Y3BEKUCTOH PECINYBJINKACHU COFJINKHU CAKJIALI BASUPITNT U
TOWKEHT TUBBUET AKAOQEMUSICH

2023 No4

2011 sundan yuxa bowriacan

TOSHKENT TIBBIYOT AKADEMIYASI

AXBOROTNOMASI

BECTHUK

TAIIKERTCKOM MEZMIMACKOR AXALEMIN

TolKeHT



N 2L8l-7?8la

IS
9" 7218178 L009

BI:IHYCK Haﬁpaﬂ U CBEpPCTAaH HA KOMIIbIOTEPHOM
HU31aTe/IbCKOM KOMIIVIEKCe

peAaKnMoOHHO-N3JaTe/IbCKOTo OTAe Ia
TalKeHTCKO Me AUIMHCKOH aKaJeMUH

HavasnbHUK oTaesia: M. H. AcioHOB
PepakTop pycckoro Tekcra: 0.A. KossoBa
PepgakTop y36ekckoro Texkcra: M.I. daiisueBa
PegakTop aHmiuickoro Tekcra: A.X. ’Kypaes
KomnboTepHas koppektypa: 3.T. AnomieBa
Y4ypeagutenb: TamkeHTCKass MeAUIMHCKasA aKageMUs

H3paHue 3aperucTpupoBaHo B TamkeHTckoM [opogckoMm
ynpaBJIeHUHU NeYyaTu U HHPopMaLuu
PeructpanuoHHoe cBugeteabcTBo 02-00128

’KypHaJi BHeCeH B CIIMCOK, yTBEP>KAEeHHbIN IpUKa3oM N2
201/3 ot 30 geka6ps 2013roga
peectpom BAK B pa3ae 1 MeAMIIMHCKHUX HAyK
Pykonucu, opopMIeHHbIE B COOTBETCTBHU

C IpUWjaraeMpIMy NpaBUJIaMHM, IPOCUM HaNpPaBIATh

no agpecy: 100109, TamkeHT, y;1. ®apo6y, 2,

ImaBHBIN y4yeGHBIN Kopnyc TMA,

4-¥i 3TA’K, KOMHaTa 444.
KoHTakTHbI TesiedpoH: 214 90 64
e-mail: rio-tma@mail.ru
rio@tma.uz

dopmar 60x84 1/8. Yci1. neu. 1. 9,75.

TFapHuTypa «Cambria».
Tupax 150.
IleHa JoroBopHas.

OTnevyaTtaHo Ha pu3orpade
PeAaKIMOHHO-U3AaTe/IbCKOro otaesa TMA.
100109, TamkeHT, yi1. Papo6u, 2.

BectHuk TMA Ne 4, 2023

PEJIAKIITHOHHAA KOJIJIETHA
I'nraeHblii pedakmop
npoo¢. A.K. LaamaHos

3amecmumenso 2naeHo20 pedakmopa

npo¢. O.P.Tewaes
OmeemcmeaeHHblli cekpemapsb
npod. ®.X.NHoAaToBa

Y/IEHbI PEAAKLIMOHHOM KOJIJIETNN

akan. Anasu A.JL.

npod. bunanos 3.H.

npod. Mapaes A.Tl.

npod. >Kae Byk You (Kopes)
akag. Kapumos LU.W.

npod. TatbsiHa CununHa (YkpanHa)
akag. Kyp6aros P.[1.

npod. Jltogmuna 3yesa (Poccus)
npod. MetnH OHepun (Typums)
npod. Mu KOH (Kopes)

akag. Hasbipos O.rI-.

npod. HaxxmyTtauHosa [.K.

npod. Canomosa ®.U.

npod. Cawwa Tpeckady (FepmaHus)
npod. Wawnxoea I"W.

