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ABSTRACT

Depression, Alzheimer's disease, Parkinson's disease, pathophysiology, antidepressants,
cholinesterase inhibitors, levodopa, neuroplasticity. Introduction: Psychiatric and neurological
diseases - depression, Alzheimer's and Parkinson's - are among the most common and disabling
diseases in modern society. This article analyzes the main pathophysiological mechanisms of
these diseases and modern treatment methods. Literature review: Each of the diseases has its
own pathophysiological aspects. In depression, dysfunction of the serotonin, noradrenaline and
dopamine systems is the main one [1, 45]. In Alzheimer's disease, neurons die as a result of the
accumulation of beta-amyloid and tau proteins [2, 112]. Degeneration of dopaminergic neurons
in the nigrostriatal pathway is the main cause of Parkinson's disease [3, 78]. Discussion: A
deeper understanding of the pathophysiology of each disease will allow the development of new
treatments. In addition to traditional antidepressants, the role of glutamatergic agents such as
ketamine in depression is being studied [4, 23]. Anti-amyloid plaque monoclonal antibodies
(Aducanumab) have been used in Alzheimer's disease [5, 301]. In addition to levodopa, surgical
methods such as deep brain stimulation (DBS) are being used in Parkinson's disease [6, 155].
Conclusion: Understanding the complex pathophysiology of depression, Alzheimer's disease,
and Parkinson's disease is the key to effective treatment. While current treatments aim to
alleviate symptoms and slow disease progression, future research is focused on developing
therapies that target the root cause of the disease.

KEY WORDS: Depression, Alzheimer's disease, Parkinson's disease, pathophysiology,
neurodegeneration, antidepressants, cholinesterase inhibitors, levodopa, neuroplasticity,
treatment.

TIICUXHATPUYECKHE U HEBPOJIOTHYECKHE 34ABOJIEBAHHUAL:
JEIIPECCHA, BOJIE3Hb AJIBIITEUMEPA, OJIE3Hb ITAPKHHCOHA,
UX ITATODOHU3HO/IOTHA U COBPEMEHHBIE METO/IbI JIEYEHHAL.
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Annomauusn

lenpeccus, 6onesnb  Anvyeeiimepa, 6Oonesnv  Illapxumncona, namogusuonocus,
anmuoenpeccanmsl, UHSUOUMOPbL XOTNUHICEPA3bL, 1e6000NA, HelponiacmuyHocms. Beedenue:
Icuxuampuueckue u Heponocuyeckue sabonesanusi — oenpeccus, OonesHb Anvyeeilimepa u
oonesnv llapkuncona — AGNAIOMCA OOHUMU U3 CAMBIX PACNPOCMPAHEHHBIX U UHBAIUOUSUPYIOUSUX
3abonesanuii 68 coepemeHHoM obwecmee. B oOannoili cmamve ananusupyromcsi ocHoemwvie
namoguzuonozuyeckue MexaHusMvl MUX 3a001e8anuti U COBpPeMeHHble Memoobl JIeYeHUs.
O630p numepamypoi: Kasxcooe uz 3abonesanuii umeem ceou namoghusuoiocuiecKkue acnekmoi.
Ilpu  Oempeccuu  OCHOBHOU — NPUYUHOU  A6IAemMcs  OUCHYHKYUS — CepOMOHUHOBOLL,
HOpaoperanunosou u oopamunosou cucmem [1, 45]. Ilpu Oonesnu Anvyeeiivepa HeupoHbl
noeubarom 6 pe3yibmame HAKONJIeHUs Oema-amuiouonsvix u may-oeikos [2, 112]. Jlecenepayus
doghamunepeuteckux HeupoHo8 HUSPOCMPUAPHO20 NYMU 8/11emcs OCHOBHOU NPUYUHOU DONIe3HU
Hapruncona [3, 78]. Obcyscoenue: bonee enyboxoe noHumanue namoQuzuoniocuu Kancoo2o
3abonesanusi NoO36oaumM pazpabomamv Hoevle Memoovl JneyeHus. [lomumo mpaouyuoHHwIX
AHMUOenpeccanmos, U3y4aemcs poib Aymamamepeudeckux a2eHmos, maxkux Kaxk Kemamun, 6
nevenuu Oenpeccuu [4, 23]. Monoknionanvuvie ammumena K AMULOUOHBIM — ONAUKAM
(adykanymab) ucnonvzosanucsy npu oonesnu Anvyeetimepa [5, 301]. Ilomumo nesodonsi, npu
ooneznu Ilapkuncona ucnonv3yomcs xupypauieckue memoosl, maxkue Kax ey00Kas CImuMyIsayusl
mozea (DBS) [6, 155]. 3axniouenue: I[lonumarnue crodxcHou namoghusuonocuu oenpeccui,
oonesnu Anvyeetimepa u donesnu Ilapkuncona sensemcs KAOYoM K 3QDeKmusHoMy 1edeHuro.
Xoms cospemennbvle MemoObl leueHus Hanpaeiensbl Ha oOne2ueHue CUMNIMOMO8 U 3amedleHue
npoepeccuposanus 3a00ne8anus, Oyoyujue UcCie008aHusi COCpe0OmodeHbl Ha paspadbomie
Memo0o08 leyeHusl, HanPasienHbIX Had YCMpaHeHue nepeonpuyulbl 3a001e8aHuUs.

