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Annotatsiya: Skelet muskul kasalliklari, atrofiyasi, yallig ‘lanishi va miopatiyalarda mushak
to ‘qimalarida yuzaga keladigan patologik o ‘zgarishlar, ularning sabab va mexanizmlari tibbiyotda
muhim ahamiyati haqida ma’lumotlar keltirilgan.Skelet muskul kasalliklari va miopatiyalarning
patologik anatomiya nugtai nazaridan o ‘rganilishini magsad qiladi.Skelet muskul kasalliklari va
miopatiyalar mushak to ‘qimalarida morfologik va funksional o ‘zgarishlarga olib keladi.Ushbu
kasalliklar nerv-mushak bog ‘lanishlarida, mushak tolalarida va biriktiruvchi to ‘qimalarda
o ‘zgarishlar bilan tavsiflanishi o’rganishni magqgsad qilgan. Bu maqolada skelet mushak
to ‘qimalarida yuzaga keladigan o ‘zgarishlar, ularning patologik anatomiyasi va bu holatlar bilan
bog ‘liq patologik jarayonlar ko ‘rib chigilgan.

Kalit so‘zlar: Yalliglanish, Distrofiya, Atrofiya, Miopatiya, Nekroz, Inflamatsiya,
Dermatomiozit, Polimiyozit, Inklusiv tana mioziti.

Annomavyuna: Ceedenusi 0 namoi02U4ecKux UsMEeHEeHUsIX, B03HUKAIOWUX 8 MbLULEeYHOU MKAHU
npu 3a001e8aHUAX CKENeMHbIX MbliY, ampoduu, 60CNANeHUU U MUONAMUSAX, UX NPUYUHAX U
MeXaunuzmMax umerom 6adcHoe 3Hauenue 8 meouyuwe. Llenvio uccnredosanus aensiemcs uzyyeHue
3a601e6aHUU U MUONAMUL CKEIeMHbIX MblUY C MOYKU 3PeHUs NAmolocUdecKol aHamoMuu.
3abonesanus cxenemmuvix Mbluly U MUONAMUU NPUBOOAM K MOPPONI0cUYECKUM U DYHKYUOHATbHBIM
UBMEHEHUAM MbIUUEYHOU MKaHU. Imu 3a60.1e6aHUs NOPAIHCATOM HEPEHO-MbIULEUHbIE CEA3U, MbLULYDL.
Hanpaenena Ha uzydenue e2o 0COOeHHocmell ¢ U3SMEHEeHUAMU 8 80JIOKHAX U COeOUHUMENbHOL MKAHU.
B Oannoti cmamve paccmompeHvl uzmMeHeHus, NPoOUCXooaujue 8 MKAHU CKeNeMHbIX MblldlY, UX
namono2udecKkas aHamomus, d makxice NnamoI0cUYecKue nNpoYeccyvl, CeA3aHHble ¢ IMUMU
COCMOAHUAMU.

Knrwouegwvie cnoea:Bocnanenue, [ucmpogusa, Ampogpus, Muonamus, Hexpos, Bocnanenue,
Lepmamomuoszum, Ilorumuozum, UuKIO3UBHbII MUO3UM mea.

Annotation: Information about the pathological changes that occur in muscle tissue in
skeletal muscle diseases, atrophy, inflammation, and myopathies, their causes and mechanisms are
important in medicine. It aims to study skeletal muscle diseases and myopathies from the point of
view of pathological anatomy. Skeletal muscle diseases and myopathies lead to morphological and
functional changes in muscle tissue. These diseases affect neuromuscular connections, muscle aims
to study its characteristics with changes in fibers and connective tissue. This article examines the
changes that occur in skeletal muscle tissue, their pathological anatomy, and the pathological
processes associated with these conditions.

Key words: Inflammation, Dystrophy, Atrophy, Myopathy, Necrosis, Inflammation,
Dermatomyositis, Polymyositis, Inclusive body myositis.
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SUYAK-MUSKUL TIZIMI KASALLIKLARI

