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Tagivopunon aiTioraboyEveiag
ouVvaIoONMATIKWY dlaTapaxwyv

* [podiaBeoika (auENUEVN EVAAWTOTNTA)
= KAnpOvoMIKOTNTA
* Moudika TpavpaTa
* [IpooWTTIKOTNTA/ TENTTEPAMEVTO

e EKAUTIKAG (TTUPOOOTNON TTPWTOU ETTEICODIOU)
* YyuXOoTTIECTIKOI TTAPAYOVTEG
* Tpo1TOg CWNG- KOIVWVIKOI puBuoi
= JWMATIKA ouvvoonpoTnTa
= Oucigg

 Alaiwviong (EKBaon-tropeia vooou)
* Tpotrog {WNG- KOIVWVIKOiI puBuoi
= YyxXOoTTIECTIKOI TTAPAYOVTEG
* Oucigg
= JWMATIKA ouvvoonpoTnTa
* [IpOoCWTTIKOTNTA



1. TENETIKOI MAPATONTEZ

. KAIVIKEC VEVETIKEC MEAETEC

MEAETEG OIKOYEVEIWYV
MEAETEG UIOOETIOG
MEAETEG OIOUpWYV

. Moplakéc VEVETIKEC PMEAETEC

MeAéteg ouvdeong (linkage)

MEAETEG CUOXETIONG ) cuvOUAOoMOU (association)



MEAETEG OIKOYEVEIWYV

MoavoéTnTa
voonong amod
AA |

MoavérTnTa
voonong amo
MKA

1ou BaOpou X7-10 (5-10%) |X 2-3 (10-20%)
OUYYEVvEiG ao0.

AA | (As~38)

1ou BaBpou X 2-3,5 (2-3%) X 2-3,5 (10-25%)

OUYYEVEiIG 000.

MKA

Craddock, Jones 1999; Merikangas, Yu 2002




Recurrence risk ratio/relative risk ratio (A)

Prevalence (risk) of disease in
* Relative Risk Ratio (Ag) = relatives of affected persons
Prevalence of disease in

the general population

* Sibling Risk Ratio (A,) = Ratio of risk in sibs to
population risk



Liability threshold model
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MEeAETEC OIKOYEVEIWV

MOéavérnTa véonong amod
Alatapaxn AiaBsong
AA | MKA
1 yovéag 25% 10-13%
TTACYEI ATTO
AA
2 YOVEIG 50-75%
TTACYOUV
oo AA




O KivOuvog vOononNg TwWV CUYYEVWYV
ECOPTATAI ATTO TO BAOUO CUYYEVEIQG

Relationship

% Rusk

General Population

1%4

2nd degree relative (1 e auntiuncle)

-1

sibling

13-25%

Fraternal Twin

15-25%

Cne Parent

15-40%

Eoth Parents

-7 5%

Identical Twin

0%




O KivdOuvog vOonNonNG TWV CUYYEVWYV
ECOPTATAI ATTO TO BAOUO CUYYEVEIQG
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Common genetic determinants of schizophrenia and bipolar
disorder in Swedish families: a population-based study

Paul Lichtenstein, Benjamin H Yip, Camilla Bjérk, Yudi Pawitan, Tyrone D Cannon, Patrick F Sullivan, Christina M Hultman Lancet 2009; 373: 234-39

MeyaAutepn family study - 9M atopa - 2M MUPNVLKEC OLKOYEVELEC

(1973-2004)

Relation to proband Risk for schizophrenia when  Risk for bipolar disorder when  Risk for schizophreniawhen Risk for bipolar disorderwhen
preband has schizophrenia preband has bipolar disorder proband has bipolar disorder  proband has schizophrenia
RR 95% Cl RR Q5% Cl RR 95% RR 95% d

Biological relationships

Parent Offspring g.g 85116 6. L-0-71 2. 2-1-2-6 2 4-4-6.2
Sibling Sibling Go) 81-9.9 @ 7.1-8.8 @ 34-44 @ 32-42

