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CLINICAL CASE: DEVELOPED NON-IMMUNE FETAL EDEMA CAUSED BY URAXUS FLOW
Pulatova G.A., Yusupbayev R.B.
Republican Specialized Scientific and Practical Medical Center for Maternal and Child Health

Abstract: Fetal edema syndrome is a polyetiological disease characterized by pathologically excessive fluid
accumulation in the serous cavities and soft tissues of the fetus. Fetal edema syndrome is the final stage of a number of
intrauterine diseases. The prevalence of the disease is 1 in 1000-14000 births. Typically, no more than 20-33% of babies born
with this diagnosis survive. Only with the use of modern medical technologies in the antenatal period and intensive care of
babies in the neonatal period, this figure reaches 80%.

Material and method: Patient M., 37 years old, 2nd pregnancy, Ist pregnancy complicated by a 6th week of
gestational age termination. Due to the diagnosis of non-immune fetal edema at the place of residence, she applied to the
RIAGIATM center and was hospitalized. Non-immune fetal edema was first detected at the 25th week of gestation. At the 26th
week of gestation, an ultrasound examination was performed at the fetal medicine department of the RIAGIATM center and
non-immune fetal edema (developed ascites, hydrocele, moderate hyponatremia, cardiomegaly, centralization of blood
circulation, compensated right ventricular failure) was detected. Initially, diagnostic cordocentesis and amniocentesis,
diagnostic and therapeutic fetal laparocentesis were performed, due to the high content of pro-inflammatory mediators in the
ascitic fluid, the pregnant woman was treated with anti-inflammatory and immunoglobulin therapy. Due to recurrent ascites,
the woman underwent a total of 3 laparocentesis procedures and 250-300 ml of ascitic fluid was evacuated in a row. During a
follow-up ultrasound examination, the patient was diagnosed with recurrent non-immune fetal edema at 29 weeks of gestation
and was hospitalized for a planned abdomino-amniotic shunting procedure. On the same day, an emergency cesarean section
was performed due to severe placental abruption. The baby had no vital signs and was assessed with an Apgar score of 0/0.
During the postnatal pathological examination, the fetus was found to have lower urinary tract anomalies - urethral atresia,
bladder hypertrophy, and cystic fistula of the upper 1/3 of the urachus.

Keywords: Non-immune fetal edema, recurrent ascites, laparocentesis, abdomino-amniotic shunt, urethral atresia,
bladder hypertrophy, fistula of the cyst of the upper 1/3 of the urachus.

Introduction: Nonimmune fetal edema is characterized by two or more abnormal accumulations of fluid in the fetal
body in the absence of alloimmunization of erythrocytes. Typical signs of nonimmune fetal edema on ultrasound examination
are: generalized edema of the subcutaneous tissues, hydrothorax, ascites, pericardial edema (> 5 mm at the level of the skull or
chest wall). The diagnosis is confirmed by the detection of fluid accumulation in more than one serous cavity of the fetal body.
This feature distinguishes nonimmune fetal edema from isolated hydrothorax, ascites, pericardial edema, cystic hygroma, or
occipital edema. Edema of the skin, especially in the head area, is a generalized sign of fetal edema and is often a sign of the
final stages of this pathology. This diagnosis is often accompanied by multiple gestations (40-75%) and placentomegaly
(placental thickness >4 cm in the second trimester and >6 cm in the third trimester). Nonimmune fetal edema can be caused by
a wide range of etiologies. Based on a large study by Bellini et al., the causes have been divided into 14 categories [5,6].
Despite the use of many diagnostic tests to identify a specific cause, approximately 18% of cases remain idiopathic [8]. Six
main factors play a role in the pathogenesis of nonimmune fetal edema: primary heart failure, secondary heart failure,
decreased oncotic pressure, increased capillary permeability, obstruction or impairment of lymphatic flow, and obstruction of
venous outflow [4,8].