Skelet mushak atrofiyasi-mushak to‘qimalarining hajmini kamaytirishi bilan
tavsiflanadi. Mushak tolalarining ingichkalashishi va zaiflashishi mushak kuchining
pasayishiga olib keladi. Atrofiyaning asosiy sabablari funktsional foydalanishning
yo‘qligi (masalan, uzoq muddatli immobilizatsiya), inervatsiya yo‘qotilishi (masalan,
nerv shikastlanishi), oziglanish yetishmovchiligi va keksayish. Patologik o‘zgarishlari
mushak tolalarining o‘lchami kichrayadi va to‘qima zichligi kamayadi. Mushakning
umumiy og‘irligi pasayadi va biriktiruvchi to‘qimalar nisbatan ortadi. Miopatiyalar
mushak to‘qimasining ichki shikastlanishi natijasida yuzaga keladigan kasalliklar
guruhidir. Miopatiyalarda mushak tolalarining yallig‘lanishi, degeneratsiyasi va
nekrozi kuzatiladi. Ular irsiy yoki orttirilgan bo‘lishi mumkin. Patologik o‘zgarishlari
irsiy miopatiyalarda mushak tolalari deganertiv o‘zgarishlarga uchraydi, masalan,
Dushenn miopatiyasida mushak hujayralarida distrofin oqgsili yetishmovchiligi
kuzatiladi.Orttirilgan miopatiyalarda mushaklarda toksik yoki metabolik ta’sir tufayli
tolalar nekrozi va yallig‘lanishi kuzatiladi. Yallig‘lanishli miopatiyalar mushak
to‘gqimalarida immun javoblar va yallig‘lanishli infiltratlar bilan ifodalanadi.
Polimiyozit va dermatomiyozit ushbu kasalliklarga misol bo‘lib, ularning patogenezi
autoimmun jarayonlar bilan bog‘liq. Patologik o‘zgarishlari mushak tolalarida
limfotsitlar plazma hujayralari to‘planishi kuzatiladi. Mushak to‘qimalarida
mikroinfarktlar va tomirlar atrofida yallig‘lanishli o‘zgarishlar yuzaga keladi.Nekroz
va fibroblastlar faoliyati oshishi natijasida mushak to‘qimasida sklerozlanish
rivojlanadi. Mushak kasalliklaridagi o’zgarishlari degenerativ o’zgarishlarda mushak
tolalarining ichki tuzilishida degeneratsiya yuzaga keladi. Mushak hujayralari
mitoxondriyalarida fermentlar va ogsillar yetishmovchiligi natijasida mushak kuchi
pasayadi. Mikroskopik ko‘rinishi mushak tolalari ichida vakuolalar hosil bo‘ladi.
Miofibrillarning fragmentatsiyasi kuzatiladi. Nekrotik o’zgarishlarida yallig‘lanish
yoki toksik ta’sirlar tufayli mushak hujayralarining o‘lishi nekrozga olib keladi.
Nekrozning morfologik xususiyatlari; mushak tolalarining ichi suyuqlik bilan to‘ladi
va ularning shakli o‘zgaradi. Tirik to‘qimalardan farq qiladigan rang o‘zgarishlari
kuzatiladi (masalan, rang oqgarishi yoki qoramtir tusga kirishi). Fibrozlanish va
sklerozlanishda nekrozga uchragan mushak to‘qimalari o‘rnida biriktiruvchi to‘qima
(fibroz) hosil bo‘ladi, bu esa mushakning elastikligini va harakatlanish qobiliyatini
kamaytiradi. Fibrozlanish va sklerozlanish mushak to‘qimalari joyini kollagen tolalari
va fibroblastlar egallaydi. Natijada mushak to‘qimasining funksionalligi pasayadi.
Yallig‘lanish infiltrati immun javob va autoimmun jarayonlar natijasida mushaklarda
yallig‘lanishli hujayralar to‘planadi. Bu holat, aynigsa, yallig‘lanishli miopatiyalarda
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yaqqol kuzatiladi. Mikroskopik o‘zgarishlari yallig‘lanishli hujayralar (limfotsitlar,
makrofaglar) mushak to‘qimalariga kirib boradi. Vaskulyar o‘zgarishlar va mushak
tolalarida degenerativ o‘zgarishlar kuzatiladi. Suyak-muskullar tizimining barcha
kasalliklari;suyak kasalliklari, bo‘g‘imlar kasalliklari va skelet muskullari
kasalliklariga bo’linadi. Suyak kasalliklari juda xilma-xildir. Ular tizim kasalliklari,
