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The a1ml.lic synclromr is a cli l'l'us,: p1·0:•.rcssivt: tlisortlcr o.f ihu 
l'l:rd1rn111, al'J'ccti11g lhe curlex a11d wltite 1ndL:r H m::y appe:ir in 
pticnts with a pdm::ry t:crcb1·al disunlcr .,rising- f,·,.:m intri11sic 
diseases of neurons and glia ( PLUi\'1 anc1 POSN.l!.:lt Hl72 ) . 
Exa.mples are senile or lll'CS!:'nile braill atrnphy, ui.i.Iusc braiu 
sc!eresis, subacute sclen;tit: lcukence11hal;'ti,,, the :-;.::vcre.st from or 
multiple sclcro:,is and the M1\CIJI/\Fi)VJ\t�lGNl,MI syndromc. The 

'-- apallic syudrome (./t:CUl'illg i,1 a 1J1·og-1•0:;1;ivc prut:e;;s uf the c:crcbrum 
is :rn irreparable end-state. 

Uu the other hand the apallir.: symln,me appe:1rs in p:ltien1s 
with 1111 ac:ute or subnc1ll'c Hc:.:ollllal'y disordt r ol' lhe bmin. The dis-
0J'cler mn,v afl.'cct ihe total C<:!rc.-.brn1n 01· rnay infui·ru)it th:! a,cen<ling 
aucl cksc:encling pathways by a lot:al lc.;ion i11 tbe midt.J1\:in re;:;·ion. 
ln man,v disonle1·s, n co111hilrntioi1 uf bolli i::; oLs,•;·vetl. Ex!implos are 
cerebr:11 hypox ia of difi'c1·ent crh,:-in etlc1nn c�ti1se11 by :11i01·gic reac­
tion diffuse encephalitis, g,1s embolism, a1.:ule or subnt:ute metabolic 
di;;onlers, rxogcnou:,i intoxic;i( iuns, l 1·aun1lk bl':rin i11.i11ric!:1 aH well 
m; tu111,11·:i 01· r.in:11lill1iry di.,;lud,:tiin:-; i11 L: H; 1uidlJ1·aiu n:g·ion, l::lllb­
Hracluwid lir.:111tinl1ng·e wi!.11 ta11111olld� ol: l l1e bsal t:i:-;lC!l'!l.:i. ln the 
majority of events dcsn·ibed in lhis gTünp the <lifi'11,;e l:�·a(n cdcma 

_ ls the cause of supratenforial J1rain shii'.t m1cl llown\w11·d displace­
rnent of the hemisphcres and thc bn:oal 11ut:lei rcllowed by tcntorinl 
herniation and lesion of the oral brain stt:'rn. 

According to the clinical coursc of priI2,ary 01· seeuntlary brain 
disorders, the apallic syndrome deve!op:; in different sequences. 
ln pntients with acute tnrnmatic brain injuryor with acutc mct.ibelic 
brain c.lisord1.:r, phases of midbrain syndrome :ll'e fo11owcd by a i.ran-
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sition stagn to the apallic syridrorne. In subacuts progressive meta-
bolie brain disorders the disintcgrution shows signs of the phaaos
whieh are usually seen in the remission phase af'ter aeute brain
damage. Table 1 dcmonstrates the different stages in the dcrelop
ment arid the remisaion 01' an apullic syndrome,

There are three characteristic clinical pictures of the transition
Htage 10 the apullic syudrome in Cll~l'::l with ucutc Lruiu stem involv-
ernent dcmonstrat.ing the phases of an acute midbrn in syndrorne
(GERSTENBRAND 1967).