Sibling Maternal half-sibling 36 2.3-5§ 4.5 2774 1.4 07-2-6 1.2 0-6-2-4
Sibling Paternal half-sibling 2.7 1.9-3-8 24 1.4-41 1.6 1.0-27 2.2 1.3-3.8
Adoptive relationships

Biological parent  Adopted away offspring* 137 61-30-8 43 2.0-9.5 4.5 1-8-10-9 60 2.3-15.2
Sibling Adopted away biclogical sibling 7-6 07-87-8 . . 39 0-2-63-3 50 0-3-79.9
Adoptive parent Adoptee . . 13 0-5-3-6 15 07-35 .
Sibling Non-biological sibling 13 01-15-1 . . . . 2.0 0-1-37-8

RR=relative risk. *Adopted children whose biological parents have disease.

Table 2: Recurrence risks for schizophrenia and bipolar disorders




MeAETeg vioBeTiag

O Kivduvog voonong eCapTaTal TToAU
TMEPICOCOTEPO ATTO TOUG BIOAOYIKOUG
YOVEIC TTapA a1rd TOUG BETOUG YOVEIC

MeAETEC OIOUMWYV

[MocooTd CUNPWVIAG:
* MovoluywrTtikwv: yia AA 60% (40-70%), A,,,=60
via MKA 50%
o AICUYWTIKWV: Yia AA 12% (5-25%)
via MKA 30% (10-400/0)



Heritability

Heritability is a statistic that estimates the extent to
which individual differences for a trait in a particular

population at a particular time can be accounted for
by genetic differences among individuals



AlaTapaxég 2 XETIKOG KAnpovounoiguoétnta
KivOuvog

AuTIONOG 50-100 0,9
2X1CoppEVEIQ 9(8-10) 0,81
AitroAIkn 8(7-10) 0,75
AENY 2-4 0,75
AAKOOAIOHGG 4 0,57
Yuyxoyevig avopegia 40 0,56
AlaTapaxn TTavikou 3-8 0,5-0,6
OuocloeéapTnon 4-8 0,3-0,5
Meiwv KaTdBAiyn 2-3 0,37
Ayxwdeig (cuvoAo) 4-6 0,3-0,4




Linkage studies (nEAETEG oUVOEONG) oTn AA
1q, 2p, 4p, 4q, 6q, 8q, 11p, 129, 139, 16p, 16 q,
18p, 18q, 21q, 22q, Xq

AVTIKPOUOMEVA UN €TTAANBEUBEVTO EUPAMOTO

Meta-avaAuoeig: ouxva oxi GW sig. signals
(Segurado et al 2003).

Meta-avaAuon 11 GW scans (Badner & Gershon
2002): 13q, 22 q (g-w sig.)

MeyaAuUuTepn META-OVAAUON (McQueen et al 2005):
11 GW scans (5179 aropa, 1067 oikoyéveleg)—>
6921—q25 (BD-l), 8q24 (BD-I+Il)(g-w sig.)



MeAETEC CUOXETIONG UTTOWNQIWV YOVIOIWV OTNV KATABAIWN

Gene

TH
SHTT
DAT

DRD1
DRD2
DRD3
DRD4
DRD5

Chr

11p15.5
11p15
5p15.3
5q35.1
11922.5
3913.3
11p15.5
4p15.3

Gene

NET
GABRA1
GABRA3
GABRAS
GABRB3
PLA2
MAOA

Chr

16912.2
5q34-35
Xq28
15911-13
15911-13
12923-24 .1
Xp11.23



MEAETEC CUOXETIONG UTTOWNQPIWV YOVIOIWV
otnv AA

EKaTovTadeg HEAETEG:

 NeupodiaBiBacTika cuotnuata (SLC6A4, TPH1,2,
HTR1A, HTR2A, HTR2C, DRD1,4, DAT, DDC, TH,
GABRA1,5, CHRNA7, DAOA(G72)/G30, GRIN2B,
DTNBP1, MAOA, COMT)

« Signal transduction (IMPA2, PLCG1, TRPM2, RGS4,
SYBLA1)

« Cell maintenance and/or cell growth (GSK3b, BDNF,
NRG1, DISC1, NCAM1, TNF)