masalan, ko'mikdagi mieloproliferativ jarayonlar, suyaklarda plazmotsitomalar hosil
bo‘lishi bilan o‘tadigan mieloma kasalligining ko‘rinishlaridan iborat bo'lishi
mumkin. Bundan tashqgari suyak to'gimasi xavfli o'smalari, masalan, o'pka rakining
metastazlari ko‘p uchraydigan joydir. Shu bilan birga, suyaklaming o’zida birlamchi
o'smalar, ikkilamchi, ya’ni metastatik o'smalarga qaraganda ancha kam uchraydi.
Suyaklarda tabiatan metabolizmga alogador bo'lgan patologik jarayonlar (masalan, D
avitaminozda), infektsion jarayonlarda ham bo’lishi mumkin. Skelet muskullari
patologik jarayonlarga kamroqg beriladi, skelet, muskullarida uchraydigan patologik
jarayonlardan muskullar atrofiyasi,zo'rayib boruvchi distrofiya, miasteniya, o'smalar
kuzatiladi.Muskullarda uchraydigan patologik jarayonlar, masalan, miasteniya singari
mustaqil kasallik yoki ganday bo‘lmasin boshqa biror dardning asorati, masalan,
gorin tifida uchraydigan mumsimon nekrozdan iborat boirishi mumkin. Bu kasalliklar
tabiatan yallig‘lanish, distrofik o‘zgarishlar, irsiyatga bog'liq bo'lgan kasalliklar,
o‘sma kasalliklaridan iborat bo‘lishi mumkin. Infektsion jarayonlardan anaerob
infektsiya patogen anaeroblar qo‘zg‘atadigan jarohatlar infektsiyasi muskul
to‘qimasining tez nekrozga uchrashi, ulaming irib, gazlar hosil qilishi, og‘ir umumiy
intoksikasiya boshlanishi va yallig'lanishga xos sezilarli hodisalar bo‘lmasligi bilan
ta’riflanadi. Anaerob infektsiyaning ikkita klassik xilini tafovut qilish rasm bo‘lgan:
emfizematoz anaerob infektsiya (gazli gangrena) va shishli anaerob yuz miopatiyasi,
chanog-elka miopatiyasi shaklida) bo‘lishidan gati nazar gistologik o‘zgarishlar bir
zaylda bo‘ladi.Skelet muskullarining atrofiyaga uchrab kichrayib ketgani, zichlashib,
qo‘ng‘ir tusga kirib qolgani ko‘zga tashlanadi. Muskul tolalarining nekroz va
fagotsitozga uchrashi ham xarakterli. Halok bo‘lib borayotgan muskul tolalari o'rniga
fibroz to‘qima bilan yog’ to'qimasi paydo bolib boradi. Shu to‘qimalarning o'sib
boraverishi soxta gipertrofiyaga olib kelishi mumkin. Muskul tolalarining
kompensator gipertiofiyasida miosidar sitoplazmasining bazofiliyasi, hujayra ichidagi
organellalar giperplaziyasi ko‘zga tashlanadi, gipertrofiyaga uchragan tolalar
parchalanib ketgan bo’ladi. Dyushen miopatiyasi va miotonik miopatiya hammadan
ko‘ra ko‘proq uchraydi. Dyushen miopatiyasi yoki psevdogipertrofik distrofiya
naslga o‘tishi jihatidan X-xromasomaga tutashgan resessiv miopatiya bo’lib
hisoblanadi, shu sababdan faqat o‘g‘il bolalarda kuzatiladi va go‘daklik davrida
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boshlanadi.Bu kasallik bola hali uch yoshga to’lmasdan turib muskullari zaif bo‘lib
qolishi va wularda atrofiya boshlanishi bilan ta’riflanadi. Jarayon oldiniga
muskullarida keyin esa yelka muskullarida boshlanadi. Dyushen miopatiyasini
boshqalardan ajratib turdigan belgi boldir muskullarida soxta gipertrofiya bo’lishidir.
Odatda dastlabki ikki o‘n yillik ichida muskullar chanoq butunlay falajlanib, kasal
o‘lib ketadi, chunki skelet muskullari kreatinkinaza,transaminaza,laktatdegidrogenaza
va boshgalar singari fermentlarga boy bo‘lib, Dyushen miopatiyasida bu
fermentlarning qgon zardobidagi miqdori muskullardagi chuqur degenerativ
o'zgarishlari sababli keskin ko‘payib ketadi.
3ABOJIEBAHUS KOCTHO-MBIINEYHOH CUCTEMBI

