Y3EEKHUCTOH PECIYBNTUKACH COFNIUKHU CAKNA LY BA3UPITUM N
TOWKEHTTUEEMET AKAEMUSICH

Ne12, 2025

2011 fudan wuka _douigean

TOSHKENTTIBBIYOT AKADEMIYASI

AXBOROTNOMAM

BECTHHUK

TAIIKERTCKON MEQHUHHCKOI ARAJEMAN

TolmkeHT



ISSN 218L-7

| ‘GLE
b Rir g 1

oo9
Beinyck HaGpaw u ceepcman Ha KoMnslomephom u3da-
Mens KoM KoMn.1eKce

21a1"7?a

pedaxKyuonHo-uldamensckozo omoesra Tawkenmexoii
meduyunckoll aKademuir

Hauasrwnux omdena: M, H. Acionos
Pedaxmop pyccxkozo mexcma: 0.A. Koznoea
Pedaxmop ya6excko2o mekcma: M., daiizuesa
Pedaxmop anzauiicko2o mekema: A.X. Xypaea
KomneiomepHaa koppexmypa: 3.T, Arwmesa
Yupedumens: Tawxenmexas meduyuHckas axkademus

HidaHue 3apezucmpuposatio é Tauikenmckom fopodckom
ynpasaeHuu neyamu u uHpopmayuu
Pezucmpayuornoe caudemenscmao 02-00128

KypHan eHeceH 8 cnucok, ymeepicdenHuiii npukazom Ne
201/3 om 30 dexabpa 2013z00a

peecmpom BAK e pazden meduijunckux Hayk
Pyxonucu, ohopmaenneie & coomeemcmauu
CnpuaazaemMbiMil NPAGUAAMLL NPOCULM Hanpasrams

no adpecy: 100109, Tawxeum, y1. dapobu, 2,
Inaensiu yuebHulii kopnyc TMA,

4-U amaxc, kKomHama 444.
Kowmaxmuuni meaegpou: 214 90 64
e-mail: rio-tma@mail.ru
rio@tma.uz

Dopmam 60x84 1/8. Yca newy. a. 9,75.

Taprumypa «Cambria».
Tupaxc 150.
Hena dozoeopuan.

OmneuamaHo Ha pulozpage pedaKyuoHHo-u3damensoKo-

20 omdena TMA.
100109, Tautkenm, ya. Papobu, 2.

ISSN2181-7812

Becmnuxk TMA Ne12, 2025

PEJAKIIHOHHAA KOJJIETHA
I'naeHbtii pedakmop
npoo. W.A. Bolimypagos

3amecmumens 2na8Ho20 pedaxmopa

npo¢. O.P.Tewaes
OmeemcmeeHHb1i cekpemaps
npo¢. ®.X.MHoATOBA

YJIEHb! PEAAKUUOHHOM KONErn

akag. Anseu A.J.

npocp. Bunanos 3.H.

npodh. Nlapaes A.l'

npodch. XKae Byk You (Kopes)
akan. Kapumos L. .

npody. CunuHa T, (YkpauHa)
akan. Kypbarnos P.[].

npod. 3yesa J1. (Poccus)
npodp. MeTuH Onepun (Typuus)
npod. Mu KOH (Kopes)

akan. Haswipoe ®.IN

npod. HaxmytanHosa 4.K.
pou. Paxmatynnud A.P. (Poccus)
npodh. Canomosa ©.W.

npod. Tpeckau C. (MepmaHua)
npod. Waixoea A,

YNIEHbI PEQAKLHWOHOOIO COBETA

OmH. Abaynnaesa P.M,

npod. Akunoe ®.0. (TawkKeHT)
npocgp. Annaesa M.[. (TalwkeHT)
npod. Xamgamos b.3. (Byxapa)
npod. Upuckynos B.Y. (TawwkeHT)
npod. Kapumos M.LLU. (TawkeHT)
npod. Mamatkynos B.M. (TawkeHT)
npogp. OxyHoe A.O. (TawukeHT)
npod. Mapnuesa H.H. (TawkeHT)

npod. Paxumbaesa I'.C. (TawkeHT)
npod. Xampaes A A. (TawkeHT)

npog. Xonmartosa b.T. (TawkeHT)
npocp. Warasartosa B.X. (TawwkeHT)

www.tma-journals.uz



COOEPHAHUE

CONTENT

O630PbI REVIEWS

Abdynnaesa A.T, Unamypamosa M.A. BPOHXU-
ANbHAA ACTMA Y AIETEW C HEAN® GEPEH-
UNPOBAHHOW AUCMAAINEA COEANHU-
TEABHOU TKAHU HA GOHE ATUMUYHBIX
VHOEKUMI: KAUHUKO-CEPOSIOMMYECKUN
06k30P