Conclusion: For the first time during the study, non-immune fetal edema caused by intraabdominal vesico-allantoic
urachus fistula was identified. The social effectiveness of this scientific innovation is that the identification of this cause of non
-immune fetal edema reduces the incidence of unexplained etiological forms of the disease, improves the quality of diagnosis
of the disease, and reduces the cost of further examinations.
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KJIMHUYECKHUIA COYYAN: PASBUTUE HEUMMYHHOM TEHOMBI ILTIOJIA U3-3A IIOTOKA
MOYEBOI'O IYTHU
IMMynarosa I'.A. , FOcyn6aes P.b.
Pecnny0siukaHckmii criequaau3upoBaHHbINA HAYYHO-TPAKTHYECKU MeTUIIMHCKHIT HEHTP 310POBbS MAaTePH U
pedenka

AnHotauusa: CuHApPOM OTeyHOW OOJIE3HM IUIOAAa — MOJMITHOJIOIHMYECKOoe 3a00JIeBaHUE, XapaKTepU3yolleecs
MATOJOTMYECKH M30BITOYHBIM HAaKOIUIEHUEM YKHJKOCTH B CEPO3HBIX IMOJIOCTAX W MATKUX TKaHiIX miofa. CHHAPOM OTEYHOM
0ose3HM IUIOAA SBJSIETCA KOHEYHOW cTaaueil psaa BHYTpUYTpOOHBIX 3aboneBaHuil. PacmpocTpaHeHHOCTb 3a00JeBaHUS
cocraBmsier 1 Ha 1000-14 000 poxnenuii. O0bryHO BhDKMBAIOT He Oonee 20-33% mereid, poAMBIINXCS C 3TUM JIHATHO30M.
ToNBKO MPHU HCIIONB30BAaHUHM COBPEMEHHBIX MEIUIIMHCKAX TEXHOJOTHH B aHTEHATaJIbHOM TEpHOJEC M MHTCHCHBHOH Teparnuu
JleTeil B HEOHATaIbHOM MEPHOJIE 3TOT MoKaszaTenpb qocturaeT 80%.

O6mbexT uccaenoBanus: boxpHas M., 37 net, 2-s1 6epeMeHHOCTh, |- OEpEMEHHOCTh OCJIOKHHIIACH BHIKUBIIIEM HA
Cpoke 6 Henenb. B CBA3M ¢ AMAarHOCTUPOBAHMEM HEMMMYHHOH OIYyXOJIM IUIOJA MO MECTY YKUTEIbCTBA OH ObUI HAIpaBJCH B
neatp RIAGIATM wu rocnurammsupoBaH. HemMmMMmyHHast omyxoib IUIOAA BIEpBBIC OblIa OOHapykeHa Ha 25 Henene
O6epemenHoctd. Ha 26 Henene OepeMEHHOCTH HPOBEAEHO YJIbTPa3BYKOBOE HCCIIEOBAaHUE B OTIEJIEHUM MEIUIMHBI IUI0/a
Ileatpa PUATUATM, BbISIBICH HEMMMYHHBIH OTEK IUIOJA (BBIPAKCHHBIM aclUT, THAPOLENIE, YMEPEHHAas T'HIIOBOJIEMHUS,
KapJMOMeTallusl, EHTpaIn3alusi KpoBooOpaleH:ns:, KOMIICHCHPOBAaHHAS MTPABOXKEIYJOUYKOBas HEJIOCTATOUYHOCTE). B cBsi3u ¢
BBICOKUM YPOBHEM IPOBOCHAJIMTEIbHBIX MEIUATOPOB B ACLUTHYECKOW >KMAKOCTH NPU MEPBUYHOM AMArHOCTHYECKOM
KOPJOLIEHTEe3€ U aMHUOILIEHTEe3€e, a Talkke AMAarHOCTHYECKOM M JIeueOHOM JlamapoleHTe3e Iioja OepeMeHHON NMpOoBOAMIIACH
MPOTUBOBOCTIATIUTEIbHAST ¥ WMMYHOTJIOOYIWHOBas Tepanus. B CBA3M C pPEeUUAMBHPYIOIIMM aCIUTOM JKCHIIMHE OBLIO
MPOBEIEHO B O0OIIEH CIOXKHOCTH 3 TMpOILEAyphl JIallapolleHTe3a, IOCIEIOBATENbHO 3BaKynpoBaHo okono 250-300 mn
acuuThyeckoi skuakoctd. [lanueHtka ObUIa TOCHUTAJIM3UpPOBaHA Uil IPOBEAEHHUS IUIAHOBOHM Mpoueaypbl abIOMHHO-
AMHHOTHYECKOTO IIIYHTUPOBAHUS MOCIIE TOBTOPHOU YIBTPa3ByKOBON JHATHOCTUKU PEIMIUBUPYIOIICH HEUMMYHHON OMYXOJIH
wiona Ha 29 Henene O6epeMeHHOCTH. B TOT ke JeHb ObUIO MPOBEAEHO SKCTPEHHOE KECcapeBO CEUYEHUE B CBA3M C TSKENOH
CTETICHBIO OTCIIOWKH IUTAIICHTHl. Y peOeHKa He ObII0 HUKAaKUX MPU3HAKOB )KU3HU, U €ro oleHwH 1o mkaie Amrap za 0/0. [Ipn
MOCTIEPOIOBOM IaTOJIOTOaHATOMUYECKOM HCCIIEOBAHUM Y IUIOJA AMArHOCTHPOBAHBI aHOMAIMU HIKHHX MOYEBBIBOJSIIUX
MyTel - aTpe3ust ypeTpsl, THIEPTPODHUS MOUYEBOTO ITy3bIps, KUCTO3HBIN CBUIIl BEPXHEH TPETH ypaxyca.