« Transcription factors (TCF4)
« Circadian rhythms (PER3, ARNTL, CLOCK)

Serretti & Mandeli Mol Psychiatry 2008



Zuxvotnta Kot HEyeBoc enidpaonc YEVETLKWY TTOAUHOPPLOUWV

Effect size /) Linkage works well
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Manolio et al. (2009) Nature 461: 747



Bipolar disorder
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Kupla eIeaiwBEVTA EUPAHUATA ATTO
MOPIOKEG YEVETIKEG HEAETEG (GWAS) otn AA

A. Koivoi rroAuuop@iouoi (SNPs)
e CACNA1C (alpha subunit of the L-type calcium channel)
* ANKS3 (ankyrin 3)
e ODZ4 (human homologue of the Drosophila pair-rule gene ten-m)
e NCAN (neurocan)
« TRANKT1 (tetratricopeptide repeat and ankyrin repeat containing 1)
B. Copy Number Variants (CNVs)
CNV Locus Odds Ratio®

1921.1 duplication
3929 deletion

16p11.2 duplication

Goes Psychiatr Clin N Am 2016



H yeveTIKn apXiTeKTOVIKNA TS AA (2016)
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DATASET WAVE N Cases N Controls Neff_half
bmau 329 1810 556
bmg2 181 478 262
bmg3 489 880 628
bmpo 410 689 514 aI I lp es
bmsp 253 291 270
bonn 669 1246 870
dubA 150 796 252
edit 275 272 273
fat2 722 1027 847 O -
fatz 72z 1027 847 TOTAL: 41,917 cases,
ain 706 593 644
o 371,549 controls
hal2 410 479 441
icuk 2456 4069 3063
jst5 646 643 644
may1 929 759 835
mich Pecz 57 datasets, all European
pfle 375 346 359
rom3 233 198 214
st2c 628 1219 828
stp1 920 973 9245
swa2 885 2252 1270 L4 BIP-I, BIP-”, SAB
swei 1278 3669 1895
top7 416 350 380
top8s 148 291 196
ucl2 726 693 709 oy
uclo 427 488 455 e 7.6 million SNPs
ume4 565 569 566
usc2 1203 1156 1220
wtcc 1644 1641 1642
butr 236 236 236
uktr 130 130 130
jeaz 372 628 467
kfo4 foﬁs‘fji o 247 288 265 F 14 y r
tgco2 1032 499 672
bdtrs 218 684 330 a npmrn (Popa' Guuugtgxgl n
dutch 831 953 887 , , , ,
awli 268 502 349
ga e 2 e | EAAGOO pe ostypota omtd T povaoo
gpcw1 447 2092 736 , ,
neuc PsychChip 215 750 334
5 s s | XOVOLCOMUOTIKOV 0/XOV TNG
swed1 2909 2844 2876
ukwa 2789 2372 2563 }\' r
usaw4 2956 2930 2942
usaw5 1107 1316 1202 K ]’VIKTIQ !"Lag
iPSYCH 1758 5937 2712
deCODE 1972 192602 3904
Estonian Biobank External 407 17209 795
HUNT 9205 41914 1771
UK Biobank 1454 58113 2837
N 522 460 489
186 87 118
norgs 101 315 152
noroe PGe3 313 4367 584 WCPG 2020
graza 144 66 90
bmrom 225 121 157



Mullins et al Nature Genetics 2020 PG C?,- B| P
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ARTICLES

https://doi.org/10.1038/s41588-018-0090-3

Genome-wide association analyses identify 44
risk variants and refine the genetic architecture of
major depression
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nature ARTICLES
neuroscience March 2019 oot org/ 01038/s1E33. 008 0520

Genome-wide meta-analysis of depression
identifies 102 independent variants and highlights
he importance of the prefrontal brain regions