1.1. Corna prolcuge. Thc most remarkabl., sig ns at this stage
are : Ccntinued deep unconsciousness, lack of any .reaction
to exterrial stimuli, subsideration of spontaneous streching spasms,

only accentuatcd hy pain stimuli, extension of extremities, trunk
arid neck, beg inriing flexed position of the arms at the end of the
stage, high tensiori of muscles, increased tendon reflexes, eaaily
evokcd Babinski ref'lcxes, divergent eye balls, but nq loriger- in fixed
position, slightly accnetuatcd brain stern reflexes, spontaneous
Chewing meehanisms. This stags may last 3-7 days befor chunging
into the "Parasomnia" stage,

1.2. Parcsornnia. Typical signs fit this stage are. Unccnscious
ness, closed eyes, no reacticn to extern al stirnuli, mass movernents
of the upper extremities aud simultaneous increase of stretching 01'
the legs after pain stimuli, f'lexed position, high rnusclo tone beginn-
ihg to docrcnse, enhnnccd tcndon ref'loxcs, cxagxerated pyramidal
Rign!l, diminishcd diverccnce of cye hnll~, increnscd brainstem
reflcxcs, stubilizntion 01" vcgutative rcactiona, nugrncntcd automatic
chewing with incr ease to oxterrial stimuli, snout reflex is postive.
The parasomnia stace lasts 3-5 days und is followcd by the state of
akinetic mutism.

1.3. Aldnetic mutism. The characteristic signs are: Openlug
of the eyes from short to exterided periods, No blinking reflex:
vegetative hypertcnsion shifted to the sympathetic tensc state,
periods resernbling sleep, slight flexing tendeney in body's posture,
increased asymmetric hypertensive neck reflex, rnass movements
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ur the arms and IC~:H n Iter'ouin stim uli, hypertcnsion of rnuscles,

increased pyramidal sig ns resultiug in a flexing niovement Increa.

sedbrain stern reflexes, symput hctic tonic condition, different

primiti ve motor pattarns, like tnct: i 01' oral adj ustrnent mechanisru

followed by spoutaucous c hew ing, lip closi ng, nppea renco of snout

ref'lex, bullelog roflex, asymmetric tonic neck rel'lex, g lubellu r refle-

xes, BAll[([N Hlid CITOTZ](O rtf h-x ,
'I'he third phase 01' trunsition sLagc lasts 2-5 days and followed

by tJIC overall pict ure 01' the a pallic syndrome.

2. The full stage 01' the apallic syndrome is def'ined by the
following syrnptoms : Coma Vil.(' with slecp-nwak., rcg ulation
controlled by exhaustion, eye . with f'ollowing, movements

'--- throuting reflex absent, blinki)]::cx prcscnts, no rcaction t"

external stimuli, only mass rno, .c'IltS of the extrern itios to pa in

stimuli, accompanicd by a syrnpathet ic reaection, no

emotional reaction, divergent positiori of the eyes, different
size 01' pupi\s, brainstem reflexes exag'gereted increaso of mass-

eter tone nrid reflex, ariem ia, extended trunk, slight f'lexion in the

elbow arid knee joints, adcluction of upper and lower extrernites,
increased muscle tone "r ig idespasicity" (MARABAYASHI . .1962),

hyperreflexia 01' diminished refIexes cnused by periarticular osslf'ic-

ative motor patterns, sucking, chewinj- automatism, g nathing of

teeth, observation of g'raspi ng, reflex BABKIN-,GALANT-, asymm1

etr ic adn svmmetr!c tonic neck ref'lcxes, disinhibirion of n.utonorn ic

f'unctions, Sig-IlH of sympatht-t ic tOIW reirulatio» shif't to parasymp!

~Ithdic reg ulut.ion du ring 31c(']).

3.1. The remission stagc of an npa!lic svndrorno is charneter-
ized by rcintegration of hig her bruin Iunctions arid a decrcnso in
tJ1C activity of the primitive rnotor patterns.

3.2. 'I'lu- signs of remission are the disappearance of chewing

sucking automatisrn, a change in the slcep-nwake rhythm to

duy-nign+ regulation, emotional reactions in responso to pa in
stimuli.

3-:3 In the further course of remission optical fixation arid
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a difj'('I'(,:lti:l~ion ul' c.not.ionul l'l'adiun cn n be ubse rved,

i:kl Couvcrgencc react ion ur t hc oul!Ji und further dimi n ishi ng

vi' the diH'rgCllL posiriou o f the evc balls, grasping of subjects,
l"ccoglli1 ion 0[' wr.ll k r.own pcrsons.emiling reaction, voluntary 1ll0VC-

rncnts ('~;p('('ially iu lhc fingcrs occur in Lhe phas«. At thc end 01'

rhis period the paticnt rcsponds tu very simple orders.