KiroueBble cji0Ba: HEMMMYHHBIH OTEK IUI0a, PELUIMBUPYIOIIUN acLUT, JanapoLeHTe3, a0J0MIUHO-aMHUOTHYECKH
LIYHT, aTpe3usi ypeTPhL, TUIIEPTPO(US MOUYECBOTO My3bIps, CBUIL KUCTHI BEPXHEH TPETH ypaxyca.

BBenenue: HeuMMyHHBIH OTEK 1042 XapaKTepU3yeTcsl IByMs Win 0oJjiee aHOMaJIbHBIMH CKOTICHHSIMU JKUIAKOCTH B
OpraHu3Me IUI0/Ia MPHU OTCYTCTBUM AJNIOMMMYHM3ALUU PUTPOLUTOB. TUNMUHBIE PU3HAKK HEMMMYHHOIO OTEKa IUIOJA MpH
YIIBTPa3BYKOBOM HCCIIEJJOBAHUHU BKIIIOYAIOT: T'€HEPAJIM30BAHHBIA OTEK IMOJKOXXKHOM KIIETYaTKH, THAPOTOPAKC, aCLUT U OTEK
nepukapaa (> 5 MM Ha ypOBHE dYepemna WM TPyJHOW KIeTKH). [luarHo3 moaTBepkaaeTcs Mpu OOHApYKEHUH CKOTUICHHS
JKUJIKOCTH B 0ojiee 4eM OJHOM Cepo3HOM MOJOCTH Teja IUIoAa. JTa OCOOEHHOCTh OTJIMYAaeT HEMMMYHHBIM OTEK IJIoAa OT
M30JIMPOBAHHOI'O TMJIPOTOPAKca, acliuTa, OTeKa MepuKapa, KUICTO3HOW TUTPOMBI MJIM OTeKa 3aThliIka. OTeK KOKH, 0COOEHHO B
00JacTU TOJIOBBI, SBJISICTCA OOLIMM MPU3HAKOM BOJSHKHM IUIOJA M YacTO SIBISAETCS NMPU3HAKOM KOHEYHBIX CTAaauil JTOM
MaTOJNIOTUX. JTa JUATHOCTUYECKAash HaxoJKa 4YacTO COMPOBOXKIAETCS MHOTOIUIONHOW OepemeHHOCThIO (40-75%) wu
IUTalleHTOMerajaued (ToJIIMHA IUJIalleHTl >4 cM BO BTOPOM TpUMeECTpe, =6 CcM B TpeTbeM TpumecTpe). MHorue
STHOJIOTHYECKHE (DAaKTOPBI MOTYT BBI3BIBATH HEMMMYHHBIH OTeK 1u1oaa. Ha ocHoBaHuM Oonbiioro uccienoBanus bemmnHu u
COAaBTOPOB TPWYHMHBI ObUIM pa3gencHbl Ha 14 xarteropuit [5,6]. HecMmoTps Ha HCHOJIB30BaHWE MHOTOYHCICHHBIX
JUarHOCTUYECKUX TECTOB Ul BBIABICHHMS KOHKPETHOW NMPUUYUHBL, oKojio 18% ciyuaeB ocratoTcs uavonarudeckumu [8]. B
MeXaHU3Me HEMMMYHHOTO OTEKa IUI0Ja UTPAIOT POJb IMIECTh OCHOBHBIX (PAKTOPOB: MEPBUYHAS CEpeUHAsi HEIOCTATOYHOCTb,
BTOPUYHAsL CEpJIeYHasi HEJIOCTATOYHOCTh, CHIDKEHHE OHKOTHYECKOTO JABJIICHWS, IMOBBIIICHHE MPOHHUIAEMOCTH KaHUISIPOB,
00CTPYKITHS WM HApYIIeHHE TUM(PATHIECKOTO TOKAa U 00CTPYKIHsI BEHO3HOTO TOoKa [4,8].

