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uazlsadaloweslunaion InsAnwdoundslugidulsanioamendusihummnsaiiieuss nuifiuen
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SHNUINANANTAIBUBIUINTR (Alzhei-
mer’s Disease International: ADI) iiled a.fi.
2016 wuihlanéfihelsnsalauies (Alzneimer’s
disease: AD) 113y 47 &1upu mad1azdiay
131 duau Tud a.e. 2050 (1) dusulssmalve
f5gauandinanunasuatiuayun1sasie
euguam (aaa.) el A 2015 wuiidiuau
dUaelsndalaesuseanas 600,000 AU uag
madilud aa 2030 Sruuandfivgadudy
1,117,000 ey (2) lseoaluwes Jaguudsly
mmmmaﬂﬁilﬁﬂiiﬂﬁw% NL@yUgym

v 1 N o d'
NIAUAN 9 nnsiasundasludsnalani

<@ ] vYal a Y ~
590157 damalviinuesealunsusuAiie
v N < = i aaa
Sutumsilasundasiiy. Fwdazuraalisnis
Famsfiudaynlugduuuiuanseiu mndaymm
wulilasumsunlaFesadunaiuiu Aagyilin
Anaueseatuls 9aeuatel ae. 2019 14
Anlsaszuineg1egussanhisaaeiugl
lpgisuszuInniilegsu uamaneUsene
Ju FesAnisousiulanlieinlasa Covid-19
wazlaszunluiilandfnenaleduau
wazldeTInvanenauay  A1sszuInnszanely

Andiafeafiuunau: Wesuns sy, Angusnisgsnanagineimans uninedenidn

gnodlasdemin@edlug 50000, Usywndlne
g noipat9@gmail.com
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mlanegunafidmalvudasUssmaiuleune
f1e 9 ilemuaunsunde vildinanseny
lngnsesialAsEgia gaunnau IAueinaiuin
Tunsasesdnuaznisguanuiesiiielvivasn e
nMsAnLde ms(ﬂLLaﬂamL%aﬁmmﬁuﬁwé’wﬂ@
fagdulmedraniamilosvesyparnsnianis
wnnd veUssaldgyidoynansvanianns
amLs?gj}amﬂmi%’ﬂm;:iﬂwﬁtﬂuimﬁ galsAsyun
1%a Covid-19 viliAatleynsng o ununevin
IUssmuiieueieniinty fufunisusush
diedufuauasendadinnudfnyed1ebaly
anumanitagtiu unarwilduansauduiug
YBIANUATEA WazlIAdaniea Aunisialia
9alYID3 WITANUATLN NMINDUAUDIVDITINNY
9IMsLANIvBITIARANALATER VideAuAnn-
fra TasanzanuduiusvoslsanTondein
Lﬂ/iq]ﬂ’lsaj%ﬁal,ljﬂ (post- traumatic stress disorder:
PTSD) fuanuidsslunisifnlsnatesdon (de-
mentia) uazlsadaloiwes iesruuLINg
assauguatlawlsunsuimsianisguanUae
fasfintusteld

AUNUIYVDIANNLATEA (stress)

Hans Selye laliA31inAMuU9IANLATen
1 “AIeREAUNEUDINI TN UAUDIVEITINNY
fiintuegndlaisnmginnzasedefiungnaiy
viesume TneAsiuflauvevionaunanasif
UszaeaviseldfiaUsyasriniy” Senin general
adaptation syndrome (3) Fadunisnevaues
N9E3TIET  (physiological)  WaZNI9IRNINEN
(psychological) sensiasuulasiitiniuain
Jaduneuen laun Jeymlunseunss Jeymnna
wiswgna mslifiawh msgadeunaalunseuniy
wazantaduarelusisneuaziala laun s
Butheisess viemsiduthemelsaieuss wie
N15UEN1930

