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INTRODUCTION

*Schizophrenia 1s a chronic mental illness affecting approximately 1 percent of the
population

eseveral neurotransmitter systems appear to play a role, particularly in the expression
of positive as well as negative psychotic symptoms

*dopamine system is the most compelling.

* LLIn3oppeHmns - xpoHmnyeckoe ncmxmyeckoe 3abosieBaHme, KOTOPbIM
CcTpagaeT NpMMepHOo 1 NpoLeHT HaceneHus.

* HECKO/IbKO CUCTEM HEVMPOTPAHCMUTTEPOB, NO-BUAVNMOMY, UFPAtOT POJib,
OCOBEHHO B BbIPaXXeHUW Kak MOAOXUTEbHbIX, TaK M OTPULIATENbHbIX
NCUXOTUYECKNX CUMATOMOB

° ,CI,O(I)aMI/IHOBaFI cncTemMa aBnsieTca Hambonee ﬂpMBﬂeKaTeﬂbHOVI.



*Other neurotransmitters have also been implicated, including
glutamate, serotonin, and yaminobutyric acid (GABA).

Gyl

* Takoke 6bI1M 3a4eNCTBOBaHbI ApYyrne HepOTPaHCMUTTEPDI, BK/IHOUYas
rnyTamMaT, CepOTOHUH U raMMa-aMmnHoMacnaHyro kmcnoty (FAMK).



Epidemiology of schizophrenia

ONUAEMHUOJIOTHS IIU30(PPEHUM

-Prevalence - 0.7% of the population in SRCENCE O AL B Y CataE
any country in the world

-The highest incidence 1n the age =
period 20-29 years

-Men: Women=1:1(1.4: 1)
-PacnpoctpaHeHHoOCTb - 0,7%
HacesleHVs B 06O CTpaHe Mupa.
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Figure 25-2 Estimated lifetime prevalence rates of a specific ( DIS)-DSM-111 disorder at five ECA sites. GA D, Generalized anxiety disorder; OCI obsessive-conmpulsive disorder.
[ Reproduced from Regier DA, Boyd JH, Burke JD Jr., et al. (1988 ) One-month prevalence of mental disorders in the United States. Based on five Epideniologic Catchment Area sites.
Archives of General Psychiatry 45, 977-986.]
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Genetic / environmental neuro-evolutionary model of schizophrenia
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Risk Ratios and Heritability Estimates for

Major Mental Disorders

Disorder Risk Ratios Heritability Estimates

Mood disorders
Bipolar disorder 7-10 0.60-0.70
Major depression 2-3 0.28-0.40
Anxiety
All 4-6 0.30-0.40
Panic disorder 3-8 0.50-0.60
Schizophrenia 8-10 0.80-0.84
Substance dependence 4-8 0.30-0.50
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From: The Human Genome: Susceptibility Loci
American Journal of Psychiatry 2001; 158: 865-865 doi: 10.1176 / appi.ajp.158.6.865
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Glutamate / NMDA schizophrenia hypothesis:
reduction of transmission through NMDA receptors
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Parahippocampal gyrus, superior temporal gyrus,
mularcoﬂex.orbdo'rontaloomu.onguate cortex prefrontal cortex
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FIGURE 12.4-3 A, Schematic diagram of the mesial temporal lobe at the level of the body of the hippocampus
and posterior entorhinal cortex, in coronal section. B, The illustrated connections of the coronal section are
described in this table. (Drawn by Kyle Christensen.)
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FIGURE 12.4-2 PET scans using H2015 of two monozygotic twins, one with (right) and one without (left)
schizophrenia. Top and bottom scans show two levels through the dorsolateral prefrontal cortex. At the time
of scanning, subjects are performing a cognitive task that typically requires prefrontal cortical function. The
affected twin blood flow to the dorsolateral prefrontal cortex is markedly reduced compared to the unaffected
twin. (Courtesy of R. Berman and D.

PUCYHOK 12.4-2. I[I9T-ckanupoBaHue ¢
ucnojib3oBanrem H20O15 nByX MOHO3UTOTHBIX
ONMM3HEIoB, OJUH ¢ (CIpaBa), a Ipyrou 6e3
N (cieBa) mm3odpenueii. BepxHee n HIKHEE
CKaHMPOBAaHME MOKA3bIBAET /1B YPOBHS
nopcojaTepaibHON MpedpoHTaIbHOM KOphl. Bo
UNAFFECTED SCHIZOFHRENIC BpEMA CKAaHUPOBAHUA CY6’BCKTBI BBITIOJIHAIOT
TRTH THIN S KOTHUTHBHYIO 33]1a4y, KOTOpas 0OBIYHO
TpeOyeT npedhpoHTATBHON KOPKOBOU (PYHKIIHH.
KpoBoTOK nmopaskeHHOTro OIM3HEeNa K
JopcojiaTepaibHON MpedhpOHTATBHOM Kope
3aMETHO CHUXEH T10 CPABHEHHUIO C
HenopaxkeHHbIM Onu3HenoM. (IIpexocrasneno

DISCORDANT MONOZYGOTIC THWINS P. bepmanowm u /.

3: YEAR OLD MALLS




FIGURE: MRI scans (coronal sections) of two sets of discordant
monozygotic twins (A and B = set 1; C and D = set 2). For each pair,
one has schizophrenia (A and C) while the other does not (B and D).
For both pairs, the affected twin has larger ventricles than the

- unaffected twin, even though ventricular size appears to be within the
normal range for the affected twin (C). (Courtesy of D. Weinberger
and E. F. Torrey.)

MPT (kopoHapHble cpesbl) ABYX HAOOPOB AMCKOPAAHTHbIX
MOHO3UIOTHbIX 6nmn3HenoB (A n B = Habop 1; C n D = Habop 2). B
Kaxxgon nape oguH 6oneH wnsodgperHnen (Aun C), a apyrom - HeT (B n
D). [ins o6eunx nap nopaxxeHHbINn Brin3HeL, UMEET Xenyao4km
oonbLero pasmepa, Yem 300pOBbIN BIIN3HEL, XOTS pa3Mep
Xenygoudka, No-BManMomy, HaxoauMTCs B Npeaenax HopMbl Ans
nopaxeHHoro 6nnsHeua (C). (C nobesHoro paspelueHna [.
BanHbeprepa n 3. ®. Toppu.)



The total decrease in the volume of the brain of schizophrenic patients in
comparison with healthy ones is only 3%

CyMMapHO€ yMEHbIIIEHHE 00beMa TOJIOBHOTO MO3ra OOJIbHBIX ITU30(PEHUEH IO CPABHEHUIO CO
3I0POBBIMU COCTaBIISIET BCero 3%.

Early and Late Gray Matter in Schizophrenia
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Clinical and Pathophysiological Course of Schizophrenia
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Schizophrenia or schizoaffective disorder

> 1 episode
oneth episode B

Prior treatment
e AA
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Clinical picture
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