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AHHOTamusl. B 3TON craThke paccMaTpUBAIOTCS AHAINW3bl U KIMHUYECKUE
MOPAXKECHUS JKEIIYJOYHO-KUIIEYHOTO TPAKTA MPU CUCTEMHOW KpPaCHOW BOIYaHKE. B
MOCJIETHAE TOJbl YBEJIMYWIIACh PAHHAS JUArHOCTUKA, B pe3yJbTaTe 4yero OOJIE3Hb
muarHoctupyercsd 'y 500-600 uenoBek. CucrtemHas KpacHash BOJIYAHKA - CJOXKHOE
3a0oneBanue 0e3 u3BecTHOM mnpuunHbl. CKOpee Bcero, 3TO HE OJHA MpUYUHA, a
KOMOMHAIMA HECKOJIbKUX (PaKTOPOB, TAKUX KaK I'€HETHKAa, OKpYyXKarolas cpela u
BO3MOXXHO, TOpPMOHaJIbHbIE (AKTOPBI, COUYETAHHE KOTOPHIX MOXKET NPHUBECTU K
3a0onieBaHnio. B HacTosmiee Bpems CHCTEMHas KpacHas BOJYAaHKa SIBISIETCS
HEU3JICUUMBIM 3a00JIeBaHUEM.

KiroueBbie cjioBa: reHeTHYeckue (akTopbl, TOPMOHAJIbHBIE HW3MEHEHUS,
ayTOMMMYHHbIE 3a00JIEBaHMS, AaHTUTENA, AyTOAHTUTENa, KOPTUKOCTEPOUIHBIC
TOPMOHBI.
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Annotation: In this article, analyzes and clinical lesions of the gastric-intestinal
tract in systemic lupus erythematosus were studied. In recent years, there has been an
increase in early diagnosis, as a result, the disease is diagnosed in 500-600 patients per
1 million population. Probably, this apparent increase is due to improved diagnostic
capabilities, primarily due to the development of new immunological criteria. Lupus is
a topic of much research as scientists try to determine what causes lupus and how best
to treat it.

Key words: genetic factors, hormonal changes, autoimmune disease, antibodies,
autoantibodies, corticosteroid hormones.

Tadgqgigotning magsadi: tizimli gizil yuguruk (TQY) bilan og’rigan bemorlarda
asosiy klinik ko’rinishlarni, aynigsa bemorlarda jigar shikastlanishini o’rganish edi.
Materiallar va usullar: Biz 17 yoshdan 60 yoshgacha bo’lgan TQY (36 ayol va 14
erkak) bo’lgan 16-60 yoshdagi 50 nafar bemorni kuzatdik. Bemorlarning o’rtacha
yoshi 38,5 edi. Bu bemorlarning barchasi dispanser hisobida, Xorazm viloyati ko’p
tarmoqgli tibbiyot markazining revmatologiya bo’limida muntazam statsionar
davolanmoqda.

Natijalar: Laboratoriya diagnostikasi. Tashxis go’yishda, birinchi navbatda,
periferik gonning tarkibiga e’tibor qaratish lozim. TQY, normoxromik anemiya,
leykopeniya va ESR keskin o’sishi bilan og’rigan bemorlarning 90% da. Siydik
testlarida TQR bilan og’rigan bemorlarning 83% da - turli darajadagi proteinuriya,
leykotsitlar, eritrotsitlar - va silindruriya. Siydik ogsillari orasida qo’pol fraktsiyalar
ustun bo’lishi xarakterlidir, ya’ni proteinuriya selektiv emas. LE hujayralarining
aniglanishi tipik hisoblanadi. Biroq, hozirgi vaqgtda bu hodisa nafaqgat gizil yuguruk
uchun xarakterli ekanligi va nisbatan kamdan-kam uchraydiganligi ko’rsatilgan.
Bemorlarning 48% da LE hujayralari topilgan. Nativ DNKga va antinuklear omilga
(ya’ni zardobdagi denaturatsiyalangan DNKga antitelalar) antitellarni aniglash eng
katta ahamiyatga ega. Qon zardobidagi komplementning umumiy gemolitik faolligi
uning klassik yo’l bo’ylab faollashishi tufayli kamayadi. TYQ bilan og’rigan
bemorlarning 94 foizida mahalliy DNK va antinuklear omilga antikorlar topilgan.
Qonning biokimyoviy tahlili: kreatinin, ALAT, ASAT - bemorlarning 25% da, 28%
bemorlarda kreatin kinazning ortishi. Plevral efiizyon (plevrit), gizil yuguruk, o’pka
emboliyasi bilan og’rigan bemorlarning 38% da ko’krak gafasining rentgen va
kompyuter tomografiyasi. Yadro magnit-rezonansi va angiografiya - markaziy asab
tizimining 56% lezyonlarida vaskulit aniglanadi. Exokardiyografiya - bemorlarning
78% perikard bo’shlig’ida suyuqlik, perikard-ning shikastlanishi, yurak klapanlarining
shikastlanishi va boshgalarni anigladi. Ultratovush diagnostikasi bemorlarning 60
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foizida jigarning diffuz sigilishini, bemorlarning 35 % da gepatosplenomegaliyani
aniqgladi.