YneHbl pedakyuoHoo20 cogema
npod. AkmnoB @.0. (TalkeHT)
npod. Annaesa M.[. (TalukeHT)
npod. Xamgamos b.3. (Byxapa)
npod. Mpnckynos B.Y. (TawwkeHT)
npod. Kapumos M.LL. (TaLkeHT)
npod. Mamatkynos B.M. (TaLukeHT)
npod. OxyHoB A.O. (TaLukeHT)
npod. Mapnuesa H.H. (TalukeHT)

npodp. Paxumbaesa IN.C. (TaLukeHT)
npod. Xampaen A.A. (TaluKeHT)

npod. Xonmatosa b.T. (TawwkeHT)
npod. WarasaTtoa B.X. (TaLukeHT)

ISSN2181-7812

www.tma-journals.uz



Journal edited and printed in the computer of Tashkent
Medical Academy editorial department

Editorial board of Tashkent Medical Academy

Head of the department: M.N. Aslonov
Russian language editor: 0.A. Kozlova
Uzbek language editor: M.G. Fayzieva
English language editor: A.X. Juraev
Corrector: Z.T. Alyusheva
Organizer: Tashkent Medical Academy

Publication registered in editorial and information
department of Tashkent city
Registered certificate 02-00128

Journal approved and numbered under the order 201/3 from 30
of December 2013 in Medical Sciences depaRTMENT OF SUPREME

ATTESTATION COMISSION
COMPLITED MANSCIPTS PLEASE SENd following address:

2-Farobiy street, 4 floor room 444. Administration building of TMA.
Tashkent. 100109, Toshkent, ul. Farobi, 2, TMA bosh o'quv binosi,
4-qavat, 444-xona.

Contact number:71- 214 90 64
e-mail: rio-tma@mail.ru. rio@tma.uz
Format 60x84 1/8. Usl. printer. 1. 9.75.

Listening means «Cambria».
Circulation 150.
Negotiable price

Printed in TMA editorial and publisher department
risograph

2 Farobiy street, Tashkent, 100109.

Herald TMA Ne4, 2023

EDITORIAL BOARD
Editor in chief
prof. A.K. Shadmanov
Deputy Chief Editor
prof. O.R.Teshaev
Responsible secretary
prof. F.Kh.Inoyatova

EDITORIAL TEAM

academician Alyavi A.L.

prof. Bilalov E.N.

prof. Gadaev A.G.

prof. Jae Wook Choi (Korea)
academician Karimov Sh.l.
prof. Tatyana Silina (Ukraine)
academician Kurbanov R.D.
prof. Lyudmila Zueva (Russia)
prof. Metin Onerc (Turkey)
prof. Mee Yeun (Korea)

prof. Najmutdinova D.K.

prof. Salomova F.I.

prof. Sascha Treskatch (Germany)
prof. Shaykhova G.I.

EDITORIAL COUNCIL

DSc. Abdullaeva R.M.

prof. Akilov F.O. (Tashkent)

prof. Allaeva M.D. (Tashkent)

prof. Khamdamov B.Z. (Bukhara)
prof. Iriskulov B.U. (Tashkent)
prof. Karimov M.Sh. (Tashkent)
prof. Mamatkulov B.M. (Tashkent)
prof. Okhunov A.A. (Tashkent)
prof. Parpieva N.N. (Tashkent)
prof. Rakhimbaeva G.S. (Tashkent)
prof. Khamraev A.A. (Tashkent)
prof. Kholmatova B.T. (Tashkent)
prof. Shagazatova B.X. (Tashkent)

ISSN2181-7812

www.tma-journals.uz



Xaliumos W.b., 3pHazapos X.N., Manuxkos H.M.,
3oxupos A.P. SIXMHOKOKK W ETO 3HAYEHUWE B XU-
PYPIU

Khaitov 1.B., Ernazarov Kh.l., Malikov N.M., Zohirov
A.R. ECHINOCOCCUS AND ITS IMPORTANCE IN
SURGERY