2. YYXOKOINQNIKOI NMAPATONTE2

A. YuxoTTIEOTIKA yeyovoTa CWNGS

B. 2WHATIKEG VOO OI KAl PAPHAKA/OUCIEG
I". TpoT1TOoC (WNG- Kolvwvikoi puBuoi

A. Xpnon ouciwv

E. MpoowTtikoTnTA



A. WuxoTrieoTikd yeyovoTa (WARG

* MMpwiya- Swiya

e O¢Ea — xpovia

e OETIKA — APVNTIKA

e EEnpTnUéVa — avegapTnTa

e AIGTTPOCWTTIKA (QUTOVOMIA)- ETTITEUYHATIKOTNTA



A. YuxoTTieoTIKA yeyovoTa (WG

 [Mpwipa (TraidIKAS NAIKIAG)
= ATTWAEIO YOVEQ TTPIV TNV NAIKIO TV 12 eTWV
* Bapid TPAUMNATIKEG EUTTEIPIEG KATA TNV TTAIOIKA NAIKIO

* EvnAikng ¢wng

MévBog

XwpIouog

OiIKovouIKEG OUOKOAIES

Epyaociakég aAAayEG- EPYOCIOKO OTPES
Fapog

2ZWHATIKEG 00OEVEIES

MeTakOMIONn

E¢eTdocig



MaidIK KakKoTroinon
Early life stress -Childhood trauma

2wpuaTtikn Kakotroinon (Physical abuse)
2wpuaTtikn TrapapéAnon (Physical neglect)

2uvaioOnuaTtikn Kkakotroinon (Emotional
abuse)

2uvaioOnuaTtikn TrapapgéAnon (Emotional
neglect)

2e¢ouaAikn kakoTtroinon (Sexual abuse)



[MaidIkN KakoTtroinon Kol AA

NMapayovrtag Kivduvou yia 6Agg TiI¢ MWA (kail Tn AA)

2xeTideTan pe BapuTtepn KAIVIKE €1KOva
* MpwiyoTePN EVvapin
=  AUTOKTOVIKOTNTO
= Karaxpnon aAkodA/ouciwv
= Baputepa Kal TTEPICOOTEPA ETTEICOOIA
= Taxeia evaAAayn @ACEwV
= YyuxwTiKG@ CUPTTTWHATA
= YuvvoonpoTnTta pe ayxwodeig d/xég, PTSD
2XETICeTAI PE XEIPOTEPN EKBACH/TTPOYVWON KAl HEIWHEVN
AVTATTOKPION OTN BepaTreia

2 XETICETAI UE OUYKEKPIPEVO YUXOAOYIKO TTPO@IA (CuvaIoONUATIKN
EUMETABANTOTNTA, TTAPOPHNTIKOTNTA, ETTIBETIKOTNTA, EBOpIaKA
XOPAKTNPICTIKA TTPOCWITIKOTNTAG)

2XETICETAI PE ETIBAPUMEVO VEUPOWUXOAOYIKO TTPOPIA



Childhood maltreatment and unfavourable clinical outcomes
in bipolar disorder: a systematic review and meta-analysis

Lancet Psychiatry 2016;
3:342-49

Jessica Agnew-Blais, Andrea Danese

Clinical ouvtcomees
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KataBAiyn wg atmmotéAeopa aAANAETTIOPAOT NG YOVOTUTIOU TOU PETAPOPEA TNG OEPOTOVIVNG (serotonin transporter

gene) Kal YUXOKOIVWVIKWY TTEPIBAAAOVTIKWY TTAPAYOVTWY (OTPECOYOVWY YEYOVOTWY CWNG).
S: Bpaxu kai L: pakpd aAAnAGuOpP@®O TOU Yovidiou. A1r6: Kaspi et al., (2003) Science 301, 386—-389




Qaivopevo avadauAiong (Kindling)

(Permanent) structural changes in the brain

Increased Increased
vulnerability vulnerability

W R

First episodes Spontaneous Mood cycling
triggered by occurring
stressful life episodes

events



B. A/X€c 0100e0NG WG ATTOTEAEC MO
CWMATIKAG VOOOU I pAPNAKWYV
KapdilayyelaKEG + aVATTVEUOTIKEG VOO Ol
EvOoKpIVIKEG VOO OI (BUupEOEIBOUG, ETTIVEQPIDIWYV)
Autodvooeg voool (X.E.Aukog, Peup. ApOpirTig, ...)