Xulosa:Tahlillar va klinik tekshiruvlarga ko’ra, terining shikastlanishi
kasallikning boshlanishida fagat 20-25% bemorlarda, 60-70% bemorlarda kechroq, 10-
15% bemorlarda kasallikning teri ko’rinishida paydo bo’ladi. Teri o’zgarishlari
tananing quyoshga ta’sir giladigan joylarida paydo bo’ladi: yuz, bo’yin, elka.
Lezyonlar eritema (peeling bilan gizg’ish plitalar), girralarning bo’ylab kengaygan
kapillyarlar, ortiqcha yoki pigment yetishmasligi bo’lgan joylar ko’rinishiga ega.
Yuzda bunday o’zgarishlar kapalakning ko’rinishiga o0’xshaydi, chunki burunning orga
gismi va yonoqlari ta’sirlanadi. Soch to’kilishi (alopesiya) kamdan-kam uchraydi,
odatda temporal hududlarga ta’sir giladi. Sochlar cheklangan hududda tushadi.
Terining quyosh nuriga sezgirligi (fotosensibilizatsiya) bemorlarning 30-60% da
uchraydi. Qizarish, pigmentatsiyaning pasayishi, lablarning noto’g’ri ovqgatlanishi
(cheilitis), achchiglanish, depressiya - kamdan-kam hollarda ensefalopatiya (21-67%)

Ovgat hazm qilish traktining klinik lezyonlari SLE bilan og’rigan bemorlarning
20% da tashxis qgilinadi. 5% hollarda gizilo’ngachning shikastlanishi, yutish aktining
buzilishi, gizilo’ngachning kengayishi kuzatiladi. Me’da va 12-barmoq ichakning
yarasi ikkala sababdan kelib chigadi: kasallikning o’zi va davolashning yon ta’siri,
aynigsa NSAID va kortikosteroidlar bilan davolashdan keyin.

Izoh: Ushbu magolada tizimli qizil yugurukda oshgozon-ichak traktining
tahlillari va klinik shikastlanishlari o’rganildi. So’nggi yillarda erta tashxis go’yish
ko’paydi, natijada kasallik 500-600 bemorga tashxis go’yilmoqda. Tizimli qizil
yuguruk - bu noma’lum sababi bo’Imagan murakkab kasallik. Ehtimol, bu bitta sabab
emas, balki genetik, atrof-muhit va ehtimol gormonal kabi bir nechta omillarning
kombinatsiyasi bo’lib, ularning kombinatsiyasi kasallikka olib kelishi mumkin.
Hozirgi vagtda tizimli gizil yuguruk davolab bo’lmaydigan kasallikdir.

Kalit so’zlar: genetik omillar, gormonal o’zgarishlar, autoimmun kasallik,
antikorlar, otoantikorlar, kortikosteroid gormonlar.

Heabio ucce0BaHUS SIBUIOCH U3yYEHHE OCHOBHBIX KIIMHUYECKHUX MPOSIBICHUIN
y 00JBHBIX € cucTeMHOU KpacHOo# Bosyankoi (CKB), ocobeHHO mopakeHus NeYeHu y
OOJIbHBIX.