62

Xyodaépoe M.C., AboypaxmorHos O.b., Xamamos LLI.H.
ANODPEPEHLIMPOBAHHbIV PAK LLIMTOBUAHOM
MKEJIE3bI: COBPEMEHHBIE B3I/14/4bl HA ANA-
THOCTUKY U JIEYEHUE

Eomupos M.T,, Hopmamosa LL.A., MamaxoHos
M.M., Xonmamos N.X. CO-CR ACOCUAATN UM-
M/IAHT/IAPHUHI BENO/IOTNK MOC/IALIYBYAH-
JINTUHW YPTAHULL HATUMKATIAPU

Khudayorov ~ M.S.,  Abdurakhmonov  O.B.,,
Khatamov Sh.N. DIFFERENTIATED THYROID
CANCER: CURRENT VIEWS ON DIAGNOSIS AND
TREATMENT

Botirov M.T., Normatova Sh.A., Mamazhonov
M.M., Kholmatov |.Kh. THE RESULTS OF THE
STUDY OF BIOCOMPATIBILITY OF IMPLANTS
BASED ON CO-CR

66

IKCMNEPUMEHTA/IBHAA MEANLIHA EXPERIMENTAL MEDICINE

72

Al
/10~

MaHcypos LI.ll., Caodsikos PA., Kacsimos
BO3AEVICTBUE WHTPAOMEPALIMOHHOIO
KA/IbHOIO TEMOCTA3A W JIA3BEPHOIO 0b-
JIYYEHUA HA TWCTOCTPYKTYPY TKAHEW PU
SKCIMEPUMEHTAJIbHbIX ONEPALUMNAX HA LLUNTO-
BU/HOW ME/IE3E

Mansurov  Sh.Sh.,  Sadykov R.A., Kasymov
A.L. IMPACT OF INTRAOPERATIVE LOCAL
HEMOSTASIS AND LASER IRRADIATION ON
THE HYSTOSTRUCTURE OF TISSUES DURING
EXPERIMENTAL SURGERY ON THE THYROID
GLAND

77

Niyazov N.K., Akhmedova S.M., Nisanbaeva
AU MANIFESTATIONS OF MORPHOLOGICAL
CHANGES IN EXPERIMENTAL DIABETES MELLITUS

Niyozov N.K., Axmedova S.M., Nisanbaeva
AU. EKSPERIMENTAL QANDLI DIABETDA
MORFOLOGIK O’ZGARISHLARNING NAMOYON
BO’LISHI

84

Khaitbaev A.Kh., Nuraddinova M.V., Kurbanova N.N.
THE ELEMENT ANALYSIS OF FERGANA, KHOREZM
AND TASHKENT SPECIES OF EUPHORBIA MILIII

AmoHos LL.3., Paxabos A.X., ®al3ynnaes T.C.
MPE/JOTBPALLIEHUNE OC/IOKHEHUW XPOHMYE-
CKOIo PMHOCHUHYCUTA )/,QETEMU C XPOHWHYE-
CKUM TETTATUTOM B

Xaitboev A.X., Nuraddinova M.V., Qurbonova N.N.
EUPHORBIA MILIII NING FARG'ONA, XORAZM
VA TOSHKENT TURLARINING ELEMENTAR
TAHLILI

Amonov Sh.E., Razhabov A.Kh., Fayzullaev T.S.
PREVENTION OF COMPLICATIONS OF CHRONIC
RHINOSINUSITIS IN CHILDREN WITH CHRONIC
HEPATITIS B

88

K/IMHUYECKAA MEAVLINHA CLINICAL MEDICINE

94

3akuposa Y.M., Makcydosa /1.3. ®APMAKO-
FEHETUKA PU PELUNANBUPYIOLEN EPOHXU-
AJ/TbHOW OBECTPYKUMUN M BPOHXUAJTbHOM ACT-
ME Y JETEV