3.G. The follo winu Jlh;I~',C' is marl;('d by tho symptornatology 01'

Ihc KLUVEE-BUCY-Tlü~ZIAN-D!\LLE ORE syud rome The Imin

svmptoins a ro : Cr:1':jlillg objccts ;[11(1 bringing to mouth, biting and

swullowinv, chnrivc 01' cmo: ional rcucticns to positive al"ff:'e:s,

eu phor ic moocl, 11YW'1'S2Xuality wit h hctei-o n nd horno sexual tendc-

ncies, la ck of f'car lack of mcmory, bulimin progressive developm-

cnt of voluntarv movcmcnts, slightly increased muscl., tonc, &
eymptorrte of pa rkinson like syndrorne.

3-u T'he ncxt stsp dur ing rcmission is the WERNICKE-
KOnSAI\OF'F svndromo ~,i~~nific:ant signs of emotional Ial.ility
C:I11 bc f'ound The 10<:'> of rccont rnerno ry induces confabulation

Speech and other h igh brn in functions havo aleady prcgrcssed

und voluntary rnovcments havo bccn norrnalizod. 'I'he symptoms of

local bra in losion cnn hc clcarlv dctcrminod now. This phnss last;;· •
up to 1 year.

3-7 During further rccnvory the phasc of psychoorgnriic

xyndromo occurs, The mn in sym ptorns are disturbance of attenti-

vencss and rceent mcmory. narrowlru; of thoturht and perseveratiolJ.

3.S At 1;1.0.:\, rlof'ccl. ,:ta!!1' mnv I)(:~'II!" in l ho dcvf'loplill'llt of a u

;\!>lllli(' H.\'I'(]I"()I1I('. SIIIlH' ).',TOtipS o!' ,;YlllplolJ1s can be prcfiled

a. Prr-rlnm inancr- of an or~~:1JllC demcntin cornbinerl with
spucial omotionnl disinhibit.lnn

b. Prcdominancc 01' spastic syrnptorns with pseudobulbur

C. Predominance of ccrcbellnr symptomatology.

d. Predominancc of an exf rapyrumirlal hyperl.;:inetic syrnpto-

This svrnptomatoloav rnay bo cornhined with svrn p lom s 01'
mntolcgy.

uni-er multifocal supcr irnposcd bra in lcsions and with symutorns of
- ] 0 -



,~jlH::;tic hcrn ipurr-s i, 01' uphus in elc,

The cx it us of a pat icnt after un Heute brain damage may be

cuused by an irreversible Lreak dcwn of the c.irculatcry system 0;

by :t l~Cllt;Wccl secoudurv midbra in syndromo tolleweil by amedulln rv

sy ndrume - Dcath 01' t.he n pallic puticrits usual ly OC:CUl'S du rin g the

tull stage, 01' during the ea rty period 01' rernission stare. 'I'he progn-

l).'ji~ ur survia] is fnvol':tble n Itcr cnt rv in t hc T\LUVEIt-BUCY
'1e:UZL\l\'-DALLEUi:E svndrorno. The pl'ogn(;si::; in j.aticnts wit h

an apallic syndrcrnc causcd by a rnetnbolie disorder deperids on the

further course of t he mctabolie diseas~' nrid the ef'Jcctiveress o t'

thura py. The f'ull stagc 01' :1)1 ap:dlie syndrorno sliows a rcmur-kn ble

uniform symptomalolcgy iudcpeudcnt of its cticlogy It mny !Je

expla incd by rcstriction of th c bra in f'unct inns to rnesodicrn ephalic.
level. Thc rern issi on cf :\11 apallic syndrorn., ns weil of the lleute dis in-
terrration of brn in f'unctiuns to an apnllic syndrome show a sys tema-

tic sequence in their devcloprnent. Thc apallic syndrorns is a final

stat in patients with ehrenie progressive hrn in disorrlcr !\ n acute

brain lesiori m.iv ca use nreversjblc apallic syndrorno with 01' with')Ut
the development of dcfect sbgc.
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