Matepuansl u meroabl: Habmomanu 50 Gonbubix ¢ 16-60 ner ¢ CKB (36
xeHH 1 14 myx4un) B Bo3pacte oT 17 mo 60 ner. Cpennuii Bo3pacT MaIiieHTOB
coctaBmwio 38,5. Bce 3t OosbHBIE HAXOAWTCS B JHUCIIAHCEPHOM YUe€Te, PEryJISPHO
MOJIy4aloT CTAllMOHAPHOE JICYCHHS] B PEBMATOJIOTHYECKOM OTAENEHUsI XOpe3MCKOro
00JJaCTHOTO  MHOTONPO(MUIBHOTO MeAUIMHCKOro 1eHtpa Pedyabrarsl. [lpu
MIOCTAHOBKE JIMarHo3a TMpeXJe BCEro HaJ0 OpPHUEHTHPOBATHCA Ha COCTaB
nepudepuueckoit kpou. Y 90% OonpHbix ¢ CKB HOpMOXpoMHas aHemus,




Talgin va tadgiqotlar ilmiy-uslubiy jurnali
UIF-2023: 8.2 | 2181-3035 | Ne 20

nerikonieHus u peskoe ypenuuernue COD. YV 83% 6onbupix ¢ CKB B ananuzax Mouu -
OPOTEUHYPHUSI Pa3HOW  CTEMEHU BBIPAXKEHHOCTH, JIEUKOLUT, OJPUTPOLUT H
MWIMHAPYpHUs.  XapakTepHo, YTO  cpead  O€JIKOB  MOYM  MPEBAIUPYIOT
rpyboaucnepcHsie (pakiuu, TO €CTh MPOTEUHYpPUS HE CEJIEKTUBHA. THUIMHYHBIM
cuntaercs ooHapyxkenue LE-kmerok. OnHako B HacTosiIiee BpeMs IOKa3aHo, YTO 3TOT
(eHOMEH XapaKTepeH HE TOJBKO Il KPACHOM BOJYAHKH U BCTPEYAETCS K TOMY Ke
oTHocuTenbHO peako. Y 48% O6onbHbix oOHapyxeHo LE-kinerok. Haumbomnbiee
3HaU€HHE HMeeT orpezaenenne anturen k HatuBHOM JIHK u aHTHHYKI€apHOTO
dakropa (To ecTh anTUTEN K eHaTypupoBanHoit [IHK B ceiBopoTke kpoBH). YpOBEHD
o0IIel reMOJIMTUYECKOW aKTUBHOCTH KOMIUIEMEHTa B CHIBOPOTKE CHIDKEH 3a CYET
aKTUBallMU ero mo kinaccuyeckomy myTH. Y 94 % OGonbuHbix ¢ CKB obOHapyxkeHO
antutena k HatuBHod JIHK wu antunykineapnoro dakropa. [lo anammzam wu
KJIMHUYECKUM 00CJIeI0BaHUAM MTOPAXKEHHsI KOKU B Hauasie 3a00JIeBaHUs IPOSIBIISIFOTCS
muiib y 20-25% OonbHbIX, Y 60-70% OonbHBIX OHHM BO3HHKaOT mo3xke, y 10-15%
KOXHbIE TpOSIBICHUS OOJE3HM U BOBCE HE BO3HUKAIOT. KoXHbIE H3MEHEHMS
MPOSIBIISIIOTCA Ha OTKPBITBIX IS COJHIIA ydYacTKax TeJa: JHIO, Ines, IUICYH.
[TopaxkeHrss UMEIOT BUJI DPUTEMBI (KpaCHOBATHIC OJISAIIKY C IIETYIICHUEM), IO KpasM
paciMpeHHble KamuUIIphl, YYaCTKHA C M30BITKOM WM HEIOCTaTKOM murmeHta. Ha
JUIE TaKWe U3MEHEHHSI HAITOMUHAIOT BUJ] 0a00UKH, TaK KaK MOpa)KaeTcs CIMHKA HOCa
u weku.Bemanenue Bojoc (anmomenus), MPOSBIAETCS PEAKO, OOBIUHO Mopaxas
BHUCOYHbIE O0siacTU. Bosochl BhIManaloT Ha OrpaHWYeHHOM yuacTke. [loBbimieHHas
YYBCTBUTEIHHOCTh KOXKH K COJIHEYHBIM JiydaMm ((pOTOCEHCHOMIHN3alvs) BOSHUKACT Y
30-60% OonbubIx [lokpacHeHWe, CHIDKEHHE MUTMEHTAIMH, HAapyIIeHWE MHTaHUs
TKaHel ry0 (xeinur). PaznpaxutenbHOCTh, Aenpeccusi peako sHiedanonarus (21-
67%) Knuanyeckue mopakeHUe MUIICBAPUTEIBLHOTO TpakTa quarHoctupyrores y 20
% 6osbHbIXx CKB. IlopaxkeHue nuiieBojia, HapyUIeHUE aKTa TJIOTaHUs, paclIupeHe
MUIIEBOIa BcTpeyaeTcs B 5% cimyuaes. S3BbI kenynka u 12-nepcToii KMIIKY BbI3BAHBI
KaKk camoil 0oJie3HBbIO, TaK W TMOOOYHBIMU AP (DEeKTaMu JIeUeHHUs, OCOOECHHO IOCIe
neyenuss ¢ HIIBC wu xoptukocrepommamu. Bce OonpHBIE 1O TEYCHHUSIM
npoiecca(oCTpbli, NOJOCTPbIN, XPOHUUYECKHI ) TOJIyYatOT CJIETYIOUIUE MpenapaThl: U3
LHUTOCTATUYECKUX MMMYyHoenpeccanToB nukiopochamua (LIP) mnm azatvonpuH,
MetoTpekcaT (mo uHauBHaAyanbHOM 103€). bonbHeiM CKB ¢ HU3KOH aKTHBHOCTHIO
3a0oJyieBaHusl HazHauyaoT HeOosbimue a03bl ['K (mpemnuzonion < 10 wmr/cyr), ¢
YMEPEHHON aKTHBHOCTBIO — cpemuue 1036l (2040 mr/cyt). [Ipu Haauuuu TsHKENOM
OpraHHOW TAaToJIOTHH — MU(PY3HOM MOPAKEHUM IEHTPAIBHOW HEPBHOW CUCTEMBI
(IIHC), BoruanouHOM He(puTE, TeMATOJIOTHISCKUX HAPYIICHHUH (TPOMOOIIUTOTICHHH,
TeMOJIUTHYECKON aHEeMHH), TEHEPAIM30BaHHOM TOPAKCHUU KOXH — HEOOXOIUMBI
6osiee Bbicokue A03bl ['K — > 40 mr/cyt. Ocoboe mecto B jedueHun 0oapHbiXx CKB
3aHUMAIOT AaMUHOXWHOJIMHOBBIE TMpousBoaHbie (All). Xmopoxun docdara u
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TUAPOKCUXJIOPOXUH cyibdara (IlmakBeHWI) B TeYeHHWE MHOTHUX JIET C YCIIEXOM
npumensuuck npu CKB, rmaBHbIM 00pa3oM Npy HEBHICOKOW U YMEPEHHON aKTUBHOCTH
Oosie3H. OTIHYUTEILHOM 0COOCHHOCTRIO All sBsleTcss HM3KAs 4acTOTa IMOOOYHBIX
peaknmii, TpeOYyIOMMX TMPEKPAIEHUs JICYCHUsS, TPU OTOM TOKCHYHOCTH
ruapokcuxiopoxuna (IlmakBeHmna) B Ba pa3za HUXKE MO CPABHEHHUIO C XJIOPOXHUHOM.
bonpmne wagexnapl y O6onbHbIX CKB, 0e3ycioBHO, CBSi3aHBI C PUTYKCUMaOOM,
KOTOPBIC IIPCACTABILACT co0oit p€KOM6I/IHaHTHI>Ie XUMCPHBIC MOHOKJIOHAJIBHBIC