KIIFOYEBBIE CJIOBA: Jlenpeccus, oOonesuwv Anvyeeiimepa, 6onesnv Ilapxuncona,
namoguzuonozus, Hetipooecenepayus, AHMUOENPeCCanmsl, UHSUOUMOPLL XONUHICMEPA3bl,
71€6000NA, HEUPONIACMUYHOCb, TIeYeHUE.

Psixiatrik va Nevrologik Kasalliklar: Depressiya, Alzheimer, Parkinson
kasalliklari, ularning patofiziologiyasi va zamonaviy davolash usullari.
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ABSTRACT

Depressiya, Alzheimer kasalligi, Parkinson kasalligi, patofiziologiya, antidepresanlar,
xolinesteraza ingibitorlari, levodopa, neyroplastiklik. Kirish: Psixiatrik va nevrologik kasalliklar
— depressiya, Alzheimer va Parkinson — zamonaviy jamiyatda eng keng tarqalgan va nogironlik
darajasini oshiruvchi kasalliklardan hisoblanadi. Ushbu maqolada ushbu kasalliklarning asosiy
patofiziologik mexanizmlari va zamonaviy davolash usullari tahli gqilinadi. Adabiyotlar
sharhi: Kasalliklarning har biri uchun o ‘ziga xos patofiziologik jihatlar mavjud. Depressiyada
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serotonin, noradrenalin va dopamin sistemalarining disfunksiyasi asosiy o ‘rinda turadi [1, 45].
Alzheimer kasalligida esa beta-amiloid va tau ogsillarining to ‘planishi natijasida neyronlar
oladi [2, 112]. Parkinson kasalligida nigrostriatal yo‘ldagi dopaminergik neyronlarining
degeneratsiyasi asosiy sababdir [3, 78]. Muhokama: Har bir kasallikning patofiziologiyasini
chuqur o ‘rganish yangi davolash usullarini ishlab chigishga imkon beradi. Depressiyada
an’anaviy antidepresanlar bilan bir qatorda, ketamin kigi glutamatergik moddalarning ro‘li
o ‘rganilmogda [4, 23]. Alzheimer kasalligida amiloid plakalarga qarshi monoklonal antikorlar
(Aducanumab) qo ‘llanila boshlandi [5, 301]. Parkinson kasalligida levodopadan tashqari,
chuqur miya stimulyatsiyasi (DBS) kabi jarrohlik usullari qo ‘llanilmogda [6, 155].
Xulosa: Depressiya, Alzheimer va Parkinson kasalliklarining murakkab patofiziologiyasini
tushunish ularni samarali davolashning asosiy kalitidir. Zamonaviy davolash usullari
kasallikning alomatlarini yengillashtirish va progressiyasini sekinlashtirishga qaratilgan bo ‘lsa-
da, kelajakdagi tadqiqotlar kasallikning ildiziga tasir ko ‘rsatadigan terapiyalarni ishlab
chigishga yo ‘naltirilgan.

KEY WORDS: Depressiya, Alzheimer kasalligi, Parkinson kasalligi, patofiziologiya,
neyrodegeneratsiya, antidepresanlar, xolinesteraza ingibitorlari, levodopa, neyroplastiklik,
davolash.

INTRODUCTION

Psixiatrik va nevrologik kasalliklar global sog‘ligni saqlash sohasida eng
katta muammolardan biriga aylangan. Ushbu kasalliklar nafagat bemorning hayot
sifatini sezilarli darajada pasaytiradi, balki oila va jamiyat uchun ham katta
iqtisodiy va 1jtimoiy yuk tug‘diradi. Depressiya, Alzheimer kasalligi va Parkinson
kasalligi o‘rtasidagi chambarchas bog‘ligliklar mayjud. Masalan, depressiya
Alzheimer kasalligi rivojlanish xavfini oshirishi mumkin [7, 90], Parkinson
kasalligida esa depressiya tez-tez uchraydigan hamrod kasallik hisoblanadi [8,
432].