Zakirova U.l., Maksudova L.E. PHARMACO-
GENETICS IN RECURRENT BRONCHIAL 0OB-
STRUCTION AND BRONCHIAL ASTHMA IN
CHILDREN

97

Isayev U.l, Ahmedov A.A. OLINGAN TISH
BO’LAGIDAN FOYDALANIB ALVEOLYAR 0’SIQ
HAJMINI SAQLAB QOLISHNI TAKOMILLASHTIRISH

Isaev Yu.l., Akhmedov A.A. PRESERVATION OF
THE VOLUME OF THE ALVEOLAR BARRIER US-
ING AN EXTRACTED TOOTH FRAGMENT

103

Kacumos Y.K., MomuHos A.T., Manukoe H.M., boboes
K.X., OmaxcoHos M.X. ®aplAJ/IC PU JIEHEHUU
HEKPOTUYECKUX MHOEKUNNA MATKUX TKAHEWN
HA ®OHE CAXAPHOIO ANABGETA

Kasimov U.K., Mominov A.T, Malikov N.M.,
Boboev K.Kh., Otajonov Zh.Kh. FarGALS IN THE
TREATMENT OF NECROTIC INFECTIONS OF
SOFT TISSUES AGAINST THE BACKGROUND OF
DIABETES MELLITUS

108

MasuHosa [l.3., Xaanues PA. UE/TECOOBPA3HOCTb
NPUMEHEHWNA MATHUTOTEPANVN B  KOM-
MJIEKCHOM JIEYHEHUN KOKCAPTPO3A

Mazinova D.E., Khayaliev R.Ya. THE EXPEDIENCY
OF USING MAGNETOTHERAPY IN THE COM-
PLEX TREATMENT OF COXARTHROSIS

114

Mupzaaboynnaxowcuesa 0O.Y., 3ygaposa LU.A.
TAKTUKA BEJEHWA U JIEYEHWUA BUPYCHOTO E-
MATUTA B Y BEPEMEHHbIX KEHLNH

Mirzaabdullakhozhieva O.U., Zufarova Sh.A.
MANAGEMENT AND TREATMENT OF VIRAL
HEPATITIS B IN PREGNANT WOMEN

118

Muppaxumosa M.X., CaudxoHosa A.M 6OJTIAJTAPAA
AJITIEPTUK PUHUTHUHI BPOHXUAJT ACTMA bU-
JIAH KOMOPBUA KEYULLUNHUHI KJIWHUWK-UM-
MYHOJIOTUK XYCYCUATI/IAPU

Mirrakhimova M.Kh., Saidkhonova A.M. CLINICAL
AND IMMUNOLOGICAL CHARACTERISTICS OF
COMORBID PASSAGE OF ALLERGIC RHINITIS
WITH BRONCHIAL ASTHMA IN CHILDREN

122




BKCHepI/IMeHTaJIbHaH OMOJIOTHSA U MeAUIIUHA

VIIK: 616
MANIFESTATIONS OF MORPHOLOGICAL CHANGES IN EXPERIMENTAL DIABETES MELLITUS
Niyazov N.K., Akhmedova S.M., Nisanbaeva A.U.

NPOABNEHUA MOP®O/IOTMYECKUX U3SMEHEHUW NPU SKCNEPUMEHTA/IbHOM
CAXAPHOM OWUABETE

Hwuésos H.K., Axmeposa C.M., HucaHb6aeBa A.Y.

EKSPERIMENTAL QANDLI DIABETDA MORFOLOGIK O’ZGARISHLARNING NAMOYON BO’LISHI
Niyozov N.K., Axmedova S.M., Nisanbaeva A.U.
Tashkent Medical Academy