aHTUTEJa K MOBEPXHOCTHBIM perentopaM JuMmdponutoB — CD20 brokaroper ®HO-a
(Madpnmukcumad, Amxanmumymad, Dtaneprient). OCHOBHAs 4acTh OOJBHBIX IMOIyYaId
MOHOTEpAIHIO pIUTYyKcuMaboMm (4 nHpy3un B Heaemo u3 pacuera 375 mr/m2), u 30%
— couetanue mnpemnapata ¢ L[d. B menom neuenue putykcumMaboM OPUBOIMIO K
JIOCTOBEPHOMY CHIDKCHHIO aKTUBHOCTH 3a0o0sieBanus O6osiee uem y 80%. Knuanueckuii
s dekr pUTyKCcHuMada COIIPOBOXKJAJICH MTOJIOKUTEITLHOU JTAHAMUKOMN
MOp(l)OJIOFI/I‘IGCKI/IX U3MEHEHUN B KJIy60‘1KaX I10 JaHHBIM ITIOBTOPHBIX OHOIICHUIA.
Relevante: Systemic lupus erythematosus is a complex disease with no known
cause. It is likely that this is not a single cause, but rather a combination of several
factors, including genetic, environmental and possibly hormonal factors, the
combination of which can cause the disease. Currently, systemic lupus erythematosus
Is an incurable disease [4]. This disease is now considered a model of autoimmune
disease. Therefore, understanding the many mechanisms of disease in SLE is key to
understanding the immune disorders that occur in many human diseases [8]. Some of
the questions scientists are working on include: what exactly causes lupus and why?
Why do women get sick more often than men? Why are there more cases of lupus in
some racial and ethnic groups? What is disturbed in the immune system and why? How
can we correct the functions of the immune system when it is disturbed? How to treat
to reduce or cure the symptoms of lupus? Currently, SLE is an incurable disease [10].
Due to the constant use of drugs, a long-term remission is achieved. SLE occurs
predominantly in young (20-30 years old) women, but cases of the disease are not
uncommon in adolescents and older people (over 40-50 years old) [1]. Among the sick,
only 10% of men are noted, but the disease is more severe in them than in women.
Provoking factors are often insolation, drug intolerance, stress; in women - childbirth
or abortion. Liver dysfunction is not considered the main organ pathology in SLE [9],
and liver dysfunction is not included in the classification and diagnostic criteria for
SLE. The incidence of liver dysfunction or abnormal liver enzyme values during SLE
ranged from 19% to 60% [10]. Moreover, the prevalence of hepatomegaly in patients
with SLE ranged from 12% to 55%. Fluctuations in the values of alanine transaminase,
corresponding to the activity of SLE, were noted in some patients with SLE [7];
however, no correlation between SLE activity and incidence of liver disease was found
in any of the cases reviewed [6]. This discrepancy may be due to different causes of
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liver dysfunction or abnormal liver enzyme values in patients with SLE. To date, there
have been few systematic reviews of the literature on concomitant cases of SLE and
PKD, and the clinical features and pathophysiology of associated cases of SLE and
PKD remain unclear. However, it may be necessary to distinguish between
complications of PBC in patients with SLE involving the liver because some patients
with PBC may progress to occult end-stage liver failure, and long-term use of
glucocorticosteroids for SLE is potentially associated with significant side effects,
including osteoporosis, which varies. from 20% to 44% in patients with PBS,
increasing with the progression of PBP [8]. In contrast, the liver is the target of
autoimmune reactions, as seen in autoimmune diseases such as autoimmune hepatitis
(AIH), primary biliary cirrhosis (PBC), and primary sclerosing cholangitis (PSC).
Liver involvement in SLE patients includes several liver diseases or SLE itself, and it
IS necessary to distinguish between causes of liver dysfunction or abnormal liver
enzyme values. However, it is sometimes difficult to distinguish between causes of
liver injury in patients with SLE, and the use of immunosuppressive therapy for SLE
may confound clinical and laboratory findings about the underlying autoimmune liver
disease, leading to a diagnostic delay or occult progression of liver cirrhosis (LC) [2].