3akouenne: Briepsrle B X0 MCCIEIOBAaHUS ObUIa 3apeTHCTPUPOBaHA HEMMMYHHAs! OIyXOJIb IIIO/A, BBI3BAHHAS
BHYTPUOPIOIIHBIM ITy3bIPHO-AJJIAHTOMCHBIM CBHUINIOM Yypaxyca. ConuanbHas 3(QQEeKTHBHOCTh JaHHOW HAYYHOW HHHOBAIMH
3aKJII0OYaeTcs B TOM, YTO BBISBICHHWE IPUYMHBI HEMMMYHHOIO OT€Ka IUIOAA IMO3BOJUT CHU3UTH YAaCTOTY HEBBIACHEHHBIX
aTHOJOrHYecKuX (opM 3abojeBaHMs, IOBBICUTb KauyeCTBO JMArHOCTUKM 3a00J€BaHMs, COKPATUTh pacxoAbl Ha
JIOTIOJIHUTEIbHBIE 00CIIETOBAHMS.

KLINIK HOLAT: URAXUS OQMASI SABABLI RIVOJLANGAN NOIMMUN HOMILA SHISHI
Pulatova G.A.!, Yusupbayev R.B.?

T Respublika ixtisoslashtirilgan ona va bola salomatligi ilmiy-amaliy tibbiyot markazi, Phd
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Respublika Ixtisoslashtirilgan Ona va Bola Salomatligi Ilmiy-Amaliy Tibbiyot Markazi

Abstrakt: Homilada shish sindromi - bu homilaning seroz bo‘shliglari va yumshoq to‘qimalarida patologik jihatdan
ortigcha suyuqlik to‘planishi bilan tavsiflangan polietiologik kasallik. Homilada shish sindromi bir gator homila ichi
kasalliklarining oxirgi bosqichidir. Kasallikning tarqalishi 1000-14000 tug‘ilishga 1 tani tashkil qiladi. Odatda, bu tashxis bilan
tug‘ilgan chaqaloglarning 20-33% dan ko‘pi tirik qolmaydi. Faqatgina antenatal davrda zamonaviy tibbiy texnologiyalardan
foydalanish va neonatal davrda chaqaloqlarni intensiv davolashda bu ko‘rsatkich 80% ga yetadi.