NMadnoeig KN (N.Parkinson, N.Huntington, ZKI1, dvoigg, 6ykol, Tpauuara,
Aolpwieig, EmAnyia, AEE, aipoppayieg, ayyelitidsgg, ...)

Aolpwieig (TTveud, NTTATITIG, AOIY. HOVOTT., OUPOA.)
NeoTrAdopaTa (KEP. TTOYKPEATOG, ...)

MeTaBoAIkEG VOO OI (NAEKTPOAUTIKES O/XEG, VEQPIKN, NTTATIKI) AVETTAPKEIQ,
UTTO- | UTTEPYAUKQIIQ, )

‘EAA&1yn B12, @uAAikou

Odappaka (dAKOOA, YuXOoTPOTTA, AVTIUTTEPTACIKA, YAUKOKOPTIKOEION,
avafoAikd, K.a)+ arréoupon



Amphetamine withdrawal

Antihypertensives; methyldopa, clonidine,
uanethidine, reserpine, diuretic
Barbiturates

Benzodiazepines

f-Blockers

Cholinesterase inhibitors

Cimetidine

Cocaine withdrawl

Corticosteroids

Disulfiram

Gonadotropin-releasing hormone aponists
avodops

Mefloquine

Metoclopramide

Chemotherapeutic agents: vinblasting
vincristine, procarbazine, [-asparapinase
nterferon alf

[nterleukin.-2

Opiates

Propesterone-teeasing implanted
COntraceptive




KaTtaOAIwn we atroTEAECHA
CWHMATIKNG VOO OU

H véoog atroteAsi opyaviké aitio yia katabAiyn (AEE, v.
Parkinson, okAfpuvon Katd TTAGKaG, UTToBupeoeIdIouOG, KAPKiIVOG
TTAYKPEATOG, IOYEVEIG ACINWEEIG, AUTOAVOC A VOO MATA)

= Yuxo-veupo-eVOOKPIVO-OVOOOAOYIKOI HNXOVIOHOi- OEIKTEG PAEYHOVIG

=  Ayyelakoi pnxaviopoi (‘ayyeioki KatadAipn’)
" [apaveoTTAACHATIKEG EKONAWOEIG

H v6o0¢ atroTeA&i YUXOTTIECTIKO TTAPAYOVTA TTOU TTPOdINOBETEI O€
KataOAiyn (kapkivog, AIDS, ZA, xpoévia voorpata e TTOVo I
avatrnpia)

H KaTaBAITTTIK ) CUNTITWHOATOAOYIO OPEIAETAI OE TTOPEVEPYEIEG TNG
QaPUAKOOEPATTEIOG

To UYPNAS POPTIO CWHATIKWY VOOWV EMIBAPUVEI TNV TTPOYVWON
TWV oUuvVaIoOnUATIKWYV &/XWwv



[". Tpo1TOoC (WNG- Kolvwvikoi puBuoi

* H xpovia otépnon UTTvou

e H aotdBeia oTOV KUKAO UTTVOU-
gypnyopong (m.x. Epyacia o€
Bapdieg)

MTTOPEI VO 0ONYNOOUV € KATAOAIWYN N
MOVIO O& YEVETIKWG TTPOOIATEBEINEVO
aToua

» MupodoTnon ereiIcodiov paviag
META aTTO £EVa BPadu Xwpeic KabBoAou
N EAAXIOTO UTTVO



A. Xpnon ouciwyv

Oucoieg: aAKOOA, kavvafn, Kokaivn,
OIEYEPTIKA, WeudaioBnoiloyova, oTTiosion,
KAa@Eivn, VIKOTIVN

Kataxpnon ouociwyv o€ 50% Twv acBevwy e
AA (6 popEG NEYOAUTEPOG TOU YEVIKOU
TTANOucuoU)

2UXVA N Xpnon atrooKOTTEI OTNV
auTofgpaTTEid CUUTITWHATWY TG VOOOU
(kaTa®Aiyng, KOTTWONG, aviag) N
TTAPEVEPYEIWV TNG @.0L.