Ushbu maqolaning maqsadi — depressiya, Alzheimer kasalligi va Parkinson
kasalligining zamonaviy patofiziologik tushunchalari va ularning davolash
usullarini tizimli tahli qilishdir. Maqolada har bir kasallikning molekulyar va
hujayraviy mexanizmlari, shuningdek, hozirgi kunda qo‘llaniladigan farmakologik
va farmakologik bo‘lmagan davolash usullari ko‘rib chiqiladi.

LITERATURE REVIEW
1. Depressiyaning patofiziologiyasi va davolash usullari

Depressiyaning patofiziologiyasida bir gancha nazariyalar mavjud. Eng keng
targalgan '"monoamin nazariyasi" bo‘lib, unga ko‘ra, depressiya miyadagi
serotonin, noradrenalin va dopamin kabi monoamin mediatorlarining
yetishmovchiligi bilan bog‘liq [1, 45]. Biroq, so‘nggi yillarda bu nazariya yagona
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emasligi aniglandi. "Stress nazariyasi"ga ko‘ra, surunkali stress gipotalamo-
gipofiz-buyrak usti o‘qi (HPA o°qi) faolligini oshiradi, bu esa kortizol darajasining
oshishiga olib keladi va gippokampdagi neyronlarning atrofiyasiga sabab bo‘ladi
[9, 567]. Neyroplastiklikning pasayishi — ya’ni miyaning o‘zini o‘zgartirish
qobiliyatining susayishi — depressiyaning yana bir muhim jihatidir. Brain-derived
neurotrophic factor (BDNF) darajasining pasayishi gippokampus va prefrontal
qobigdagj neyrogenez va sinaptik plastiklikni buzadi [10, 234].

Davolash usullari:

> Farmakoterapiya: Serotonin qayta gabul qilish ingibitorlari (SSRI) birinchi
navbatdagi tanlov hisoblanadi (masalan, fluoksetin, sertralin) [11, 112]. Agar
SSRI samara bermasa, serotonin va noradrenalin qayta qabul qilish
ingibitorlari (SNRI) qo‘llaniladi.

> Psixoterapiya: Kognitiv-xulg-atvor terapiyasi (CBT) eng samarali
psixoterapevtik usul hisoblanadi [12, 78].

2. Alzheimer kasalligining patofiziologiyasi va davolash usullari

Alzheimer kasalligi (AK) eng keng tarqalgan demans turi bo‘lib, uning
patofiziologiyasida ikkita asosiy hodisa — beta-amiloid plakalari va neyrofibrillar
to‘plamlar (tau ogsili) muhim ahamiyatga ega. Beta-amiloidning to‘planishi
neyronlar o‘rtasidagi alogani buzadi va neyrotoksik ta’sir ko‘rsatadi [2, 115]. Tau
ogsili esa neyronlar ichida g‘ovaklar hosil qilib, ularning normal funktsiyasini,
jumladan, transport tizimini buzadi [14, 200]. Bu jarayonlar ayniqgsa xolinerjik

neyronlarga zarar yetkazadi, bu esa xotira va kognitiv funksiyalarning pasayishiga
olib keladi.

Davolash usullari:

> Farmakoterapiya: Xolinesteraza ingibitorlari (donepezil, rivastigmin)
xolinergik uzatishni oshiradi va alomatlarni yengillashtiradi [15, 89].
Memantin esa glutamatning patologik ta’sirini (ekzitotoksiklik) kamaytiradi.

> Amiloidga qarshi terapiya: Aducanumab kabi monoklonal antikorlar
amiloid plakalarni miyadan olib tashlaydi, ammo wularning klinik
samaradorligi hali bahs mavzusidir [5, 305].

3. Parkinson kasalligining patofiziologiyasi va davolash usullari

"Ixonomuka u couuym' Nel0(137) 2025 wwWw.iupr.ru



Parkinson kasalligining asosiy patofiziologik jihati miya poyalasidagi
substantia nigra zonasidagi dopamin ishlab chigaruvchi neyronlarning progressiv
yo‘qolishidir. Bu yo‘qolish natijasida striatumda dopamin darajasi keskin
kamayadi, bu esa tremor, muskul qatqaloqgligi va bradikineziya kalami asosiy
alomatlariga sabab bo‘ladi [3, 80]. Neyronlarning yo‘qolishida alfa-sinuklein ogsili
to‘plangan Levy tanalari muhim rol o‘ynaydi [16, 122]. Genetik va atrof-muhit
omillari ham kasallikning rivojlanishiga hissa qo‘shadi.