Tadqiqot ob’ekti Bemor M., 37yosh, 2-homiladorlik, 1-homiladorlik 6-haftalik muddatda rivojlanishdan to‘xtashi
bilan asoratlangan. Yashash joyida noimmun homila shishi tashxisi aniqlanganligi tufayli RIAGIATM markaziga murojaat
etgan va shifohonaga yotqizilgan. Noimmun homila shishi birinchi marta homiladorlikning 25-haftasida aniglangan.
Homiladorlikning 26-haftasida RIAGIATM markazi fetal tibbiyot bo‘limida ultratovush tekshiruvi o‘tkazildi va noimmun
homila shishi (rivojlangan assit, gidrotsele, kamsuvlilik o‘rta daraja, kardiomegaliya, qon aylanishi markazlashuvi,
kompensatsiyalangan o‘ng qorincha yetishmovchiligi) aniglandi. Dastlab o‘tkazilgan tashxislovchi kordotsentez va
amniotsentez, tashxislovchi va davolovchi homila laparotsentezi amaliyotida assitik suyuqlikda yallig‘lanish oldi mediatorlari
miqdori yuqori bo‘lganligi sababli homilador ayolda yallig‘lanishga qarshi va immunoglobulin terapiya davo muolajasi
o‘tkazildi. Qaytalangan assit sababli ayolda jami 3 marta laparotsentez amaliyoti o‘tkazildi va ketmag‘ket 250-300 ml atrofida
assitik suyuqlik evakuatsiya qilindi. Nazorat ultratovush tekshiruvida 29 haftalik homiladorlik muddatida retsidivlanuvchi
noimmun homila shishi tashxisi bilan bemor abdomino-amnial shuntlash amaliyoti uchun rejali ravishda shifohonaga yotqizildi.
Shu kunning o°zida homiladorda yo‘ldosh vaqtidan oldin ko‘chishi og‘ir darajasi kuzatilganligi sababli tezkor kesarcha kesish
amaliyoti o‘tkazildi. Chaqaloqda hayotiy ko‘rsatkichlar aniglanmadi va Apgar bo‘yicha 0/0 ball bilan baholandi. Tug‘rugdan
keyingi patalogoanatomik tekshiruv jarayonida homilada pastki siydik yo‘llari anomaliyasi — uretra atreziyasi, siydik pufagi
gipertrofiyasi va uraxus yuqori 1/3 qismi kistasi ogmasi aniglandi.

Kalit so‘zlar: Noimmun homila shishi, qaytalangan assit, laparotsentez, abdomino-amnial shuntlash, uretra atreziyasi,
siydik pufagi gipertrofiyasi, uraxus yuqori 1/3 qismi kistasi ogmasi.

Kirish: Noimmun homila shishi - eritrotsitlarning alloimmunizatsiyasi bo‘lmagan holatda, homila tanasida
suyugqlikning ikki yoki undan ortiq anomal to‘planishi bilan tavsiflanadi. Ultratovush tekshiruvida Noimmun homila shishining
tipik belgilari bo‘lib: teri osti to‘qimalarining umumiy shishi, gidrotoraks, assit, perikardial shish (bosh suyagi yoki ko‘krak
devori darajasida > 5 mm) hisoblanadi. Tashxis homila tanasining bittadan ortiq seroz bo‘shlig‘ida suyuqlik to‘planishini
aniglash bilan tasdiqlanadi. Bu xususiyat Noimmun homila shishini izolyatsiyalangan gidrotoraks, assit, perikardial shish,
kistoz gigroma yoki oksipital shishdan ajratib turadi. Terining shishi, ayniqsa bosh sohasida shishlar, homila shishining
umumlashgan belgisi bo‘lib, ko‘pincha ushbu patalogiyaning so‘nggi bosqichlarining belgisi hisoblanadi. Ushbu tashxis
natijalari ko‘pincha ko‘psuvlilik (40-75%) va platsentomegaliya (ikkinchi trimestrda yo‘ldoshning qalinligi >4 sm, uchinchi
trimestrda >6 sm) bilan birga keladi. Noimmun homila shishini juda ko‘p etiologik omillar keltirib chiqarishi mumkin. Bellini
va hammualliflarini olib borgan yirik tadqiqotlariga asoslanib sabablar 14ta toifaga bo‘lingan [5,6]. Muayyan bir sababni
aniqlash uchun ko‘plab diagnostik testlar qo‘llanilayotganiga qaramasdan, taxminan 18% holatlarda bu kasallik idiopatik
bo‘lib qolmoqda [8]. Noimmun homila shishining kelib chiqish mexanizmida asosan 6 ta omil rol o‘ynaydi - birlamchi yurak
yetishmovchiligi, ikkilamchi yurak yetishmovchiligi, onkotik bosimning pasayishi, kapillyar o‘tkazuvchanlikning oshishi,
limfa oqimining obstruksiyasi yoki buzilishi, venoz oqimning obstruksiyasi [4,8].