UIZLANVDIAULATYA

AnuesganUady 2 Usslan fe

1. AnuAsEa@eunauy (acute stress) Wu
mLASEATART UL Wy nsanlaann
Feaasing 9 S1enenuivaninuindeuiide
U wu awdeu Ay puaSondssanil
Sumeazase 9 Uiuliddnnzundlflesadu
M3 INaenm (homeostasis) Voe319MENLLE

2. MNuAIEAEES (chronic stress) 1u
anueseaiavanduszeznaiuu wu Jgmly
Asaundd Jgymlunisviu Jgvimnamswgia
aalenUssnnimdneenldenmadosii
Luusunieliaunsanwgasnimliegly
AnzUndls vilTinsAsunUameinuensual
LAZYARNA TN ?fammisuaamwmﬂ%mﬁ%'gmm
NIIANLATUATUALRLUNSU

NANIINUYDIAIULATEA  AINANTZNIUN
Fushane 3ela onsun] uasngingsu deil

1. A1usene ﬁqwaiﬁm’mé’uiaﬁmqﬁu
nswnzansiinsudansnlalaseasdn (hydro-
chloric acid: HCI) 11AA11UnA 1nALLATER
avandunauiusiliannisasradadeny
bigdauiulusinmeanas  diludnisiielsa
ss  Winetu amseSeavhlinenendse sl
nax glucocorticoids (GC) lagianiy cortisol
1A ImaaaﬂmuﬂdmﬁaaﬂqmémmmLumua
ATuresansonsane o lusienie Jsaudiilse
Usgdiity v sesluuiivensedulisssy
ihaludengsduiinund fnsfinusiuaunn
Fnansliiftuinanuesendmansenuidause
msgnanuvedlsa Wy lsausse lsawile lse
vaoniden TsAnesyuulsvam sumlsadale-

o3 (4-8)
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2. sudslanazersual  vilAaaunSilas
awszaiase s vasdu ldauledanndengade
auderiulumues wnweSeaduszezinaiuny
Semeavds cortisol tumnnty sesluuiltng
1nvzviliaduszanuesauendeuaninas
Tnglanzauesduiauauisadu  Inlauay
915u8d (9)

3. PNUNOANTIN HEAMUATEARNATNGFENTTY
fwansnaty Wy Fanaeanar wieles s
uounduyINViseusulinaurasAURnReiU (in-
somnia) JuAaldannTzeTen ANEIANaa
LATAIETULATT 1AEAIIULATEAILNTEAUNT
Fausiuiuresauesiisenin  hypothalamic-
pituitary-adrenal (HPA) axis yil#sUNIUNITUDU
waulwnainansdin (10) dsuraueralasy
wAnssulUlum iR Wy Augs) Anen landn
unswiu fadm v$esuesuaziuls

Tsadalwiuas (Alzheimer’s disease: AD)
lspoalosgnaunulas Alois Alzheimer
Fadudaunng (psychiatrist) wazinUszam
NPINIAAIERNS (neuroanatomist) V1LY
Tngldsnaausos “A peculiar severe disease
process of the cerebral cortex” 1umsﬂsssqu
311015 “The 37" Meeting of South-West Ger-
man Psychiatrists in Tubingen” Tud A.A. 1906
mﬂmimamﬁaLﬁaamawm@ﬁa%‘imww@ﬂ
01y 50 U derleutufionnsfisunfiniedn led
2INIMNINTLIN (paranoia) NTUBUNAUNAUNR
AILTIBAAY A3 B1INAILUSUTIU dUdu uag
Wetinlu 5 U siaun wudndl abnormal clumps
%aﬂwﬁ’uﬁaﬂiw amyloid plaques Tuileaues
Judhuausnnuagny tangled bundles of fibers
%Qﬂ%ﬁ;ﬁuﬁaﬂd? neurofibrillary, or tau tangles