Purpose: The aim of the study was to study the main clinical manifestations in
patients with systemic lupus erythematosus (SLE), especially liver damage in patients.

Materials and Methods: We observed 50 patients aged 16-60 years with SLE
(36 women and 14 men) aged 17 to 60 years. The average age of the patients was 38.5.
All these patients are registered in the dispensary, regularly receive inpatient treatment
in the rheumatology department of the Khorezm regional multidisciplinary medical
center.

Laboratory diagnostics. When making a diagnosis, first of all, one must focus
on the composition of the peripheral blood. In 90% of patients with SLE,
normochromic anemia, leukopenia and a sharp increase in ESR. In 83% of patients
with SLE in urine analyzes - proteinuria of varying severity, leukocyte, erythrocyte -
and cylindruria. It is characteristic that coarsely dispersed fractions prevail among urine
proteins, that is, proteinuria is not selective. Detection of LE cells is considered typical.
However, it has now been shown that this phenomenon is characteristic not only of
lupus erythematosus and is also relatively rare. LE-cells were found in 48% of patients.
Of greatest importance is the determination of antibodies to native DNA and
antinuclear factor (that is, antibodies to denatured DNA in blood serum). The level of
total hemolytic activity of complement in serum is reduced due to its activation by the
classical pathway. Antibodies to native DNA and antinuclear factor were found in 94%
of patients with SLE. Biochemical blood test: increased creatinine, ALAT, ASAT - in
25% of patients, increased creatine kinase in 28% of patients. X-ray and computed
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tomography of the chest - in 38% of patients, pleural lesions (pleurisy), lupus
pneumonia, pulmonary embolism.

