 135~140 (1975)
BERTE - ATFTES - 3 ! Intention myo-
clonus (Lance-Adams fEEZE) © 1)+ L-5hyd-
roxytryptophan ® BB %R, EEM&E 16 654
~660 (1976)

10) Rollinson,

12) DeLisa, J.A., W.C. Stolov, et al.:

223

R.D. and B.S. Gilligan: Pos-
tanoxic action myoclonus (Lance-Adams
syndrome) responding to valproate. Arch Neur-
ol 36 44~45 (1979)

1D BEBT - FHEER - 35 | BRAOLEFLEHCE

LB WP WIEEMIIZ & 5 anoxic  ence-
phalopathy ¥ >\~ T, #WE M E 19 325~330
(1983)

Action
myoclonus following acute cerebral anoxia.
Arch Phys Med Rehabil 60 32~36 (1979

— 1117 —