LLawiamﬂﬁ’uﬁmmaLLWﬁ'iwsmu;EﬂasJSﬂ 3 978
Tl a.A 1909 waydn 1 579 Tl ad. 1911
Alzheimer laidedinlud a.e. 1915 91y 51 U 14
UIUNAIN LA SUAMRUIUTEEIUBVI1IALIY-
mansly Breslau wazdiananuuneuiiteves
(11)
Tsadaluwedidunsdovannvessaduszam

wraznaneusdnyinlg i lululsadl

Julsaiiwuvesiign (Joway 70) wangalsa
aueudon lavdswaliAnnisgaidsaiiudd
ANuuAnsaansaRdayey nsAIa yAanaw
wyAnssuiildsuudasludmasionisdniudin
Usgd1iu (12,13) Imﬂﬁm?%mﬁﬁﬁzgﬁamqﬁ
wntu Bdlvuanmgfiudaviainunstwmen
yosBufiadslusiu vliinnsass beta-amy-
loid peptide AiflS1uunsnezilu 42 f fdnwas
wuwdunIUndfivsanileentsuenivad
Uszam (extracellular amyloid B) Fwiliian
aqidenisdeansniaidenlosveneadusyay
(synapse) wazngluwaduszaminisasns neu-
rofibrillary tangles (NFTS) fiAnnauRaund
YpY tau protein (hyperphosphorylated tau
protein) Miuduyszneureswris microtubule
(microtubule-associated protein: MAP) Wux1n
sl axon vladauszamiian1senLay
wanidonanmduenaniiewang Tnsanewad
Usvamvasauesduiivhuihfiieadestuanud
psuniaENgAnTIN  Feflanuduiusiuennis
Yadlsmoalaiwes (14,15)

nstdaRelsrdaluiues

dlo ALe. 2018 National Institute on Aging
and Alzheimer’s Association Research Frame-
work lgsumsdidedelml  Fsarndaldonnis
wansungislunsitadelse  Ysulnalaenisun
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nENFIUTNPUTINN  (biomarker)  LiioYe
T¥ns3dadelsaldndugriuuonanniiazly
91N15N9Aatn  teeArndaaulrdaglanig
Wasuulame biomarker fiRaUnRvesauns
Wity dhumswasuulamniennisuazensual
lognienesnaindArdrinauwaglueglueinis
vodlsadaluwas MINAANUNIHTRTIN NIV
‘Tjﬁa “Beta Amyloid- Tau pathology-Neurode-
generation (ATN)” %1 beta amyloid way tau
pathology ﬁﬂ@:ﬁﬁmﬁﬂ’?ﬂlﬁmﬂﬁ’lLﬂéﬂ%ﬁl,mu
(PET scan) w3eainmstanzinladunds @
neurodegeneration or neuronal injury and dys-
function Aensgnyhanevidenszuaunsiithlug
AMSHEVRIANDY @1U158IAIARIN MRI scan %3e
Pnmszinludunds vy amyloid f
suifuiiosdnunidunedaninues Alzheimer’s
pathologic change uiazdosiive amyloid wag
tau 393¥1538A Alzheimer’s disease miL‘UﬁlsJu—
wasiuanslifiupnuduiusvesiaastusiu
RAUNG msa%maiiﬂmaqﬁﬂaaﬁazLﬂgauLﬂiuﬁu
WAugUaeiinnzanuinunfidnesuesai
aursavesanesa s ddTinUszsTulaunidi
136791 mild cognitive impairment (MCI) mowil
nanenliu Alzheimer’s disease with mild cogni-
tive change immHafiUABulugATinIndTee
\Humsigtheanunsainfiansmsanuuaziden
et msldmdn ATN lnsidedousiug
Saunsizenavziilsaaueswinsuiiiionnis
adeiulsedalowesld azdunisueneinisves
TsmeanluannA1dnanILazdIanAINdUay
lunsifadelsedaluwasla (16)

21n15vedlsndaluiuas

amsluuvadu 3 ssezie (17,18)