ATpo(usi CKEIEeTHBIX MBIIII XapaKTepU3yeTCsl YMEHbBIIEHHEM pPa3MepOB
MBIILIEYHON TKaHU. VICTOHUYEHHE M OCNabJIEHWE MBIIIEYHBbIX BOJIOKOH NPUBOJAUT K
CHIDKEHHIO MBIIIEUYHON Cuibl. OCHOBHBIMH NPUYMHAMU aTpOPUHU  SBISIOTCA
HEJIOCTaTOYHOE  (PYHKIMOHAJIbHOE  MCIIOJIb30BaHHE  (HAmpumep, JAJIUTENbHas
UMMOOWIIM3aIMsl), TOTEepPs HWHHEpPBAaUUM (HAalpuMep, M[OBPEXJACHUE HEPBOB),
HapyllIeHWe NMUTaHWs U CTapeHHe MBI, Pa3Mep BOJIOKOH CTaHOBUTCS MEHBIIE, a
IUIOTHOCTh TKaHM yMeHbImaercs. OOmass wmacca MBIl —YMEHBIIAeTCs, a
COCIMHHUTENbHAs TKaHb OTHOCHUTENBHO YyBennuuBaercs. [pymnma 3aboneBaHui,
BBI3BaHHBIX TpaBMaMu. lIpu Muonarusax HaOIOAArOTCs BOCHAJIEHUE, JEreHepalus u
HEKPO3 MBIIICYHbIX BOJOKOH. OHH MOryT OBITh HACIEACTBEHHBIMH WU
npuobpereHHbIMU. [Ipy  HacieACTBEHHBIX MHUONATUSAX  MBIIIEYHBIE BOJIOKHA
MOJIBEPTalOTCA JCTEHEPAaTUBHBIM W3MEHEHUSIM, HAIPpUMEp, PU Muonatuu JlromenHa
HAOMIOaeTCsl HENOCTaTOK Oefika JOuUCTpoduHAa B MBIIIEYHBIX KieTkax. [lpu
OpUOOPETEHHbIX MHUOMNATHAX TMPOUCXOAUT HEKPO3 U BOCHAJIEHUE MBbIIIEUHBIX
BOJIOKOH  BCIJIEJICTBUE TOKCHUYECKOTO WJIM  METa0OIMYECKOrO  BO3/ACHUCTBUA.
BocnanurenbHple MHUONAaTMM  XapaKTEpPU3YIOTCSI HMMYHHBIMH  pEakUUsIMU U
BOCTIAJIMTENILHBIMU  MHOWIBTpATAMU B MbIIIEYHON TKaHu. [Ipumepamm Takmx
3a00JIeBaHUM SIBJISIFOTCS MTOJIMMUO3UT M JI€PMAaTOMHO3UT, ATOI€HE3 KOTOPBIX CBS3aH
C ayTOMMMYHHBIMHM TmpoueccaMu. IlaTomormueckue H3MEHEHMs] BKIIOYAKOT
HaKOIUIeHWE  JUMQPOLUTOB W  IJIa3MAaTHYECKMX  KIETOK B MBIIICUYHBIX
BoJIOKHaX.BocnanurenbHble M3MEHEHUS BO3HUKAIOT B MBIIIEYHBIX TKAHSIX BOKPYT
MUKpPOUH(]APKTOB M coOCynoB. B pe3ynbraTe MOBBINIEHHS AaKTUBHOCTH HEKPO3a U
¢ubpoOsacToB B MBIIMIEYHOM  TKAaHW  PA3BUBACTCS  CKJIEPO3UPOBAHME.
JlereHepaTUBHbIE W3MEHEHHS TPU  MBIIICYHBIX  3a00JE€BAaHUSAX  BKIIOYAIOT
JIETEHEPallii0 BHYTPEHHEH CTPYKTYphl MBIIIEYHBIX BOJOKOH. B  pesynbrare
HeznocTatka (PepMEHTOB U OEIKOB B MUTOXOHJIPHUSAX MBIIIEUHBIX KJIETOK CHHKAETCS
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MBIIIIeYHass cwia. MHKPOCKOIMYECKH BHYTPU MBIIIEYHBIX BOJOKOH OOpa3yroTCs
Bakyosid. [Ipy HEKPOTHYECKUX M3MEHEHHUSX MPOUCXOTUT TMOCITb MBIIICUHBIX KIICTOK
BCJIC/ICTBHE BOCIAJICHUS WM TOKCHYECKOTO MEWCTBHSI. BO3JCHCTBUS TPUBOIUT K
HEKpo3y. Mopdonoruaeckue 0COOEHHOCTH HEKPO3a; BHYTPEHHSSI YaCTh MBIIIEYHBIX
BOJIOKOH HAIlOJHSETCS JKUAKOCThIO W u3MeHsieTcss ux (opma. HabGmrogarorcs
W3MEHEHHUS [IBETa, OTIUYHBIC OT KMBOM TKaHM (Hampumep, npu GuOpo3e u CKIepo3e
COEIMHUTENbHASL TKAHb 3aMEHSIET HEKPOTU3UPOBAHHYIO MBIIIEYHYIO TKaHb ((HUOpPO3).
), 9TO CHIDKAET SJACTUYHOCTh M TOJBIIKHOCTH MBIIIIEL. B pesynbprate ¢Gubpo3 u
CKJIEpO3  3aMENIalOT  MBIIIEYHYI0 TKaHb  KOJJIATCHOBHIMM  BOJIOKHAMU U
¢ubpobnacramu. CHUYKAETCS (O YHKIIMOHAIBHOCTh MBIIIEYHOM TKaHU.
Bocnanutenbupiii nHQUIBTpAT, B pe3yJibTaTeé HIMMYHHOTO OTBETa U ayTOMMMYHHBIX
MPOLIECCOB B MBIIIIAX HAKAIUIMBAIOTCS BOCHAIMUTENbHbIE KJIETKA. (OCOOEHHO
BBIPAKEHO 9TO COCTOSHHE TMPH BOCMAIUTEIBHBIX MUOMATUAX. MUKPOCKOMTUYECKUE
M3MEHEHHS] BKJIIOYAIOT TNPOHUKHOBEHHE BOCHAJIUTENBHBIX KIETOK (JIUMQOIUTOB,
MakpodaroB) B MbIIIEUHYIO TKaHb. HaOirogaroTcss COCyAUCTbiE WU3MEHEHHS W
JISTCHEpAaTUBHbIE W3MEHEHHUS MBIIICYHBIX BOJOKOH.Bce 3aboneBanusi omopHO-
JBUTATEIBHOTO ammapara JesATcsl Ha 00JIe3HH KOCTe, 00JIe3HN CYCTaBOB U 0OJIe3HU