Nuclear magnetic resonance and angiography - in 56%, CNS lesions, vasculitis
are detected Echocardiography - in 78% of patients, fluid was detected in the
pericardial cavity, damage to the pericardium, damage to the heart valves, etc.
Ultrasound diagnostics revealed diffuse liver thickening in 60% of patients,
hepatosplenomegaly in 35% of patients. As a result of research. According to analyzes
and clinical examinations, skin lesions at the onset of the disease appear only in 20-
25% of patients, in 60-70% of patients they appear later, in 10-15% of the skin
manifestations of the disease do not occur at all. Skin changes appear on areas of the
body exposed to the sun: face, neck, shoulders. Lesions have the appearance of
erythema (reddish plagques with scaling), dilated capillaries along the edges, areas with
excess or lack of pigment. On the face, such changes resemble the appearance of a
butterfly, since the back of the nose and cheeks are affected. Hair loss (alopecia) is
rare, usually affecting the temporal regions. Hair falls out in a limited area.
Hypersensitivity of the skin to the sun’s rays (photosensitivity), occurs in 30-60% of
patients. Redness, decreased pigmentation, malnutrition of the tissues of the lips
(cheilitis). Irritability, depression - rarely.Psychoses: paranoia or hallucinations,
myelopathy, neuropathy and other disorders of the formation of the sheaths of nerves
(myelin), mononeuritis, polyneuritis, aseptic meningitis in 68% of patients. Clinical
lesions of the digestive tract are diagnosed in 20% of patients with SLE. Lesions of the
esophagus, impaired swallowing, enlargement of the esophagus occur in 5% of cases.
Ulcers of the stomach and 12 intestine are caused both by the disease itself and by side
effects of treatment, especially after treatment with NSAIDs and corticosteroids. All
patients in the course of the process (acute, subacute, chronic) receive the following
drugs: from cytostatic immuno suppressants cyclophosphamide (CF) or azathioprine,
methotrexate (according to an individual dose).Patients with SLE with low disease
activity are prescribed small doses of GC (prednisolone <10 mg / day), with moderate
activity - medium doses (20-40 mg / day). In the presence of severe organ pathology -
diffuse lesions of the central nervous system (CNS), lupus nephritis, hematological
disorders (thrombocytopenia, hemolytic anemia), generalized skin lesions - higher
doses of HA are needed -> 40 mg / day. Aminoquinoline derivatives (AP) occupy a
special place in the treatment of SLE patients. Chloroquine phosphate and
hydroxychloroquine sulfate (Plaquenil) have been successfully used for many years in
SLE, mainly in cases of low to moderate disease activity. A distinctive feature of AP
Is the low frequency of adverse reactions requiring discontinuation of treatment, while
the toxicity of hydroxychloroquine (Plaquenil) is half that of chloroquine. High hopes
in SLE patients are undoubtedly associated with rituximab, which chimeric
monoclonal antibodies to surface receptors of lymphocytes - CD20. TNF-a blockers
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(Infliximab, Adalimumab, Etanercept). The majority of patients received monotherapy
with rpituximab (4 infusions per week at a rate of 375 mg / m2), and 30% received a
combination of the drug with CP. In general, rituximab treatment led to a significant
decrease in disease activity in more than 80%. The clinical effect of rituximab was
accompanied by a positive dynamics of morphological changes in the glomeruli
according to repeated biopsies. Discussion. After long-term prescriptions of NSAIDs
(dikloberl, nimesil, ortaphen, naklogen), glucocorticoids, TNF-a blockers (Infliximab,
Adalimumab, Etanercept) from the gastrointestinal tract, patients complained of lack
of appetite, nausea, vomiting, heartburn, pain in various parts belly.

Conclusions According to biochemical and laboratory parameters, the patients
are recommended the following drugs: add (hepatoprotector of Uzbek production) 0.01
x 3 times a day for 1 month, CHOLOGENIC COLLECTION OF KHODJIMATOV
(Species Cholagoge Chodjimatovi) 2 times a day, corishpan (choleretic) 1 tab 3 times
a day, omez 20 mg 1 tab 2 times a day, misoprostol 400 mcg 2 times a day. After this
treatment, a month later, the patients’ complaints of lack of appetite, nausea, vomiting,
heartburn, pain in various parts of the abdomen sharply decreased.
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