1. szezuIn (early symptoms) HUieind
anney lnglanizanudmvsewmnnisaidagiu
U YoUnINTn WREn 4 Fowdu Andmaliisan
AuTeRwemisetoanuil duaufirnie Suedon
o1suallFednonasduadn  waddeansuazii

a o

Aatnsuszaniuld wuigihendulsedaluwes
a = Y v
innzvodlspduiainosay 52

2. 58gnanN (middle stage symptoms) {3
Fo1MITALRAUTY  AIIUTIAABNDEINA 1YL
\euviseyanalunsauaiavasmutehily ligdn
Tu 187 weunaviuliusunaunaneAl LAueen
NnUlulaglifiganuny  weRnssuaeuly

a2 2 & & a =
winaniduauladuinateduniaviinguided
7517 weameuae vseaniiluauesual
o & o & = a an v
Foufndunaneludeursy Ansvlsiiligneias
Leglulanvasnnuase wu Andivsliauuei
wlugves  Andigausauenls  Fudueinish
ganien1sguakasiindiay  uazidonasuly
Alheazsuiilymlunislitinusedriudednduy
FRNALIES
AUV

3. szeenng (later symptoms) §U380IN13
ugad mevEUDIRadITOUTNUBYAY SuUsEnuU
lataas Uminan auaunstumelsls guniw
nyalnsuasadeUiefnifies iadeulmitosas
A 1 dl' 1 A L v v 1
wseliimdeulviay Yremaedieddils liyaa
piAuiugouLeTinilugn1sinieuaside
Finlunian lagsveziiaIiavuanLaLsNIHdy
udsTIRAYUTEN 8-10 U



Wasuns [simy

AuAsEAfuUNSiAnlsAdaluwes 257

AUFNNUSVDIAMULASUALAZAITADY
AUDIVDITNNY

ANULATEAN RS 19N18TN1TADUAUDIN I
ATinenszdummuTee iz q 1ite
POUALBIREAILASER  WAAIALASEATIINNTY
Laztedy  sumeusushauinidusesienes
AUASER (vVicious cycle of stress) Fadwwarilii
Aalspeng ¢ leganigliamsdnusezam Innfia
vselsadunadn elsasing o waninuseauidl
AMNduRuSAunIAnlsAdalemeaslunalfon
(3) T19NEINITROUAUDIHEAIY LATEA (physi-
ological stress response) Tnefinsiasuuas
AnTumuuaunuiiSen hypothalamic- pitu-
itary - adrenal (HPA) axis Bstugfuninuizess
AR WaEAINTULIIRIALATER (19-21)
Ingnalnnisneuaussilgnaiuaulngszuy
Uszamdnlutfuazsesluuaindenldvie Fanis
MOUALDIIDAINLAIEN (stress response) Usznau
#e 3 Sveveall

1. szezsssundon (alarm stage) diog1enie
Fusfedunsiety  Sunmeaseisumieudmiy
IansAvsuRTIBLUUSRIUNR  vilseneLie
mmﬁﬁﬁﬂﬂdw“éj 130 1l (fight or flight)” @us
& hypothalamus gnseAusyUUUsEAM Ssym-
pathetic ddayayailunsedusieunuanladiuly
(adrenal medulla) T¥unas epinephrine 1ay
norepinephrine  8anu1vl#s19ANBLAANTT
Wabuwas 1y sedunglealunssuaeniiiuiy
meladity dhumwens Sasnsduresile
Fiudu wssiudongatu dealuidssdindunde

174

= 3 = ' v v N
aeuntu WumswSeusaniglanseunayd
yendl (22)