Kivouvog xpnong peyaAutepog otn AA-| kai
10iw¢g OTN PACN Haviag



Kivduvol a1roé Tn Xpnon ouociwy

MupodoTnon emreicodiwy (16iwg paviakwy Kal
HIKTWV)- aTrooTafEpoTToinon, Taxeia evaAiayn
PACEWV

AAANoiwon TNG KAIVIKAG EIKOVAG TNG VOO OU KAl
duoxepéoTepn O1Ayvwon

Kivouvol CwHaTIKAG UYEiag

AlaTapayég UTTVoU, KpioElg dyxXoug/ Travikou,
YUXWTIKA CUPTITWHATA, SlaTapaxEg
CUHTTEPIQPOPAG, ETTIOETIKOTNTA, APON
AVOOTOAWYV, VONTIKN EKTTTWON



E. O pOAOG TNG TTPOCWTTIKOTNTAG

» MOavwg au¢nUEVog Kivduvog vOonong 0€ KATTOIOUG
TUTTOUG, XOPOKTNPIOTIKA (VEUPWTIOHO, TTAPOPMNTIKOTNTA,
YPUXavaykKaoTiIKOTNTA) | O/XEC TTPOCWITIKOTNTOG
(MEBOpPIOAKN, OICTPIOVIKH, YUXOAVAYKAOTIKH, ATTOQPEUKTIKN)

» H TTpooWTTIKOTNTA ATTOTEAEI EKAUTIKO KAl TTPOYVWOTIKO
TTAPAYOVTO TWV CUVAICONHUATIKWY &/XWV HECW TWV
TTAPOKATW MNXOAVIOHWV:

= Alaxeipion otpeg/ oxéoewyv

‘EkOeon o oTpECOOYOVEG OUVOARKEG

‘EkBeon o€ TTapAYOVTEG KIVOUVOU CWHMATIKAG UYEIag

XpAon ouciwyv
2UMHOPOWON OTN ¢.0.



Attiodoyia tng MKA

Kendler et al. AJP 2002

16 .10 .10




2. BIOAOI'IKOI MAPATONTEZ

A. NeupopeTaBIfaoTIKG cucTAMATA
B. NeupoevOookpivikiy pubuion

I". NeupoavoooAoyikiy puOuion,
VEUPOTPOQPIVEG, OZEIOWTIKO OTPEG

A. YrvotroAuypa@nua- Kipkadiol pubuoi
E. NeupowuXoAoyiko TTpo@iA

2T. NeupoaTTEIKOVIOTIKA EUupAuaTa



A. NeupopueTaBIBacTIKA CUCTHMATA

VvVTOTTapivn, ogpotovivn (5-HT), vopadpevalivn,
OKETUAOXOAIVN, Y-aMIVOBouTupikO o¢u (GABA) kai
YAouTauIvikO, BaloTtrpecivn, Ca

- MEIWMEVN CUYKEVTPWOT MOVOAMUIVWY OTO TTAGO A,
o10 ENY, aigotretaAia, eyKEQAAO O€ KATABAITTTIKOUG

- MEIWMEVN CUYKEVTPWOT METABOAITWY HOVOOUIVWV
(5-HIAA, MHPG, HVA) oTa oupa KATaOAITTTIKWYV

- XOAIVEPYIKN UTTEPOPAOCTNPIOTNTA OE
KOATOOAITITIKOUG- QVTIHAVIOKK OpAo XOAIVEQYIKWYV



Epunveia pnxaviopou dpaong
OVTIKATOOAITTTIKWYV QAPHNAKWYV

. YTT00€0 N HOVOAMIVIKAG AVETTAPKEIOG
H pelepTtrivn TTpOKOAEI KOTAOAIYN
Ta AK augdvouv Tn CUYKEVTPWOT OTN cuvayn TwWv