Bauyetdinova G.D., Muxamedova N.X,
Niyozova Sh.S., Xodjimetov A.A. REVMATOID
ARTRITDA GERPES VIRUSLI INFEKSIYANING
ETIOLOGIYASI, DIAGNOSTIKAS! VA KLINIK
AHAMIYATI

Kadupos K.6., baxadupxaHos M.M., [usacos
UrH., Hypudduros X.3. MOYETOYHMUKOBbIE

CTEHTbI: OB30P KOHCTPYKUMNU U KAMHN-
YECKOrO NPUMEHEHUA

Kamunosea PT., Kyanuwbaesa A.M. TEOPETHU-
YECKUE roaxoasl K MPO®ECCHUOHA/Sb-
HOW OPUEHTALUMM [AETEA LWKO/bHOMO
BO3PACTA (Y. 1)

Kypbarosa A.P, Akpamxymaesa A.b. AEGULNT
BUTAMUWHA D M BEPOHXUANBHAA ACTMA:
B3AMMOCBA3bL, MEXAHNU3IMbI U1 KITAHNYE-
CKUE PEKOMEHAALUN

Mamatmusayeva F.Sh. ODAM PAPILLOMA VIRU-
SI: TAVSIFI, TARQALISH DARAJASI, ZAMONAVIY
TASHXISLASH USULLARI VA PROFILAKTIKAS!

Muppaxumosa M.X., Abudosa [.6. KITUHUKO-
NCUXOCOMATHUHECKNE OCOBEHHOCTH
ATOTMMYECKOTO JEPMATUTA Y NETEN

Niyozova Sh.S, Muxamedova N.X., Bauyetdinova
G.D. REVMATOID ARTRITDA SITOKIN TIZIMIN-
ING ROL!

Sidikhodjayeva M.A. MELATONINNING HOMILA-
DORLIK VA TUG'ISH JARAYONIGA TA'SIR!

Conuesa PE., 3ypaposa lU.A., Yakuwu M.,
boboes K.T. [EHETUYECKMUE NONTMMOPDIN3-
Mbl ENOS (T786C, 774C>T), SOD2 (ALA16VAL,
C47T) U CAT (G262A) MPKN AYTOUMMYH-
HOM TUPEOUANTE U MEHCKOM BECIL/IO-
ANN: O630P CAKUEHTOM HA NONYAAUMO
Y3BEKUCTAHA U CPABHEHUWE C APYIUMU
ITHUNECKUMMU rPYNINAMU

Tursunova Sh.A., Jo'rayevR.X. VIRUSLI GEPATIT
DELTA VA UNING SEROLOGIK HAMDA
MOEKULYAR-BIOLOGIK TASHXISI

Abdullaeva D.T., imuratova M.A. BRONCHIAL
ASTHMA IN CHILDREN WITH UNDIFFER-
ENTIATED CONNECTIVE TISSUE DYSPLASIA
AGAINST THE BACKGROUND OF ATYPICAL
INFECTIONS: A CLINICAL AND SEROCLOGI-
CAL REVIEW

Bauyetdinova G.D., Mukhamedova N.Kh.,
Niyazova Sh.S., Kjodjimetov A.A. ETIOLOGY,
DIAGNQOSIS AND CLINICAL SIGNIFICANCE
OF HERPESVIRUS INFECTION IN RHEUMA-
TOID ARTHRITS

Kadirov K.B., Bakhadirkhanov M.M., Giyasov
Sh.l., Nuriddinov Kh.Z. URETERAL STENTS: A

REVIEW OF DESIGN AND CLINICAL APPLI-
CATION

Kamilova R.T, Kuanishbaeva AM.
THEORETICAL APPROACHES TO VOCA-
TIONAL GUIDANCE FOR SCHOOL-AGE
CHILDREN (PART 11)