2. SeuUEABANU (resistance stage) 19N

WAnNsiUasuwlamnatinenlukne HPA 1ie

weemrosuiuaIATeaLiiels eyl
Amyauna wimnaaeIeatuAnavauog iy
SzuzAUILENeEI hypothalamus 9sW&q
gosluu corticotropin-releasing hormone (CRH)
Tunszduseulsanesdiumi (anterior pituitary
gland) TndaosTu adrenocorticotropic hor-
mone (ACTH) @anunnsesuseuvuIntadILuen
(adrenal cortex) Tﬁmﬁaaaﬁuuﬂdm glucocorti-
coids Tuaywéte cortisol iindudwmaliame
Aoy  Ususfiesnwaninuessanmelidulni
nsvedusionILASER dalssneiUAs LAl
iy denudulafingidu nsnoziluludent
aududuinntu sunsvdesnsalutuiviy
a¥ranglaaanarsibilinguanilulamsnlag
afreniUsiunaglatufindy  nsiiinduedn
Wnves cortisol vilvigiauiulusesnieanas
iliiAalsalade (22)

3. Fuvgan ey (exhaustion stage) &
suneeglunnziaseadusseznaiui 113
Usvaumaludupoudl 2 laanansovidliaenie
Shwinnzaunala nisweseautu 9 vilvinaln
Fudansvds cortisol sy dawals cortisol
gnvdsoonunmniAuluhlfiAansyhatevad
Uszamluguesdiu hippocampus, amygdala
uway prefrontal cortex @wiminiAedostu
Anudn ensualuarwgAngsa (4,8,23,24) awy
1852AU cortisol qﬁﬂuﬁﬂwﬁtﬂu PTSD Q’ﬁ
Julsednnfaaily (generalized anxiety dis-
orders) uazgthelsAInnase (neuroticism) (25)

finaaedudarinusedu cortisol getulu
mﬁﬁﬂﬁlﬁmmmm%mmu 9 Wa¥WUIINITIA
81 dexamethasone %ﬂLﬁuaﬂumju glucocorti-
coid  lunmyiidhlsadalawesnuin  amyloid
plaques ifnduluiiedioauss (4,26) wonan
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ifirsnuiinsdnvlsaeisnizesdunydaeg
glucocorticoid NT¥AUNITAIN hyperphospho-
rylation of tau FavliAn neurofibrillary tan-
gles (27) fisneeuiinsiUasunlames HPA
Juawmeyiliiinn1iz  oxidative stress e
amzditleyyadaszinmiuly usiUTinum sy
syyadaseluiiganednaliiinnisvinane
fdwe Tsfu Lo wagluanadu q Wums
Fa18wuU oxidative damage wniAnsaLiies
SeYwsilndosenisinlsausds Tsawile
PINFDA LIALUIMNU hazlsaneTzuuUTEa Y
suvilsadalewes (28) fsmeeunsanely
ngufegwfidauUARsuALd  d1uau
1,865 578 WuIMIsiLTWTes cortisol @1unsa
wensaimsinanudssrenisiinisadaluwes
Igghmih 6 U (29) wusenuiilugiidu mid
cognitive impairment (MCI) H5gAUv04 cortisol

¥
a v A

ganndgAlidu MCl (30) wenaniidadinis

]
a v v A

AnwiAtu microglia Saumadgiiduiud
TaauAuvessruuUsEamaIunatsiidunuiy
ddun1aTaienfisndudmiunmsinmaniiy
aunavedsyuUUTEAM finsvhaueniweniBes
Tunsmevauswomuetenisess (udena
Tunsidouloweswadlsvam  sausadiunis
SEUTUALANUNTITT  NTFULEENITYINNIUTDS
microglia  vilAnansdeunmelumaduszam
(intraneuronal neurofibrillary degeneration :
NFD)  @ethlugnisiinandvaneidenniam

(31,32)

ANUENNUSYRY PTSD flunsiinlsadaluiaes

lsAASANenaBumeNISIienss and
NnnfUeldduiaiumgnsaifinssnunsziiiou
e LU ABAUA N1919N19T198 NITAMNTTUY

a9ns1n QUAMR  N13ENYINTIeNeINNIEVIe
mane 1uiu Jeruineandyesfumanisal

Y 9
= o

& aa Yy A & wva
UU 9 iaﬂsmmlm‘l@ M‘JEJL‘LJUQVIQEUL&SJQW]&EJ

o

a

< Ao % o § Y a =

Junnluvanisaldu q i lviieiiannueien
N9 uInlavlajuusiuinetaiinansenusie
NslTInUsednTy  laedlsssiia1vesndnuing