Davolash usullari:

» Farmakoterapiya: Levodopa — dopaminning prekursori — Parkinson
kasalligini davolashning "oltin standarti" hisoblanadi [17, 65]. Dopamin
agonistlari (pramipeksol, ropinirol) va MAO-B ingibitorlari (selegilin) kabi
boshqga dori-darmonlar ham qo‘llaniladi.

» Jarrohlik: Chuqur miya stimulyatsiyasi (DBS) — miyaning subalamus
yadroli yoki globus pallidus ichki qismiga elektrodlar joylashtirish — motor
alomatlarni sezilarli darajada yaxshilaydi [6, 160].

DISCUSSION

Ushbu uchta kasallikning patofiziologik mexanizmlari turlicha bo‘lishiga
qaramay, ular orasida bir qancha umumiy jihatlar mayjud. Masalan,
neyrodegeneratsiya va yallig‘lanish jarayonlari ularning barchasida mavjud.
Alzheimer va Parkinson kasalliklarida ogsillarning noto‘g‘ri katlanib to‘planishi
(amiloid, tau, alfa-sinuklein) neyronlar o‘limining asosiy sababidir. Depressiyada
esa gippokampus kabi ma’lum miya sohalarining hajmi qisqarishi kuzatiladi, bu
ham ma’lum darajada neyronlar yo‘qolishini ko‘rsatadi [18, 511].

Davolash strategiyalari ham dastlab alomatlarni yengillashtirishga qaratilgan.
Biroq, so‘nggi tadqiqotlar kasallikning progressiyasini sekinlashtirishga, hatto
oldini olishga qaratilgan. Masalan, Alzheimer kasalligida amiloidga gqarshi
terapiya, Parkinson kasalligida neyrotrofik omillar yordamida neyronlarning
o‘limini oldini olish usullari o‘rganilmoqda [19, 98]. Depressiyada esa ketamin
kigi tezkor ta’sir ko‘rsatadigan moddalar neyroplastiklikni tiklash orqali yangi
davolash imkoniyatlarini ochmoqda [4, 25]. Muhim muammo — davolashning
nojo‘ya ta’sirlari va terapiyaga chidamlilikning rivojlanishidir. Levodopaning uzoq
muddatli  qo‘llanilishi  motor  tebranishlarga olib  kelishi ~ mumkin,
antidepresanlarning samarasi bir necha haftadan keyin paydo bo‘ladi. Shuning
uchun, individual yondashuv va yangi dorilarni izlash dolzarbligicha qolmoqda.

RESULTS
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Tahli shuni ko‘rsatdiki, depressiya, Alzheimer va Parkinson kasalliklarining
patofiziologiyasi murakkab va ko‘p qgirrali bo‘lib, bir qator molekulyar, hujayraviy
va tizimli buzilishlarni o‘z ichiga oladi. Har bir kasallik uchun hozirda mavjud
bo‘lgan davolash usullari asosan paliativ xarakterga ega — ular kasallikni butunlay
davolamaydi, lekin alomatlarni yengillashtiradi va bemorning hayot sifatini
yaxshilaydi. Zamonaviy farmakologik va jarrohlik usullarning samaradorligi
ko‘plab klinik tadqiqotlar bilan tasdiglangan. Biroq, terapiyaga chidamlilik va
nojo‘ya ta’sirlar dolzarb muammo bo‘lib qolmoqda.

CONCLUSION

Xulosa qilib shuni aytish mumkinki, depressiya, Alzheimer kasalligi va Parkinson
kasalligi zamonaviy nevrologiya va psixiatriyaning eng muhim muammolaridan
hisoblanadi. Ushbu maqolada ularning patofiziologik asoslari va zamonaviy
davolash usullari tahli qilindi. Har bir kasallikning rivojlanish mexanizmini chuqur
o‘rganish yangi, samarali va xavfsiz davolash usullarini ishlab chiqishning asosini
tashkil etadi. Kelajakdagi tadqiqotlar kasalliklarning ildiziga ta'sir ko'rsatadigan,
neyroprotektiv va hatto regenerativ terapiyalarga, shuningdek, ularni erta
tashxislash usullariga qaratilishi kerak. Integrativ yondashuv — farmakoterapiya,
psixoterapiya, hayot tarzini o‘zgartirish va ijtimoiy qo‘llab-quvvatlashni
birlashtirish — bu kasalliklar bilan kurashishda eng yaxshi natijalarni beradi [20,
77].
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