Kurbanova D.R., Akramkhuzhaeva A.B. VITAMIN
DDEFICIENCY AND BRONCHIAL ASTHMA: IN-
TERRELATION, PATHOGENIC MECHANISMS,
AND CLINICAL RECOMMENDATIONS

Mamatmusaeva F. Sh. HUMAN PAPILLOMA
VIRUS: DESCRIPTION, SPREADING RATE,
MODERN DIAGNOSTIC METHODS AND
PREVENTION

Mirrakhimova M.Kh., Abidova D.B. CLINICAL
AND PSYCHOSOMATIC FEATURES OF ATOP-
IC DERMATITIS IN CHILDREN: A REVIEW OF
CURRENT EVIDENCE

Niyozova Sh.S.,Mukhamedova N.kh.,
Bauyetdinova G.D. THE ROLE OF THE CYTO-
KINE SYSTEM IN RHEUMATOID ARTHRITIS

Sidikhodjayeva M.A. THE EFFECT OF MEL-
ATONIN ON THE COURSE OF PREGNANCY
AND CHILDBIRTH

Soliyeva R.B., Zufarova Sh.A., Cakici C,
Boboev K.T. GENETIC POLYMORPHISMS OF
ENOS (T786C, 774C>T), SOD2 (ALA16VAL,
C47T), AND CAT (G262A) IN AUTOIMMUNE
THYROIDITIS AND FEMALE INFERTILITY:
A REVIEW WITH A FOCUS ON THE tJZBEK
POPULATION AND COMPARISON WITH

OTHER ETHNIC GROUPS

Tursunova Sh.A., Jo'rayev R.X. DELTA HEPATI-
TIS VIRUS AND ITS SEROLOGICAL AND MO-
LECULAR-BIOLOGICAL DIAGNOSIS

12

15

23

26

29

34

38

40

44

50

4 1SSN2181-7812

www.tma-journals.uz



=

=

S
)
0
=

P

UO'K: 616.379-008.64:616.61-071

REVMATOID ARTRITDA SITOKIN TIZIMINING ROLI
Niyozova Sh.S, Muxamedova N.X., Bauyetdinova G.D.

PONb UUTOKUHOBOW CUCTEMbI NPN PEBMATOMAHOM APTPUTE

Huézosa LLU.C., Myxamegosa H.X., bBayeguHosa I.1.

THE ROLE OF THE CYTOKINE SYSTEM IN RHEUMATOID ARTHRITIS
Niyozova Sh.S.,Mukhamedova N.Kh., Bauyetdinova G.D.

Toshkent daviat tibbiyot universiteti

FeamamoudMeni apmpum - qQymouMMyHHoe 3aboseaanue, Xa-
POKMEPUIVIOUIEECK XPOHUHECKUM dOCNdAeHUeM cycmaeos. Lumao-
KuHL - EAKY, cexpemupyeMuie KACMKaMy UMMYHHOU CUCITEMbI,
UZPAOM KANYERYHID POAL & namozenede PA. DcobeHHO 8aXHbI NPOBOC-
naAuMmeatHbie Yumokun, makue kak TNF-a, H1-1 u HJl-6, komopbie
crocofficmayiom RoapexcieHuly CYCmaatbiX MKGHeld U paspyuesut)
Kocmed u xpauel, B cmamee paccMampuaaemcs poab YUMoKUHoeo U
uCMeML 8 paiaumul peemamoudnozo apmpuma, eé yyacmue & uM-
MYHHOM OITEEME U IHAUEHUE KaK MePanecamuyeckol Mutitenu.

Kanoyeasle cA08a: peamMamoud eIt apmpum, 80cnaeHue,aymo-
UMMYHHOE 30004€80HUE, YUIMOKUHBL unmepaeikun-1, -6, TNF-a

Rheumatoid arthritis is an autoimmune disease characterized by
chronic inflammation of the joints. Cytokines, proteins secreted by im-
mune cells, play a pivotal role in the pathogenesis of rheumatoid ar-
thritis. Pro-inflammatory cytokines such as TNF-a, IL-1, and IL-6 con-
mibute to joint tissue damage and destruction of bone and cartilage.
This article explores the role of the cytokine system in RA development,
its involvement in immune responses, and its significance as a thera-
peutic target.