Tadqiqotning predmeti va usullari: noimmun homila shishi mavjud homilador ayolda umumklinik, kliniko-
anamnestik, laborator, instrumental, invaziv, patomorfologik usullardan foydalanib tadqiqot o‘tkazildi.

Klinik holaat: Bemor M., 37yosh, 2-homiladorlik, yashash joyida noimmun homila shishi tashxisi aniqlanganligi
tufayli RIAGIATM markaziga murojaat etgan va shifohonaga yotqizilgan. Noimmun homila shishi birinchi marta
homiladorlikning 25-haftasida aniqlangan. Homiladorlikning 26-xaftasida RIAGIATM markazi fetal tibbiyot bo‘limida
ultratovush tekshiruvi o‘tkazildi va noimmun homila shishi (rivojlangan assit, gidrotsele, kamsuvlilik o‘rta daraja,
kardiomegaliya, qon aylanishi markazlashuvi, kompensatsiyalangan o‘ng qorincha yetishmovchiligi) aniglandi. Akusherlik
anamnezi asoratlangan — 1- homiladorlik 6 haftalik muddatda rivojlanishdan to‘xtagan. Mazkur homiladorlik — II homiladorlik.
Homiladorlikning 1- yarmi, 8 va 14 haftalik muddatlarda o‘tkir respirator infeksiya bilan asoratlangan. 1- va 2- skrining
natijalari (UTT, bioximiya) normada. TORCH infeksiya tahlillari manfiy.

Homiladorlikning 26 hafta 1 kunlik muddatida tashxislovchi kordotsentez va amniotsentez, tashxislovchi va
davolovchi homila laparotsentezi amaliyotlari o°‘tkazildi. Kariotip — 46 XY, patologik o‘zgarishsiz. TORCH infeksiya tahlillari
(PZR, IFA) manfiy. Assitik suyuqlikda yallig‘lanish oldi mediatorlari migdori yuqori (IL6- 297,0 pk/ml, PCT-0,7 ng/ml).
Homilador ayolda yallig‘lanishga garshi va immunoglobulin terapiya davo muolajasi o‘tkazildi. 27 hafta 3 kunlik muddatda
nazorat ultratovush tekshiruvida retsidivlanuvchi assit belgilari aniglandi. Bemorga noaniq etiologiyali noimmun homila shishi
tashxisi qo‘yildi va qaytalangan assit hisobiga 2-laparotsentez amaliyoti o‘tkazildi, 250 ml miqdoridagi assitik suyuqlik

2 Respublika ixtisoslashtirilgan ona va bola salomatligi ilmiy-amaliy tibbiyot markazi fetal tibbiyoti bo’limi mudiri, t.f.d.
professor
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evakuatsiya qilindi. 28 hafta 2 kunlik muddatda 3- laparotsentez amaliyoti o‘tkazildi va 300 ml miqdoridagi assitik suyuqlik
evakuatsiya qilindi. Nazorat ultratovush tekshiruvida 29 haftalik homiladorlik muddatida retsidivlanuvchi noimmun homila
shishi tashxisi bilan bemor abdomino-amnial shuntlash amaliyoti uchun rejali ravishda shifoxonaga yotqizildi. Shu kunning
o°‘zida homiladorda yo‘ldosh vaqtidan oldin ko‘chishi og‘ir darajasi kuzatilganligi sababli tezkor kesarcha kesish amaliyoti
o‘tkazildi. Homila jinsi - o‘g‘il bola, vazni - 2100 gr, uzunligi — 38 sm, hayotiy ko‘rsatkichlar aniglanmadi va Apgar bo‘yicha
0/0 ball bilan baholandi. Homila qorin aylanasi o‘lchami katta, tomir yulduzchalari mavjud. Homilada boshqa turdagi tug‘ma
anomaliya belgilari kuzatilmadi (1-rasm).