MOVOQMIVWY TTOU OHWG OEV CUUTTITITEI XPOVIKA HE TO AVTIK/KO
ATTOTEAEC MO

. YIT60eon pubpiong Twv UtrTodoxXEWV

H TTpog Ta TTavw 1 TTPOG TA KATW PUBUION TWV METACUVATTTIKWV
UTTOOOXEWV TWV HOVOAMIVWYV Eival TTIO KOVTA XPOVIKA OTO
ATTOTEAEO A

. YIT00e0on TNG VEUPOTTAACTIKOTNTOG

H 1Tpog Ta kaTtw pubuion Twv B-adp kai SHT, utTtodoxEwv

oxeTi¢eTal pe dieyepon avriypagng/peraypaeng Tou DNA kai
VEUPOYEVECT TTOU CUUTTITITEI XPOVIKA HE TO AVTIK/KO ATTOTEAECHA



B. Neupogvdokpivikn pubuion

Agovacg YYE (HPA): utrepAciToupyeEi otn
MEAayXOAIKN KaTaOAiwn (0eTikd DST, OnA.
ATTOUCIO KATOOTOANG, AV Kal MN €101KO) aAAd
UTTOAEITOUPYEI OTNV ATUTTN

» 2. Cushing: kataOAiyn

» EEwyevic xopnynon KopTiCOANG: eugpopia
0¢EWG, KATAOAIYN XpoVviwg

Agovag YYO (HPT): apBAcia amravrnon TSH
otn Sokipjacia TRH o€ 25% kataBA. aAAd
auénMEvNn atravrnon o€ 5-15% kataOA.
(uTTOoONAWVOVTAG UTTOKAIVIKO
UTTOBUPEOEIDIONO OUXVA HE AVTICWHATO)

» Y1roBup.:KataOAiwn/ utrepOup.:pavia
» Xopnpynon T3 BepaTtreuTika



I". NeupoavoooAoyikn pubuion,
VEUPOTPOPIVEG, OLEIOWTIKO OTPEG

Meiwon dpaoTtikoTnTag natural killer
cells—>euaAwTOTNTA OE AOINWEEIG OTNV
KAaTaOAipn

Tpotrotroinon Tng 6pAong TwWV KUToKIvwy (IL-1p,
IL-6, IL-10, TNF-a) ka1 au¢nuéEvol OEIKTEG
<p)\£ypovng (CRP) —emidpouv dUCHEVWG OTN
VEUPOTTAAOCTIKOTNTA

Meiwpéva etritreda BDNF ota MKE kail paviaka
ETEICO0I0 aAAG OXI OTN VopuoBuuia.

Augnpuéva etriTreda o¢eIdwWTIKOU oTpEG (TBARS,
OeikTn utrEpogeIdiwong AImidiwy, kai NO) o€

OAEG TIG PAOEIG TG AA



A. YITvotTOAUYpPA@NUO

e KaraObAiyn:

" Bpaxuvon AavBavovrog xpovou emmEAEUONG
TNG TTPWTNG @AoNG Tou UTTVvou REM
(shortened REM latency) (50-60% ac#®.)

= Au¢non tou Utrvou REM

= Augnuéevn evaioBnoia (Bpaxuvon REML) peta
aTTO Xopnynon XOAIVEQPYIKWYV

= Meiwon ocuvoAIKNG OIAPKEIAG UTTVOU

* Meiwon AavOavovTog XpOVvou ETTEAEUONG
UTTVOU

" JUXVEG QQUTTVIOEIG, KATAKEPHATIONOG UTTVOU
* Meiwon Utrvou Bpadéwv KUpATwy (SWS)



A. Kipkadiol puBuoi

 [MMupodOTNON CUVAICONUATIKAG O/XNG
OTTO XPOVIO OTEPNOCN UTTVOU N aoTAafs1a
OTOV KUKAO UTTVOU-eypnyopong (Tr.X.
gpyaoia og BApOIEC) O YEVETIKWG
TTPOoOIATEDEINEVO ATONO

* 2UOYXETION XPOVOTUTTOU (Morningness —
eveningness) UE KivOUVO ENQAVIONG
ouv.0/XNGg