Key words: rheumatoid arthritis, inflammation, autoimmune dis-
ause, cytokines, interleukin-1, -6, TNF-a.

evmatoid artrit (RA) - bu surunkali, auteimmun

yallig'lanish kasalligi bo'lib, doimiy va invaziv yal-
lig'lanish hamdasuyak va bo'g'im to'gimalarining pro-
gresiv ravishda buzilishi bilan tavsiflanadiSitokinlar
va boshga yallig'lanish mediatorlari revmatoid artrit-
ning asosiy xususiyati bo’lgan sinovial yallig'lanishning
davomiyligida muhim rol o'ynaydi [5,7]. Ko'plab bemor-
larda bo'g'im va suyak degeneratsiyasining turli dara-
jalarda zararlanishi deformatsiyalar va funksional yo'qo-
tishlarga olib keladi. Barmoglardagi mayda bo'g'imlar
ko'proq ta'sirlanadi, ammo tizza, son va yelka kabi yir-
ik bo'g'imlar ham zararlanishi mumkin. Ushbu surunk-
ali kasallik barmoglar, bilak va tizzalardagi bo'g'imlarda
og'riq va yallig'lanish sifatida namoyon bo'lib, rivojlan-
ganbosqichlarda deformatsiya va funksional buzilish bi-
lan kechishi mumkin [1,17 ].

Jahen aholisining taxminan 0.4% dan 1.26% gacha
bo'lgan gismi RA bilan kasallangan, kasallikning tarqa-
lishi yosh ortishi bilan oshadi. Ayollarda ushbu kasal-
lik erkaklarga nisbatan uch barobar ko'proq uchraydi
[11,7]. RA ning progresiv tabiati bemorlarning jismoniy,
ijtimoiy va kasbiy facliyatiga jiddiy ta'sir ko'rsatib, ularn-
ing hayot sifatini pasaytiradi hamda ko'pincha tashvish,
depressiya va ruhiy bosimga olib keladi [22]. Bundan
tashqari, RA ning yurak-qon tomir kasalliklari yoki oste-
oporoz bilan potensial bog'ligligi uni jiddiy sog'liq mua-
mmosi ekanligini ko'rsatadi [22].

Revmatoid artritni (RA) davolash odatda analge-
tiklar va nosteroid yallig'lanishga qarshi dorilar (NSAID)
go'llashni o'z ichiga olgan. Kasallikni modifikatsiyalovchi
antirevmatik dorilar (DMARD) kasallik progresini sekin-
lashtirish va bo'g'im degeneratsiyasining oldini olishga
yo'naltirilgan bo‘lsa, kortikosteroidlar yallig'lanishga qar-
shi xususiyatlari uchun ishlatilishi mumkin, Nosteroid
yallig'lanishga qgarshi dorilar va steroidlar RA davolash-
ning asosiy komponentlari bo'lib qolmogda [20].

Birog, ushbu preparatlarning nojo'ya ta'sirlari, ma-
salan, aspirinning gastrointestinal yon ta'sirlari yoki
sternidlar sahahli suvning ushlah qgolinishi va lipidlar

almashiniviga ta'siri jiddiy muammeolarga sabab bo'la-
di. Aspirin paratsetamol bilan almashtirilishi mum-
kin bo'lsa-da,ammo uning samaradorligi pasayganligi
va to‘gimalarning degeneratsiyasini to'xtata olmasligi
bo'g'imlarning harakatchanligini yo'qotishga olib kela-
di. Metotreksat, penisillin, oltin birikmalari va azatio-
prin kabi boshqa dorilar ham yillar davomida DMARD
sifatida qo‘'llanilgan. Ushbu dorilar kasallik simptomlar-
ini yengillashtirsa-da, ular ko'pincha sezilarli darajadagi
nojo‘ya ta'sirlar bilan kechadi [16,20].

Hozirgi kunda zamonaviy tibbiyotda TNF-q, IL-6 va
IL-1 kabi yallig'lanish oldi sitokinlarini bloklovchi bi-
ologik dorilar revmatoid artrit (RA)ni davolash rejim-
larining tobora muhim komponentiga aylanmoqda.
Antirevmatik dorilar bilan olib boriladigan monotera-
piva va kombinatsiyalangan terapiya esa ko'plab bemor-
larda juda vaxshi samaradorlik ko'rsatmoqda [5,7].