CKeJeTHBIX MBI, OHU MOTYT COCTOSITh U3 CHCTEMHBIX 3a00JIEBaHUM, HANPUMED,
MUEIONPOIU(EPaTUBHBIX MPOLECCOB B KOCTHOM MO3re€, MPOSBICHUM MHEIOMBI C
o0pa30oBaHMEM TUIa3MOIIUTOM B KOCTSX. KpomMe TOoro, KOCTHas TKaHb SIBIISIETCS
YacThIM MECTOM BO3HHKHOBEHHS  3JI0KQUECTBEHHBIX  OITYyXOJieH, Hampumep
METacTa30B paka Jerkux. l[lpmw 5TOM mMepBHYHBIE OMYXOJH B CaMOH KOCTH
BCTPEYAIOTCSl 3HAUNUTEIILHO PEXE, YeM BTOPUYHBIC, T. €. METaCTATUYECKHUE OIMyXOJIH.
[TaTonoruueckue Mporecchl, CBsI3aHHbIE ¢ OOMEHOM BEIIECTB B KOCTSAX (HAmpumep,
nepunut BUTaMuHa D), MOTyT BO3HUKATh W TPU HWHQPEKIIMOHHBIX TIPOIECCaXx.
CkeneTHbIE MBI MEHEE CKJIOHHBI K TMAaTOJOTMYECKHM IMpoIleccaM, Cpeau
MATOJIOTHYECKUX TMPOIECCOB, MPOTEKAIOMIUX B CKEJIETHBIX MBIIIIAX, HAOIIOJAI0TCS
aTpodus MbIII, o0ocTpeHue nucTpoduu, MuacTeHuu, omyxomnen. [laronorndyeckue
MPOLIECCH], BOZHUKAIOIINE B MBIIIIAX, HAPUMEP, CAMOCTOSTENbHOE 3a00JIeBaHUE,
HaIpUMep MHUACTEHUS, WIH OCIOXHEHHE JII000ro APYyroro 3abojeBaHus, HaIpUMED,
BOCKOBBIE KHCTBI TNpu OpromHOM Tude. IDTu 3a00jeBaHUS MOTYT COCTOATH U3
BOCTIAJICHUS, JAUCTPOPUUECKUX HW3MCHEHHWH, HACJICICTBCHHBIX  3a00JICBaHU,
OITyXOJIEBBIX 3a00sieBaHUI. AHAAPOOHYI0 MH(PEKIMIO0 TP WHMEKITMOHHBIX MPOIIeccax
OTIPECNISIOT KaK 3apa)KeHUE paH, BBI3BAHHOE MMATOTCHHBIMH aHA3p0OaMH, OBICTPHIM
HEKPO30M MBIIIIEYHOW TKaHW, 00pa30BaHWEM Ta30B, BOSHUKHOBEHHEM BBIPAKCHHOU
oOmIeil MHTOKCUKAIIMM M OTCYTCTBHEM BBIPAKEHHBIX BOCHAIUTEIBHBIX SIBICHHI.
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BaxxHo pasznuuath aHa’pOOHYI0 WH()EKIHIO. NIBa KIACCUYECKUX THUIA HH(EKIIUU:
sMm¢ur3zemaTo3Hasi aHa’poOHast MHGEKIMs (ra30Basi TAaHIPEHA) U OT€YHAas aHa’POOHas
MUOIIaTHUA JIMa, B BHJIC HOI[MBIIHC‘-IHOfI MI/IOHaTI/II/I) HCECMOTPA HH Ha 4TO,
TUCTOJIOTHYECKHUEC HU3MCHCHUSA TE KC. 3aMeTHO, YTO CKCJIICTHBIC MBIIINBI 34 CUET
aTpopuu YMEHBIITUIUCH B pa3Mepax, CTalu MIOTHEE, TPUOOpET KOPUUHEBBIN IBET.
XapakTepHbl TakkKe HEKpo3 u (aromuTo3 MBIIIEYHBIX BOJIOKOH. Ha mecte
OTMHPAIOIMINX MBbBIIMICYHBIX BOJIOKOH ITIOABJIAIOTCA (1)I/I6p03Ha5{ TKaHb H JXHPOBad
TKaHb. Pa3pacTanue 3TUX TKaHEH MOXXET MPUBECTH K JOKHOW runeptpodun. I[lpu
KOMIIEHCATOPHOW THUNEPTHO(GUM  MBIIIEUYHBIX BOJIOKOH 3aMeTHa Oazoduius
MHOLIMAHON LIUTOIUIA3MBbl, TUNIEPILIAa3Us BHYTPUKIETOYHBIX OPraHelll, Yalle APYrux
HAOMIOMAIOTC  TUNEpTpodUPOBaHHBIC  BOJOKHA, Muomarus  J[omeHHa
MHUOTOHHUYECKass MuoIaTus.MuomnaTtus I[IOIIIGHHa, niIn HCGB,IIOFHHCprO(I)I/I‘{CCKaH
aucTpodus, mpeacTaBiIseT co00i X-CIEMIEHHYIO PEIECCUBHYI0 MUOMATHIO, KOTOpas
HaACJICAYCTCA TOJIBKO Y MAJIbUYMKOB W HAYHWHACTCA B MJIAJICHYCCKOM BO3pPaAcCTC. IT10
3a00JicBaHNE BBI3BIBACT MBIIICYHYTO cJ1a00CTh a0 JOCTHUKCHUSA pe6eHKOM
TPCXJICTHCTO BO3pacTa U OIpCACIIACTCA HAaYaJIOM HX anO(bHI/I. Hpouecc HAYUHACTCA
B MbIIIIAax IPEAIICYbs, a 3aTCM B MbIIIIAX ILJICY. OTIIMYUTEIILHON 0COOEHHOCTHIO
MuonaTuu J[foreHHa siBiasieTcs: ICEeBIOTUIIEPTPOP S MKPOHOKHBIX MBI, OOBIYHO B
TCUCHUC IICPBBIX ABYX ,HGCHTHJIGTI/Iﬁ MBIIIBI CUJIIBHO IIaApaJIU3YIOTCSA U HOI‘I/I63IOT,
IMOCKOJIbKY CKCJICTHBIC MBIIIIIbI ooratsl TaKUMHU (1)epMeHTaMI/I, KaK KpCaTWHKHWHA3a,
TpaHCaMHHAa3a, JIAKTAaTACTHAPOrcHa3a u ap., a Ipu MHUOIIaTHH I[}OHIGHHa KOJIMYECTBO
3TUX (PEPMEHTOB B CHIBOPOTKE KPOBHM CHHUYKAETCSA. PE3KO YBEIIMYMBAETCS 34 CUET
FJIy6OKI/IX ACTCHCPATHUBHBIX N3MEHEHU B MBI Aax.
DISEASES OF THE BONE-MUSCLE SYSTEM