E. NeupoyuyxoAoyiko TTpOo@IA

e MKA: EAAcippaTa akOuN Kal oTn vopuoObupia
O€:

o AlaTAPNON TTPOCOXNG

o AEKTIKN KAl OTTTIKOXWPIKA MVAMN
o ETTITEAIKEG AEITOUPYIEG

o YuyxokIvnTIKA eTIfpaduvon

e AA: EAAEippOTO OKOMN KOI OTH VOPHOBUHIa

O€:
o AlaTAPNON TTPOCOXNG
o NEKTIKA pvAun
o ETITEAIKEG AEITOUPYIEG KAl AVAOCTAATIKO
EAeyyxo
o KoIvwVIKR vonon



2T. NeEUPOQTTEIKOVIOTIKA EUPAMATO
o. KaTabAiwn

AoMIKN aTTEIKOVION:

Meiwon OyKoU ITTTTOKAUTIOU, TIPOUETWTTIAIOU PAoIoU,
KoyxXopeTwTTiaiou @Aolou (OFC), TpooBiag poipag EAikag
mpooaywyiou (ACC), utroyovdariag poipag EAIKag
mpoocaywyiou (SGC), Bacikwyv yayyAiwv, OaAduou

AU¢non 6ykou TTAayiwv KolAIwv, utTTépuUOoNG

MNMepikolAiakég white matter hyperintensities

AEITOUPVIKNA ATTEIKOVION:

Meiwon 5paoTNPIGTNTAG TIPOUETWTTIAIOU PAOIOU, TTPOCTBING
Hoipag éAIkag Tpooaywyiou (ACC), Baogikwyv yayAiwy,
KPOTa@IKOU Aofou

Au¢non 5paocTnPIOTNTAG ANUYOAARSG, KOYXOHETWTTIAIOU (PAOIOU

MetaBoAég amravrnong o€ dokipaoieg diEyepong (activation),
VEUPOWUXOAOYIKEG KOI CUVAIOONUATIKEG
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2T. NeupoaTTreEIKOVIOTIKA EUPAMATO
B. di1ITTOAIKN dl1aTapayxn

AoUIKN ATTEIKOVION:

Au¢non 6ykou TTAayiwv KolAiwv

Aunupéva TtooooTd white matter hyperintensities

Meiwon éykou apuydaAng (10iwg o€ TrTaudiatpikn AA), ITTTTOKAMTTOU,
TpopeTWTTIAIOU PAoIoU (VLPFC), kolAlakoU paBowTouU (eTTIKAIVOUG
TTUPRVa)

Aunon oykou PFC, apuydaAng, ITTTTOKAUTTOU JE TO Li

A&ITOUPVIKA ATTEIKOVION:

ApuydaAn 1, OFC, VLPFC| katd Tnv eTegepyacia Kai pubuion
ouvaioOnuatwy

ApuydaAn 1, OFC, ACC 1 KaTd TnV €Tegepyacia BETIKWY Kal OUdETEPWYV
ouvalioOnuatwy

EmikAiviig Trupfnvag (ap)t, OFC, VLPFC (ap) 1 kata Tnv eregepyacia
EPEOICUATWY avTaMOIBAS



Emotion processing Executive control

- Attentional
« Hippocampus control during
. "~ emotion processing
£ “Amygdala
W Insula
sl Subgenual

/A Thalamus ™ cingulate gyrus

- Ventral striatum
“Brainstem nuclei,”

Emotion identification

: Emotion regulation
Affect generation otion regulatio




4. YYXOAOI'IKEZ OEQPIEZ

YuyxavaAuTikiy Oewpnon:

. AP@IOUUIKG cuvalcOAMATA TTPOG ATTWAECOEV
QVTIKEIMEVO AYATTNG

. Mavia duuva oTnv KatadAiyn
N'vwoiakn Bswpnon (YVwolaki TPIAda KATABAIWYNG):
. Eautég: avagiog
. MepiBaAAov: ex0piko
. MEAAOV: XWwpig eATTIOQ
2uutrepi@opikn Oewpnon: Madbnuévn afondnrtornra.

AAAeg puxoAoyikég Oewpieg
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