1 rasm. Homilada assit belgilari (tug‘ruqdan keyingi 3- soat)

Tug‘ruqdan keyingi patalogoanatomik tekshiruv jarayonida, homilada pastki siydik yo‘llari anomaliyasi — uretra
atreziyasi, siydik pufagi gipertrofiyasi (2, b-rasm) va uraxus yuqori 1/3 qismi kistasi oqmasi aniqlandi (3, b-rasm). Assitik
suyugqlik tarkibi o‘rganilganda siydik tarkibi bilan o‘xshashligi kuzatildi (2, a-rasm).

Muhokama: Uraxus - siydik pufagining yuqori qismini kindik tizimchasi bilan bog‘laydigan siydik yo‘li bo‘lib,
allantoisning intraperitoneal segmentining hosilasidir, embriogenezning dastlabki bosqichlarida siydik pufagini allantoisning
embriondan tashqari qismi bilan bog‘laydigan kanaldir (3, a-rasm).

2 rasm. Patologoanatomik tekshiruv jarayonida homila qorin bo‘shlig‘idan olingan assitik suyuqlik (a), siydik
pufagi fibroz giperplaziyasi (b).

Embrionda u birlamchi siydikni amniotik suyuqlikka yo‘naltirish uchun xizmat qiladi. Homila rivojlanishining 5-7
oyligida u odatda butunlay obliteratsiyaga uchraydi va medial vesico-umblical bog‘lamga aylanadi [7,8].

5

Tadqiqotimizda uchragan mazkur klinik holatda, homilada uraxus faoliyati to‘xtagunga qadar homila siydik chiqarish
tizimi bilan muammolar kuzatilmagan. Faqatgina homiladagi siydik yo‘li (uraxus) fiziolgik obliteratsiyasi kuzatilgandan so‘ng
pastki siydik yo‘llari nugsoni uretra atreziyasi tufayli siydik, uraxus oqmasi orqali homila qorin bo‘shlig‘iga assitik suyuqlik
sifatida yig‘ila boshlagan (3, b-rasm). Shu sababli homilada oligidroamnion kuzatila boshlagan. Siydik pufagi fibrostik
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giperplaziyasi sababli megatsistis kuzatilmagan. Homiladorlikning 19-25 xafta oralig‘idagi UTT ma’lumotlari yo‘qligi sababli
kasallikning boshlang‘ich davrlarida piyeloektaziya va uretrogidronefroz belgilari kuzatilganmi, yo‘qmi bu bizga noma’lum.
Mazkur holat xorijiy adabiyotlarda uchramagan bo‘lib, ushbu tadqiqot davomida birinchi bor kuzatildi va kasallikka fagatgina
tug‘ruqdan keyingi patalogoanatomik tekshiruv jarayonida tashxis qo‘yishga erishildi.

3 rasm. a-normal uraxus, b-uraxus Kistasi ogmasi
Xulosa: tadqiqot davomida birinchi bor intraabdominal vesico-allantoic uraxus oqmasi sababli kelib chiqqan
noimmun homila shishi. Ushbu ilmiy yangilikning ijtimoiy samaradorligi shundan iboratki, noimmun homila shishiga olib
keluvchi ushbu sababning aniqlanishi kasallikning noaniq etiologiyali turlari uchrashini kamaytiradi, kasallikni tashxislash
sifatini oshiradi va keyingi tekshiruvlar uchun ketadigan xarajatlar hajmini kamaytiradi.
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