Skeletal muscle atrophy is characterized by a decrease in the size of muscle
tissue. Thinning and weakening of muscle fibers leads to a decrease in muscle
strength. The main causes of atrophy are lack of functional use (eg, prolonged
immobilization), loss of innervation (eg, nerve damage), malnutrition, and aging.
Pathological changes in muscle fiber size becomes smaller and the density of the
tissue decreases. The total weight of the muscle decreases and the connective tissue
increases relatively. Myopathies is a group of diseases caused by injury.
Inflammation, degeneration and necrosis of muscle fibers are observed in
myopathies. They can be hereditary or acquired. In hereditary myopathies, muscle
fibers undergo degenerative changes, for example, in Duchenne myopathy, there is a
lack of dystrophin protein in muscle cells. In acquired myopathies, muscle fiber
necrosis and inflammation due to toxic or metabolic effects Inflammatory myopathies
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are characterized by immune responses and inflammatory infiltrates in muscle tissue.
Polymyositis and dermatomyositis are examples of these diseases, the pathogenesis
of which is related to autoimmune processes. Pathological changes include
accumulation of lymphocytes and plasma cells in muscle fibers.Inflammatory
changes occur in muscle tissues around microinfarcts and vessels. As a result of
increased activity of necrosis and fibroblasts, sclerosing develops in muscle tissue.
Degenerative changes in muscle diseases include degeneration of the internal
structure of muscle fibers. As a result of the lack of enzymes and proteins in the
mitochondria of muscle cells, muscle strength decreases. Microscopically, vacuoles
are formed inside muscle fibers. Fragmentation of myofibrils is observed. In necrotic
changes, the death of muscle cells due to inflammation or toxic effects leads to
necrosis. Morphological features of necrosis; the interior of the muscle fibers is filled
with fluid and their shape changes. Color changes different from living tissue are
observed (for example, the color turns pale or darkens). In fibrosis and sclerosis,
connective tissue replaces necrotic muscle tissue. tissue (fibrosis) is formed, which
reduces the elasticity and mobility of the muscle. Fibrosis and sclerosis replace the
muscle tissue with collagen fibers and fibroblasts. As a result the functionality of the
muscle tissue decreases. Inflammatory infiltrate, as a result of the immune response
and autoimmune processes, inflammatory cells accumulate in the muscles. This
condition is especially evident in inflammatory myopathies. Microscopic changes
include inflammatory cells (lymphocytes, macrophages) penetrating into muscle
tissue. Vascular changes and degenerative changes in muscle fibers are observed.All
diseases of the musculoskeletal system are divided into bone diseases, joint diseases
and skeletal muscle diseases. Bone diseases are very diverse. They can consist of
systemic diseases, for example, myeloproliferative processes in the bone marrow,
manifestations of myeloma with the formation of plasmacytomas in the bones. In
addition, bone tissue is a common site for malignant tumors, such as metastases of
lung cancer. At the same time, primary tumors in the bone itself are much rarer than
secondary, i.e., metastatic tumors. Pathological processes related to metabolism in
bones (for example, vitamin D deficiency) can also occur in infectious processes.
Skeletal muscles are less prone to pathological processes, muscle atrophy, worsening
dystrophy, myasthenia, tumors are observed among the pathological processes
occurring in skeletal muscles. Pathological processes occurring in the muscles, such
as an independent disease such as myasthenia, or a complication of any other disease,
such as waxy cysts in typhoid fever. These diseases can consist of inflammation,
dystrophic changes, hereditary diseases, tumor diseases. Infectious processes include