Birog, revmatoid artrit bilan kasallangan bemorlarn-
ing taxminan 30% da biologik dorilar bilan davolashdan
so'ng remissiyaga erisha olmaydi[1,17]. Shuning uchun,
yallig'lanishni kuchaytiruvchi va kamaytiruvchi omillarni
ni tushunish revmatoid artrit uchun yangi davolash usul-
larini ishlab chigishda muhim ustuvor vazifa hisoblanadi.

Insulin rezistentligi Jahon sog'ligni saglash tash-
kiloti tomonidan belgilangan metabolik sindromning
muhim komponentidir. Tadgiqotlar insulin rezisten-
tligi revmatoid artrit bilan og'rigan bemorlarda ken-
groq targalganligini ko'rsatadi, bu esa ularni yurak-qon
tomir kasalliklari xavfini oshirishga moyil giladi [5,17].
O'zgaruvchan xavf omillari, masalan, abdominal sem-
izlik, gipertenziya va kortikosteroid terapiyasi insulin
rezistentligi xavfini oshirishi mumkin deb qaraladi [5].

Organizmdagi yallig'lanish omillarining yuqori daraja-
si insulin rezistentligi bilan bog'lig bo'lishi mumkin, ammo
ularning aniq mexanizmlari hali to'liq tushunilmagan [17].

Insulin rezistentligi bir qancha holatlarni o'z ichiga
oladi, jumladan, gipertenziya, qonda insulin darajasining
oshishi, abdominal semizlik va qon zardobida lipid dara-
jasi kn'tarilgan. Metahalik sindrom esa hel atrofi adepot-
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sitlarda yog' to'planishi, abdominal semizlik, giperglike-
miya, past HDL darajalari hamda yuqori triglitserid va
xolesterin darajalari kabi xavf omillarini o'z ichiga ola-
di. Ushbu omillar barchasi yurak-gon tomir kasalliklari,
miokard infarkti va qandli diabet rivojlanish xavfini os-
hiradi [16,15].

Antirevmatik dorilar, nosteroid yallig'lanishga qar-
shi dorilar (NSAID) va kortikosteroidlar og'rigni yengil-
lshtirish, yallig'lanishni kamaytirish hamda bo'g'im
degeneratsiyasi progresini sekinlashtirishda samara-
li hisoblanadi. Bireq, ularning uzeq muddat qo‘llanilishi
organizmda nejo'ya ta'sirlar bilan kechadi [6,20].

Kichik molekulali yallig'lanish mediatorlari sekretsi-
ya qgilinadigan kimyoviy xabarchilar bo'lib, ular immun va
tomir hujayralariga ta'sir qilib, yallig'lanish jarayoniga his-
sa qo'shadiSitokinlar immunologiva va tibbiyotda keng
o'rganilayotgan muhim molekulalar hisoblanadi. Sitokinlar
turli kasalliklarda muhim rol o'ynaydi, chunki ular immun
tizimini boshgaradi va yallig'llanish jarayonlarini tartibga
soladi. Auteimmun kasalliklarda immun tizimining hadd-
an tashqari faollashishiga sabab bo'ladi. Artrit, kron kasal-
ligi, astma kabi kasalliklarda sitokinlar yallig'lanish jaray-
onlarini boshqaradi.

Interleykin-1-beta (IL-1B) va o'simta nekroz omili-al-
fa (TNF-a) monotsitlar va faollashgan makrofaglar tomoni-
dan ishlab chiqariladigan asosiy sitokinlar hisoblanadi.
Limfotsitlardan hosil bo'lgan interleykin-17 (IL-17) kabi si-
tokinlar bilan birgalikda ular revmatoid artrit patogenizida
yallig'lanishning eng muhim vositachilaridan biri hisobla-
nadi, bu esa surunkali yallig'lanishga olib keladi[11),

IL-1f va TNF-a turli xil hujayra faoliyatlarida (hu-
jayra proliferatsiyasi, differentsiatsiyasi va hujayra
o'limi) ishtirek etadi [10,12], biroq ular tuzilishi, induk-
siya giladigan hujayra javoblari va faollanish yo'llari ji-
hatidan farq qiladi [8]. Masalan, IL-1B va TNF-ot NF-xB
faolligiga turlicha ta'sir ko'rsatadi, bu esa yallig‘lanish va
apoptozni tartibga solishda muhim rol o'ynaydi.