Llenw: uzyuerue mopPo@dyHKYUOHANLHBIX HAPYWEHUL N0OHCEAYOOUHOU JHcene3bl KpbIC NPU IKCNePUMEeHMAAbHOM
caxapHom duabeme. Mamepuaa u Memodbsl: 3KchepumeHmsl npogedeHbl HA 4-6-MecsHHbIX 6eablX KpblcaX Nopo-
dvl Wistar. Modeab sakchepumeHmMaabHO20 caxapHozo duabema 80cnpoussoduau 0OHOKPAMHbLIM UHMpanepumoHe-
a/bHbIM 88edeHUeM cmpenmo3omoyuHa 8 dose 60 me/ke. H3yueHbl Mopdoso2uyeckue usmeHeHus nodxceaydouHol
Jiceseswl. Pe3yssmamul: 8 meyeHue IKCnepuMeHma Macca KpblC IKCNepUMeHmMa/abHoU 2pynnbl 6bl1a MeHbWe KOH-
mpousi 8 1,7 pasa. Bo ecex cpokax akchepumeHma 8 NaHKpeamu4eckux 0Cmposkax ommedandcs yMepeHHas AUMPo-
yumapHas uHguabmpayus. HamereHus 6 aude 3adepicku pazsumus U popmupos8aHusi omoenbHblX KOMNOHEHIMo8
CMeHKU cocydo8 No CpasHeHUI0 ¢ KOHMPOoAeM HAb6A00aAUCh 8 PA3AUYHbIE CPOKU NOCMHAMA/AbHO20 OHMozeHe3a. /e-
CMpyKmueHble U3MeHeHUsl 8 CmeHKe apmepull y 8Cex N0AONbIMHbIX HCUBOMHBIX Pe2UCMpupos8aaucs ¢ nepsblx OHell
akcnepumenma. Bvigodul: caxapHulili duabem 1-20 muna npugodum k CmpyKmMypHbIM USMEHEHUSIM N0OH#CeayOOUHOU
Jceneswl.

Karouesule cao8a: caxapHblil duabem, nodxceay0ouHas yxenesa, cocyowl.

Magsad: tadqiqot ishi qandli diabetda kalamushlarning pastki oyoq-qo’llarining oshqozon osti bezining morfo-
funksional buzilishlarini o’rganish. Material va usullar: tajribalar 90 ta 4-6 oylik Wistar oq kalamushlarda o’tka-
zildi. Eksperimental qandli diabet modeli 60 mg/kg dozada streptozotosinning bir marta qorin bo’shlig’iga kiritili-
shi bilan chagqirildi. Oshqozon osti bezi devorlaridagi morfologik o’zgarishlar o’rganildi. Natijalar: tajriba davomida
eksperimental guruh kalamushlarining vazni nazoratdan 1,7 baravar kam bo’lgan. Tajribaning barcha davrlarida
oshqozon osti bezi orollarida o’rtacha limfotsitar infiltratsiya qayd etilgan. Nazorat bilan solishtirganda qon tomir
devorining individual tarkibiy qismlarining rivojlanishi va shakllanishining kechikishi shaklidagi o’zgarishlar post-
natal ontogenezning turli vaqtlarida kuzatilgan. Barcha eksperimental hayvonlarda arteriyalar devoridagi halokatli
o’zgarishlar tajribaning birinchi kunlaridan qayd etilgan. Xulosa: 1-toifa diabet me’da osti bezining qon tomirlarida

o’zgarishlarga olib keladi.

Kalit so’zlar: qandli diabet, oshqozon osti bezi, qon tomirlari.

he high prevalence of diabetes mellitus (DM)

is recognized as a non-communicable epidem-
ic and is a serious medical and social problem. This is
due to the severity of its course, a large number of com-
plications [1,5,6]. According to the WHO, there are cur-
rently more than 220 million patients with diabetes in
the world [2], 10-20% of them are patients with type
1 diabetes [2,4]. In 2005, DM caused 1.1 million deaths
worldwide [2], and between 2005 and 2030, WHO ex-
perts expect. Diabetes mellitus is a systemic metabolic
disease that has assumed a pandemic nature of distri-
bution, which prompted the United Nations in Decem-
ber 2006 to adopt a resolution calling for “creating na-
tional programs for the prevention, treatment and
prevention of diabetes and its complications and includ-
ing them in the state programs for healthcare.” Diabet-
ic angiopathy is the main manifestation of diabetes mel-
litus. They represent a generalized lesion of arterioles,
capillaries and venules, thereby determining the clini-
cal course and prognosis of the disease and are the most
common cause of death. Over 2.7-4.5 million high ampu-
tations are performed annually in the world for diabet-
ic lesions of the lower extremities. Microvascular com-
plications characteristic of diabetes mellitus are realized
through the development of endothelial dysfunction.