ResearchBib IF: 7.1 (( 12 )) www.uzresearchers.com




Z1= INTERNATIONAL JOURNAL OF RECENTLY ISSN: 2999.8885
1 SCIENTIFIC RESEARCHER'S THEORY VOLUME:3 ISSUE: 1

International scientific journal

anaerobic infection, infection of wounds caused by pathogenic anaerobes, muscle It is
characterized by rapid necrosis of tissue, decomposition of mucus, formation of
gases, onset of severe general intoxication, and absence of significant inflammatory
phenomena.Differentiating the two classic types of anaerobic infection is a picture:
emphysematous anaerobic infection (gas gangrene) and edematous anaerobic facial
myopathy, in the form of axillary myopathy) regardless of the histological changes
are the same. Skeletal muscles atrophy. it is noticeable that it has shrunk, thickened
and turned brown. Necrosis and phagocytosis of muscle fibers are also characteristic.
Fibrous tissue and adipose tissue appear instead of the dying muscle fibers. The
growth of these tissues can lead to false hypertrophy. In compensatory hypertiofia of
muscle fibers, basophilia of myocidal cytoplasm, hyperplasia of intracellular
organelles is noticeable, hypertrophied fibers are fragmented. Duchenne myopathy
and myotonic myopathy are more common than others.Duchenne myopathy, or
pseudohypertrophic dystrophy, is an X-linked recessive myopathy that is inherited
only in boys and begins in infancy. This disease causes muscle weakness before the
child is three years old. It is characterized by loss and the beginning of atrophy in
them. The process begins in the muscles of the forearm, and then in the muscles of
the shoulders. A feature that distinguishes Duchenne myopathy from others is
pseudohypertrophy in the calf muscles. Usually, during the first two decades, the
muscles become severely paralyzed and die, because skeletal muscles are rich in
enzymes such as creatine kinase, transaminase, lactate dehydrogenase, etc., and in
Duchenne myopathy, the amount of these enzymes in the blood serum is dramatically
increased due to deep degenerative changes in the muscles.

Xulosa

Skelet muskul yallig’lanishi, miopatiyalari- autoimmun tabiatga ega hisoblanadi.
Skelet muskul kasalliklari va atrofiyasi mushaklar zaiflashishi, mushaklarning
kuchsizlanishi, harakat qobilyatinining pasayishi yoki yo’qolishi hamda muskul
to’qimasining hajm jihatdan kamayishi bilan tavsiflanadi. Kasallikning turiga,
simtomlariga, tashxis va davolash usullari bilan farqlanadi. Erta tashxisni ta’minlash,
diagnostika usullarini takomillashtirish, individual davolash rejalarini ishlab chiqgish
va bemorlarni psixologik-ijtimoiy qo’llab quvvatlash kasallikni boshqarish va
simptomlarini kamaytirishda muhim rol o’ynaydi. Doimiy reabilitatsiya va
profilaktika choralari tadbirlari sog’lom muskul to’qimasini saqlab bemorlarning
hayot sifatini yaxshilashga imkon beradi.Faol hayot tarzini yaxshilash jismoniy
faoliyat va mashqlar mushaklarni mustahkamlashga yordam beradi.Oziqlanish,ya’ni
ogsil va antioksidantlarga boy ovqatlar iste’moli yo’lga qo’yish.Zararli odatlardan
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voz kechish;spirtli ichimliklar va chekishdan saglanish mushaklar salomatligi uchun
muhimdir.Doimiy tibbiy tekshiruvlardan hamda muntazam shifokor nazorati xavf
omillari bo‘lgan bemorlar uchun erta aniqlash va davolash imkonini beradi.Tibbiyot
mutaxassislari uchun Kklinik protokollarni va yangi diagnostika usullarini tatbiq
etish.Bemorlarni erta tashxis va monitoring jarayonlarida jalb qilish.Oziglanish
bo‘yicha mutaxassislar bilan hamkorlikda parhez rejalari tayyorlash.Oziq-ovqgat
yetishmovchiligi va ozuga moddalarini baholash.Innovatsion texnologiyalar;
elektromiografiya (EMG), magnet-rezonans tomografiya (MRT) va ultrasonografiya
kabi usullarni yanada takomillashtirish.Multidisipliner jamoa; turli mutaxassislar
(nevrologlar, reabilitologlar, fizioterapevtlar) bilan hamkorlikda diagnostika
jarayonini osonlashtirish.Sog‘ligni saqlash tizimida qo‘llab-quvvatlash hamda
davolash xarajatlarini kamaytirish uchun tibbiy sug'urta va hukumat tomonidan
berilayotgan yordam dasturlarini yo’lga qo’yish.[jtimoiy dasturlar bemorlar va
ularning oilalariga iqtisodiy yordam ko‘rsatish dasturlarini ishlab chigish magsadga
muvofiqdir.