STULANUPIALUUREUNGY (acute stress
disorder: ASD) Se8¥AIULASUALUURYUNAUIY
Aaduniely 23 FUansiusn vieUszana 1
PBUNRIRINIIUMANTTITIENS IneUeaed]
9INNSABVAURIAD Ndn AuNTs WiodUaY

2. spogarmiinunAniedsla uszexiifine
Wngnig PTSD udd leertleasddnlaniash
Anuunnsaslunsindeay  Uszansamlunns
yauanas  fuaeftegluszeriiasuansorns
28NN 6 WRUNGIINLAALRNITAITURSS
wioonaintudninduildnuusaniunisal
WINBINTSYBY PTSD d528817a1810N71 3 LADU

a v 1

wnndazitadeingUaedu PTSD wuuises

81n15%89 PTSD

Sloftnedngses PTSD anunsaudsléidu 4
naueMSRsil (20,33)

1. $Andldnduleglummnisaitudnads
(re-experiencing) JUheo1awiunmsN18sEe
w53t o Wunmvaeu Hufeuazdndangnisal
tfusgaue enaidnyndlasgrannmngnisla
nszAuliiindangnisal wsevnnluiupsuseu
youngsaity

2. lsiedanszdu (hyperarousal) £theena
WAABITURIANG 9 BEITULTY UBUNAUYIN
wyovidn Tilnguuse biflaanBanderuadladamil
susionsiusamniuly SEnvmassunuay
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anlade vieeaingAnssuuisesiiiudunme
fogun 1Wu MshuLeanesedniulY vie
msdusady Wusu

3. Mi@niALAINTEAUNA 9 (avoidance/numb-
ing  flheoramenumanidesnursoanuiii
yhlstindammnsaiiensuinduluadeiy uay
neneuliidavielimwefavansaidudn ey
p19dnnsfuanuidnuarilagnisnetenlyl
Sdnezlaiay

4. danudnluwiausaziionsuaigudi (cogni-
tion and mood symptoms) HU3ga13iAuAR
fidunevdslaferiuiomdeddu Wy 1An
AusANEA IAunsEIunsEela dmildaies
¥Fnony YAndunts dngfnssuuenainasaua
uaznguitou liaulafanssuieeveurh liise
wiwla $Anlaidnugy viensdifUagenadlam
Rerfumnumsssife 01msmesenieduy g
HU891300INIAN4 9 WU UInATue Reufisue
fiuss wihiln (Juau wilesen aduld vieude
fadu awsulaings sladus meled uas
n&aiilaings Wudu

AMUFUTUSVRY PTSD flun1izasssidon
Tuuszansialy

Wang uagAmde AnwiAnudunususslsa
PTSD funmzauesdon Tuusswnssmliwiui
lgsumsaidadelu  PTSD  deyatiaseningd
A.A. 2001-2009 WU PTSD fanudessianis
Aannzaussdeuldluszessoun 4.37 wh e
Wsuidieuiugilsiidu PTSD (30) Flatt uazame
Anwrlugniowsiudiuiu 499,844 18 Tutiag
sevined) am. 1996 As0 a.m. 2001 Tugdidleny
60 B3ulU ffdu PTSD 1w 1,147 918 wuh

(% a [ a = !
AYVAINTARAUNALUUTTELIA R 8 U WU

;ﬁﬁlt,flu PTSD  fimnuidsssionsiinnmizaues
deulumands 1.59 wh dwlumameiinng
Fog 1.96 W1 (M99 1) waznuifianudes
PTSD
LaZANNMETUASITINAIY  (females: HR =
2.08; 95% Cl = 1.66-2.59; males: HR = 2.06;
95% Cl = 1.47-2.91) (35) wazdls1891UNANE
WUU systematic review 37n91UU 50 518914