TNF-a hujayralarni apoptozga sezgirlashtirishi
mumkin bo'lsa, IL-1p kaspaza-3 faolligini oshirib, hu-
jayra hayotiyligini saglab goladi. Bundan tashqari,
ularning endotelial hujayralarga ta'siri har xil bo'lib,
TNF-at IL-1P ga qaraganda kuchliroq leykotsitar adgezi-
ya molekulalarini induksiya qiladi.

Xususan, IL-1B NALP-1 kaspaza-1 inflammasoma
kaskadi orqali faollashadi va yallig'lanish sitokinlarining
katta miqdorda chigarilishi bilan tavsiflanadigan hujayra
piroptoz jarayonida ishtirok etadi [3]. TNF-a tomonidan
induksiyalangan hujayra o'limi kaspaza-8/kaspaza-3

yo'li orqali amalga oshadi, auto-proteolitik faollashuvni
keltirib chigarib, apoptozga olib keladi [14,19].

Turli xil RA modellarda I1L-1B va TNF-« leykotsitlar-
ni harakatlantiradi va faollashtiradi, B, T va T-killer hu-
jayralarning ko'payishiga sabab bo'ladi [2]. Th17 hu-
jayralari tomonidan ishlab chigarilgan IL-17 esa IL-1j3
va TNF-a ishlab chigarilishini tartibga soladi [7,22] va
ba'zan IL-17 ning ushbu sitokinlarning biri yoki ikkalasi
bilan sinergik o'zaro ta'sirga kirishishi yallig'lanish javo-
bini kuchaytirishiga olib keladi [6].

IL-1f 1L-17 bilan sinergiya gilib, sinoviotsitlar to-
monidan IL-6 ishlab chigarilishini oshiradi, shuningdek
IL-17 /TNF kombinatsiyasi bilan ham IL-6 ishlab chigar-
ilishi ortadi.

Xulosa qilib aytganda revimatoid artritli bemorlarda in-
sulin rezistentligining kasallik rivojlanishidasezilarli ta'si-
ri hisobga olinsa, kasallikni erta baholash va tashxis qo'yish
oldini olish mumkin bo'lgan asoratlarni kamaytirilishiga er-
ishiladi. RA bilan og'rigan bemorlarda insulin rezistentligi
darajasi kasallik faolligi va holatning og'irlik darajasi bilan
parallel ravishda oshadi, bu esa turli yallig'lanish mediator-
lari o'rtasidagi munosabatni taklif etadi.

Sitokin tizimining faolligi kasallikning patogenezida
markaziy o'rin egallaydi. TNF-o, IL-1p, IL-6 va IL-17 kabi
pro-yallig'lanish mediatorlari RA rivojlanishida muhim
rol o'ynaydi. Ushbu sitokinlarni nishonga eluvchi biologik
dorilar kasallikni davolashda samarali strategiya hisoblana-
di. Shunday qilib, kasallik faolligini nazorat qilish va yallig'la-
nish omillarini mos terapiya orgali kamaytirish RA da insu-
lin rezistentligini ham yaxshilashi mumkin deb garaladi.

Adabiyotlar ro'yxati bilan tahririyatda tanish-
ishingiz mumkin

REVMATOID ARTRITDA SITOKIN TIZIMINING ROLI
Niyozova Sh.S, Muxamedova N.X., Bauyetdinova G.D.

Revmatoid artrit — bu autsimmun xastalik bo’lib,
bo'g‘imlarda surunkali yallig'lanish bilan kechadi. Sitokinlar
— immun tizimi hujayralari tomonidan ajraladigan oqsillar
bo'lib, RA patogenezidu muhim rol o'ynaydi. Aynigsa, TNF-a,
IL-1, IL-6 kabi pro-yallig'tovchi sitokinlar bo'g‘im to‘qimala-
rining shikastlanishiga olib keladi, suyak va xaftaga destruk-
tiv ta’'sir ko‘rsatadi. Ushbu maqolada sitokin tizimining RA
rivoflanishidagi o’rni, wlarning immun javobdagi roli hamda
terapevtik nishon sifatida ahamiyati tahiil gilinadi.

Kalit so’zlar: revmatoid artrit, yallig'lanish,autoim-
mun kasaliik, sitokinlar, interieykin - 1,6, TNF- a
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