Kparkoe conepxanue

Bocnanenust ckeneTHBIX MBIIII[, MHOIIATUHN CUHUTAKOTCA AaYTOMMMYHHBIMHU 110
cBoeil mpupoze. 3aboneBaHuss W aTpPO(UsI CKEIETHBIX MBI XapaKTEePU3YIOTCS
MBIIIIEYHOMN cna6ocmo, MBIIIIEYHOMN CJ'Ia6OCTI>}O, CHMXXCHHUEM  HIIU YTpaTOﬁ
MMOABMKHOCTH W YMCHBIICHHUCM 0o0beMa MBIIIEYHOM TKaHU. Pa3imu4yaroTcst 1o THUITY
3360J’I€BaHI/IH, CUMIITOMAaM, ME€TOAaM JUAIrHOCTHUKH U JICUCHUA. O0ecrieuenue paHHeﬁ
JUAarHOCTHUKU, COBCPIIICHCTBOBAHHC METOOOB JAUArHOCTHUKH, pa3pa60TKa
HHAUBUAYAJIbHBIX ILJIAHOB JICUCHHA W OKA3daHHC HCHXOCOHH&HBHOﬁ MMOAACPIKKHN
MMagueHTaM HUIrparoT BaXHYIO pPOJIb B BCIACHUU 3a0oeBaunsa U YMCHBIICHUHA
CUMITOMOB. PerynspHbie peaOMInTalMOHHbIE U MPOQUIAKTHUECKHE MEPOMPHUSTHUS
IMO3BOJIAIOT YIYUYIINTH KAYCCTBO JKHU3HH IMAIIMCHTOB 34 CUCT IMOAACPIKAHUA 3J0POBbA
MBIIIEYHON TKaHU. YJIydllleHWe aKTUBHOrO 00pa3a >KU3HU, PU3NYECKON aKTUBHOCTHU
1 pu3MYecCKUX yIpakKHEHUH CIIOCOOCTBYIOT YKPEIUIEHUIO MBI, OTKa3 OT ajJKoros
N KYPCHUA BaXXCH JIA MBIIICYHOT'O 3O0POBBiA. C q)aKTOpaMI/I PHUCKa OT PCryIpHBbIX
MEAUIUHCKUX OCMOTPOB W PETYISPHOrO MEAMIIMHCKOTO HAOIIOACHHS. MO3BOJISET
BHCAPCHUC KIHMHHUYCCKHUX IIPOTOKOJOB MW HOBBIX MCTOOOB JHAI'HOCTHUKU OJIA
MCEOUIIMHCKHUX paGOTHI/IKOB. Bosneuenue NanueHTOB B IMPOIECCChI paHHeﬁ
AUArHoOCTUKU U MOHI/ITOpHHFa.COCTaBHeHI/Ie INIAHOB AMCTBI B COTPYAHHYCCTBC CO
crienquaanucraMmm 1o IIUTAaHURO. O]_IGHKa HCAOCTATOYHOCTH NPOAYKTOB IIUTAHUA H
IIUTATCIbHBIX BCIICCTB. I/IHHOBaI_II/IOHHBIe TEXHOJIOI'NH, I[&JIBHGIZH.IGG
COBEPIIICHCTBOBAHME TaKMX METOJIOB, Kak sjekTpomuorpadus (OMI'), marHuTHO-
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pesonancHas  tomorpadus (MPT) wm  ymeTpacoHorpadus. 00JIerYUTh
}II/IaFHOCTI/I‘IeCKI/Iﬁ npouecc, B COTPYAHHYCCTBC C Ppa3IMdYHBIMH CICHUAIMNCTaMU
(HeBposioramu, peadbunuTosioramu, (U3MOTEpaneBTaMU JKENAaTeNbHO pa3padboTaTh
MPOrpaMMbl IOMOIIH ).

Summary

Skeletal muscle inflammation, myopathies are considered to be autoimmune in
nature. Skeletal muscle diseases and atrophy are characterized by muscle weakness,
muscle weakness, decreased or loss of mobility and volume reduction of muscle
tissue. It differs by the type of disease, symptoms, diagnosis and treatment methods.
Ensuring early diagnosis, improving diagnostic methods, developing individual
treatment plans, and providing psychosocial support to patients play an important role
in disease management and symptom reduction. Regular rehabilitation and preventive
measures allow to improve the quality of life of patients by maintaining healthy
muscle tissue. Improving an active lifestyle, physical activity and exercises help to
strengthen muscles. Avoiding alcohol and smoking is important for muscle health.
Early detection and treatment of patients with risk factors from regular medical
examinations and regular medical supervision. enables. Implementation of clinical
protocols and new diagnostic methods for medical professionals. Involvement of
patients in early diagnosis and monitoring processes.Preparation of diet plans in
cooperation with nutrition experts. Assessment of food insufficiency and nutrients.
Innovative technologies; further improvement of methods such as electromyography
(EMG), magnetic resonance imaging (MRT) and ultrasonography. Multidisciplinary
team; facilitate the diagnostic process in cooperation with various specialists
(neurologists, rehabilitators, physiotherapists).It is desirable to develop assistance
programs.
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