Understanding the mechanisms of adverse changes that
occur in the body in diabetes mellitus is an urgent prob-
lem of modern medicine. To develop methods of correc-
tion that could mitigate the consequences of complica-
tions of DM, it is necessary to know what mechanisms
are violated in this case.

This data shows the study of structural changes in
pancreatic signs in diabetes mellitus.

Objective: To study morphofunctional disorders of
the pancreas and vessels of the lower limb of rats in ex-
perimental diabetes mellitus.

Materials and research methods

The object of the study were 90 white rats (males) of
the Wistar line with an initial weight of 180+2.64 g at the
age of 4-6 months. The model of experimental diabetes
mellitus was reproduced by a single intraperitoneal ad-
ministration of streptozotocin in 0.1 M citrate buffer, pH
4.5, to Wistar rats at a dose of 60 mg/kg. Determination
of blood glucose from the tail vein was performed by
the glucose oxidase method. From the direct action of
streptozotocin, 3 rats died. 2 animals were not sensi-
tive. Only rats with elevated glucose levels (>11 mmol/I1)
were used for further study. The rats were slaughtered
5,15,30,60,90 days after the start of the experiment. To
study the pancreas and vessels of the hind limbs, both in
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intact animals and in ESD rats, histological preparations
were stained with hematoxylin and eosin, according to
Van Gieson and Weigert. As well as x-rays of blood ves-
sels. For mathematical data processing, Microsoft Excel
2010 applications were used in the section of descrip-
tive statistics, determination of standard deviations and
comparison of samples with the determination of the
arithmetic mean M, the average error of relative values
m and the coefficient of reliability of the difference

Results and their discussion

Comparison of the body weight of the experimen-
tal and control groups showed that at the beginning of
the experiment there was no significant difference in
both groups. During the experiment, the mass of rats of
the experimental group remained in development com-
pared to the control group by 1.7 times. At the same
time, the growth rate of the control group was 50%, and
in the rat pups of the experimental group it was 21%.
The development of experimental diabetes mellitus in
experimental animals was accompanied by persistent
hyperglycemia. The level of glucose in the blood of rats
with DM increased to 19.4+4.3 mmol/]l compared with
5.2+1.1 mmol/] in the control group. The blood glucose
level in rats with ESD on the 5th day after administra-
tion of streptozotocin was significantly higher by 3.2
times when compared with animals in the control group.
During the following days of observation, the amount of
sugar in the blood of rats of the experimental group of
animals also remained stably high - 15.9 mmol/], practi-
cally unchanged (+0.38 mmol/l) compared with the 5th
day of the study. At the same time, the level of fasting gly-
cemia reached its maximum value by the 30th day of the
study and amounted to 19.4 mmol/L.

Microscopic examination of the pancreas experi-
mental rats established degenerative and destructive
changes in its tissue, especially the endocrine part - the
islets of Langerhans. Already on the 5th day of ESD, ede-
ma of the interlobular connective tissue was observed.
On the 60th day of the experiment, necrotic changes in
[-cells were noted, which increased by the 90th day of
the experiment. In all periods of the experiment, mod-
erate lymphocytic infiltration was noted in the pancre-
atic islets. The capillaries of the islets were sharply ple-
thoric, the endocrinocytes located in the central zones
were necrotic, and those located in the peripheral parts
of the islet were hypertrophied. The volume fraction of
islets decreased by 25% in comparison with rats in the
control group. Insulin-positive cells were located singly
or in the form of small clusters in the central sections
of the islets around full-blooded capillaries. There was a
significant decrease in the area occupied by endocrino-
cytes in all areas of the pancreas compared with the con-
trol group of animals. X-ray vasography data established
that in all animals of the experimental group within 5
days after the experimental modeling of diabetes melli-
tus, there was a noticeable expansion of intramuscular
arterial vessels in the muscles of the leg and skin. So, in
the early stages (5-15 days) of observation, inflamma-
tory-destructive changes progress in combination with
unexpressed atrophic processes. Morphological stud-
ies of vessels at different times of postnatal ontogene-