' = % ' va &
sanzanaudeniduasuvinlugimly

Tugs¥ A.A. 2009-2019 wuandl inflammatory
markers UShauanasiivimihieadesiuniny
3R wavesual Lawn @ amygdala, hippo-
campus kag frontal cortex iuﬁﬁLfJu PTSD (36)

AMuFURUSYR PTSD flunteauasden
Tunusanufn

fn1sAnwANuduRusIeslsa PTSD AUy
ammﬁaﬂuwmiﬁimﬁﬂ WUU retrospective
cohort study aYARINBIANITNIINIUANYDS
#1358143n1 (Department of Veterans Affairs
medical centers in the United States) 1u;§ﬂ’;8
PTSD fifiony 55 Tiuluengads 68.8 U $1uam
53,155 19 LU%&ULﬁHUﬁUﬂﬁjmﬁlﬁLﬁu PTSD
U 127,938 79 %ﬂlﬁﬁi’%mﬂ;ﬁﬂwmmﬂmdm
oo WU Werd A msAnw 51eld saus
neuropsychiatric symptom (NPS) lagn135nw1
NNTNNGUET wudgUle PTSD LAnn1e
aueadensnnnigiliidu PTSD aouwih uaz
Yovar 10.6 innnzaueudeumdanndu PTSD
7 U (37) wazdlsneaun1sAnyILuy retrospec-
tive cohort study TunmsauAn 91U 182,879
s ey 55 Bull Teeduininuluasns
(prisoners of war: POWs) 91147u 484 318 WU
fynsrudndiou 150 519 1y PTSD wug
i POWs 52U PTSD fimuidsssennzaues
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deutduasuyinileieuiisufugilaidu
PTSD (38) (m1519% 1) fins@nwiannuduius
Y99AILAIEANISIRlatunIsiAnlsAdalY LS
TunmsntuAnaINEIATINAIA Afghanistan war
Waz Iraq war TaTEndnlunseunds ugs
52INU A.A. 1985 DU A.A. 2020 WU trau-
matic brain injury (TBI), psychological stress
uay PTSD ﬁﬂlﬂgjﬂ’r;zl,ﬂ%mmﬁméa%’q WATNU
3l TBI Mswfiunsazay 989 beta-amyloid
peptide, amyloid plaques, neurofibrillary
tansles, Iy phosphorylation of tau avilw
dessomsiinlsadalawwes (39) (ms1ef 1) ule
57 9 HiinsAnvmuduiuduss PTSD fuanie
amau?iammu systematic review 300U 25
unew wuingidu PTSD luvairengiiosndn

40 U wasilvsvaunsalluniseiedluaasiy &
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The relationship of stress to develop Alzheimer’s disease

Patcharin Ryden
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The cause of Alzheimer’s disease still unclear; there is increasing evidence that chronic exposure to
stress is a risk factor for Alzheimer’s and may also adversely affect the cause of the disease. Stress is
becoming increasingly clear in neurodegenerative diseases, especially in the cognitive and memory
areas of the brain where it can also disrupt neural circuits of stress responses. Disrupting these circuits
produces abnormal emotional and aggressive behavior in patients. In addition, added stress drives the
progression of the disease and can exacerbate symptoms. On the other hand, numerous prospective
studies indicate that conditions associated with chronically elevated stress levels increase the risk of
future dementia and Alzheimer’s disease. For instance, retrospective epidemiological studies provide
robust evidence that a diagnosis of post-traumatic stress disorder is associated with an increased risk of
dementia. This review, describes how neural and endocrine pathways activated by stress interact with
ongoing Alzheimer’s disease and the relationship of stress and anxiety with Alzheimer’s. An increase
in stress causes a more rapid development of pathology of the brain leads to Alzheimer’s disease.
Chiang Mai Medical Journal 2020;59(4):253-66.
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