sis showed that, compared with the control group, there
were changes in the form of developmental delay and
the formation of individual components of the vessel
wall (Fig. 1). We noted destructive changes in the arteri-
al wall in all experimental animals from the first days af-
ter the experiment.

Fig. 1. Photomlcrograph of the islets of Langerhans
Islets of Langerhans stained with hematoxylin-eosin.

They were characterized by thinning of the wall
and expansion of the lumen of the vessel, a rare ar-
rangement of endothelial nuclei, and desquamation of
individual endothelial cells into the lumen of the ves-
sel. The muscle layer is stretched, stands for 1 rows of
cells. Fragmentation of the internal elastic membrane is
also noted. On the 30th day of the experiment, sclerotic
and destructive changes predominate in the walls of mi-
crovessels (Fig. 2).

Fig. 2. Photomicrograph of the islets of Langerhans
Staining with hematoxylin and eosin. x 100. Hypertrophied
OL, consisting of accumulations of a large number of
endocrinocytes.

The wall of the arterioles is thickened as a result of
an increase in the basement membrane Microscopic ex-
amination of the pancreas experimental rats established
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degenerative and destructive changes in its tissue, es-
pecially the endocrine part - the islets of Langerhans.
Already on the 5th day of ESD, edema of the interlobu-
lar connective tissue was observed. On the 60th day of
the experiment, necrotic changes in 3-cells were noted,
which increased by the 90th day of the experiment.

In all periods of the experiment, moderate lympho-
cytic infiltration was noted in the pancreatic islets. The
capillaries of the islets were sharply plethoric, the en-
docrinocytes located in the central zones were necrot-
ic, and those located in the peripheral parts of the islet
were hypertrophied. The volume fraction of islets de-
creased by 25% in comparison with rats in the control
group. Insulin-positive cells were located singly or in the
form of small clusters in the central sections of the islets
around full-blooded capillaries. There was a significant
decrease in the area occupied by endocrinocytes in all
areas of the pancreas compared with the control group
of animals.

X-ray vasography data established that in all ani-
mals of the experimental group within 5 days after the
experimental modeling of diabetes mellitus, there was
a noticeable expansion of intramuscular arterial vessels
in the muscles of the leg and skin. So, in the early stag-
es (5-15 days) of observation, inflammatory-destruc-
tive changes progress in combination with unexpressed
atrophic processes.

Morphological studies of vessels at different times of
postnatal ontogenesis showed that, compared with the
control group, there were changes in the form of devel-
opmental delay and the formation of individual compo-
nents of the vessel wall. We noted destructive changes
in the arterial wall in all experimental animals from the
first days after the experiment. They were characterized
by thinning of the wall and expansion of the lumen of
the vessel, a rare arrangement of endothelial nuclei, and
desquamation of individual endothelial cells into the lu-
men of the vessel. The muscle layer is stretched, stands
for 1 rows of cells. Fragmentation of the internal elastic
membrane is also noted. On the 30th day of the exper-
iment, sclerotic and destructive changes predominate
in the walls of microvessels. The wall of the arterioles
is thickened as a result of an increase in the basement
membrane and wide surrounding connective tissue. In
the middle shell of intramuscular vessels, a network of
thin fibers connecting the inner and outer elastic mem-
branes is revealed. Fragments of elastic membranes are
replenished with new elastic elements. The membranes
themselves thicken somewhat. The wall of venules is
also thickened and deformed due to hyperchromasia of
endothelial cells and basement membrane.

On the 60th day of postnatal ontogenesis, morpho-
logical changes in the walls of blood vessels acquire a
chronic course and are manifested by sclerotic and de-
generative changes. The endothelial layer of the intima
is represented by flattened cells, in others it forms a lay-
er and a significant protrusion towards the lumen of the
vessel. The basement membrane is tortuous, uneven-
ly thickened and intensely stained with eosin, in some
places due to thin and merges with the fibrous struc-
tures of the interstitial connective tissue. In the later

stages of the experiment, hair loss and desquamation of
the epidermis are observed on the foot of the limb. On
the 90th day after the start of the experiment, trophic ul-
cers of various sizes appeared in the heel area or on the
dorsum of the foot and toes.

Histological and histochemical studies show that all
experimental animals have destructive changes in the
walls of intramuscular vessels from the first days after
ESD. Blood-filling vessels, their walls are thinned, the lu-
men is expanded. Many endothelial cells are swollen, cell
nuclei are rarely located, some of them desquamate into
the lumen of the vessel. The muscular layer of the ves-
sels is stretched, consists of 1-2 rows of cells. The inter-
nal elastic membrane is thinned and fragmented in plac-
es (Fig. 3). Moreover, in animals in the initial days of the
experiment, destructive changes in the walls of intra-
muscular vessels are less pronounced. CHIC - reaction in
animals of the experimental group is positive. Especially
in 30 and 90 day old animals of the experimental groups,
itis sharply positive. In subsequent periods (up to 30-60
days), the above vascular and tissue changes progress.
There is an increase in the number of spasmodically con-
stricted vessels. Often there are few and avascular zones,
blind capillaries, especially in areas subject to atrophic
changes. However, it should be noted that congestion in
the venous bed is markedly pronounced. Such a picture
of hemodynamic disorders leads to pronounced mor-
phological changes in tissue structures.

Fig. 3. Micrograph of the exocrine pancreas of rats.
Stained with hematoxylin and eosin. x 100. Acini are round
or oval, inside lobules are densely packed. The cytoplasm
of acinar cells is eosinophilic, the nuclei are shifted to the
basal departments.

Thus, the results obtained indicate that type 1 diabe-
tes mellitus leads to changes in the vessels and muscles
of the extremities. In the early period of the experiment
that we studied, the development of diabetes mellitus
leads to functional changes, and in the subsequent pe-
riods of the experiment, structural changes associated
with impaired tissue metabolism.
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MANIFESTATIONS OF MORPHOLOGICAL
CHANGES IN EXPERIMENTAL DIABETES
MELLITUS

Niyazov N.K., Akhmedova S.M.

Objective: To study morphofunctional disorders of the
pancreas and vessels of the lower limb of rats in exper-
imental diabetes mellitus. Material and methods: Ex-
periments were carried out on 90 4-6 month old Wistar
white rats. The model of experimental diabetes mellitus
was reproduced by a single intraperitoneal administra-
tion of streptozotocin at a dose of 60 mg/kg. Morpholog-
ical changes in the pancreas and lower vessel walls were
studied. Results: During the experiment, the weight of the
rats of the experimental group was 1.7 times less than the
control. In all periods of the experiment, moderate lym-
phocytic infiltration was noted in the pancreatic islets.
Changes in the form of delayed development and forma-
tion of individual components of the vascular wall com-
pared with the control were observed at different times of
postnatal ontogenesis. Destructive changes in the wall of
arteries in all experimental animals were recorded from
the first days of the experiment. Conclusions: Type 1 dia-
betes mellitus leads to changes in the pancreas and blood
vessels of the extremities.

Key words: diabetes mellitus, pancreas, blood vessels.

ISSN 2181-7812

www.tma-journals.uz

87

EHUIIUTON U EW.IOIFOHUQ BBH‘[I{'B.LHGWI/IdBH:))IE



