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Giris

Tor gisanin markaozi arteriyasinin kaskin okkliiziyast (TMAQ) gbziin on agir
damar zadslonmalaorindon biri olub, gérmo qabiliyyatinin qofil vo adston geri
dénmoz itirilmosi ilo miisayiot olunur. Bu voziyyat isemik insultun oftalmoloji
ekvivalenti hesab edilir vo tocili diagnostika ilo yanasi, xastonin idars olunmasinda
multidissiplinar yanasma tolob edir [1 — 3].

X.M.Kamilov va M.S.Qasimovanin fikrinca, tor qisanin moarkozi arteriyasinin
kaskin okkliiziyasi on ¢ox yasl xastolords inkisaf edir vo ateroskleroz, hipertoniya,
sokorli diabet kimi sistemli damar xostoliklori ilo six baglidir; homginin
serebrovaskulyar fosadlarin inkisafindan xobar veron ilkin olamat ola bilar [4].
Vizual goriintiilomo tisullarinin inkisafina vo diagnostik imkanlarin genislonmasino
baxmayaraq, TMAO {igiin effektiv, siibuta yetirilmis miialico tisullar1 hoalo do
kifayat qador deyil va gorma funksiyasi xostads yalniz mahdud sayda barpa olunur.
Klinik miisahidolorin dyronilmosi vo xastolorin idars olunmasi strategiyalarinin
tohlili miiasir oftalmologiyanin aktual masalasi olaraq qalmaqdadir.

Magqsad — tor gisanin morkozi arteriyasinin atipik klinik gedisata malik koskin
okkliiziyasi tlizro klinik hali toqdim etmak.

Material vo metodlar

Todgiqata klinik olaraq tesdiglonmis TMAO diagnozu olan 60 yasl bir kisi
xosto daxil edilmisdir. Xosto hortorofli oftalmoloji miiayinodon, o ciimlodon
vizometriya, tonometriya, biomikroskopiya, oftalmoskopiya, A- vo B-skan
ultrasos miiayinasi vo optik koherens tomoqrafiyadan (OKT) ke¢gmisdir. Bundan
olavo, damar patologiyasi iigiin sistemli risk faktorlarini miioyyon etmok vo
xastaliyin etiologiyasini doqiqlosdirmok mogsadilo timumi klinik vo laboratoriya
miiayinoalori aparilmisdir.

Naticalar vo miizakira

60 yasl kisi sol goziindo gofil gérma itkisi ilo miiraciot etmisdir. Miiayino
zamani gérma itiliyi: Vis OD = 0,8, Vis OS = pr. 1. incertae (is1q proyeksiyasi
geyri-diizgiin) idi. Gézdaxili tozyiq: Pt OD/OS = 17/18 mm c.s. Hor iki goziin 6n
seqmenti normal idi. Oftalmoskopiya askar etdi: OD: goérmo siniri diski solgun
¢ohrayi, sorhodlori aydin, formasi dairovidir, fizioloji ekskavasiya qorunub



saxlanilmigdir, arteriya vo venalar orta kalibrlidir, arteriovenoz nisbot 2:3-diir,
tor qisa normaldir. OS: gérma siniri diski agdir, sorhodlori aydindir, ekskavasiya
0,6-0,7 PD-dir, damar dostasi burun torafs yerini doyismisdir, arteriyalar koskin
daralmigdir, tor qisa 6demli, solgun boz rongdadir. Makula nahiyasinde miisbot
kontrast simptomu askar edilmisdir (sokil 1). Hor iki goziin B-skan miiayinasi
stisovari cisimdo miilayim destruktiv doyisikliklori, natamam arxa siisovari cisim
gopmasini tosdiglomisdir.

Boyun damarlarinin doppler ultrasas miiayinosi sol daxili yuxu arteriyasinin
hemodinamik ohomiyyatli stenozunu askar etmisdir. Laboratoriya naticolori:
milayim leykositoz, normal sidik analizi, miilayim hiperqlikemiya,
hiperkoaqulyasiya olamatlori (fibrinogenin vo protrombin indeksinin artmasi).

Xoastayo sol giiziiniin “TMAO, 1T A daracali agigbucagli glaukoma” diagnozu
goyulmusdur.

Kompleks konservativ terapiyaya daxil idi: sol goz almasinin masaji; 6n
kameranin parasentezi icra edilmisdir. Antihipertenziv dormanlar, vazodilatatorlar,
antikoaqulyantlar, 6demo gars1 vo neyroprotektiv agentlor, nootrop terapiya vo
sistemli B qrupu vitaminlori toyin edilmisdir.

Xostonin vaziyyastinin dinamikasi: miialico zamani sol gozdo subyektiv
dumanlanmanin azaldigi qeyd edilmisdir. 7-10-cu giinlora qador torl qisanin
isemik 6deminin azalmasi, damar perfuziyasinin qismon yaxsilasmasi vo torlu
gisanin solgunluq doracasinin azalmast miisahido olundu. “Kontrast” simptomu
qalsa da, daha az nozoro carpan oldu. Sol goziin OKT miiayinosi torlu gisanin
daxili gatlariin galinliginin miilayim doracoads azaldigini vo reflektivliyin asagi
diismosini askar etdi ki, bu da isemik 6demin qismon reqressiyasina uygun galir.
Sol gbziin gérma itiliyi 0,03-0 godor artdi. Gozdaxili tozyiq normal hiidudlarda idi.
Anatomik parametrlorin qismon yaxsilasmasina baxmayaraq, funksional prognoz
mohdud olaraq qalmigidir. Xosto sonradan iimumi terapevt, kardioloq vo nevrologa
yonlondirilmisdir.

Yekun

1. Klinik miigahidenin do tesdiq etdiyi kimi, TMAO gormo funksiyasinin
kaskin vo ¢ox vaxt geriddnmoz sokildo pislosmasino sobab olur.

2. Kompleks konservativ miialico isemik 6demin qismon azalmasini vo gérma
itiliyinin ciizi yaxsilagsmasini tomin etso do, funksiyalarin tam borpasina
nail olunmamisdir.

3. Bu miisahido, qofil gérmo itkisi zamami xostonin vaxtinda miiraciot
etmosinin vacibliyini, hom¢inin TMAO zamani sistemli risk faktorlarim
miioyyon etmok vo miialiconi optimallasdirmagq ti¢lin hortorafli miiayinoyo
ehtiyac oldugunu vurgulayar.

Acgar sozlar: tor gisamin moarkazi arteriyasumin kaskin okkliiziyasi, sistemli risk
faktorlari, multidissiplinar
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Introduction

Acute central retinal artery occlusion (CRAO) is one of the most severe
vascular lesions of the eye, accompanied by sudden and usually irreversible loss
of vision. This condition is considered the ophthalmologic equivalent of ischemic
stroke, requiring urgent diagnosis and a multidisciplinary approach to patient
management [1 — 3].

According to Kamilov Kh.M. and Kasymova M.S., CRAO most often develops
in older patients and is closely associated with systemic vascular diseases,
including atherosclerosis, hypertension, and diabetes mellitus, and may also
precede the development of cerebrovascular complications [4]. Despite advances
in imaging techniques and expanded diagnostic capabilities, effective evidence-
based treatments for CRAO remain lacking, and visual function is restored in
only a limited number of patients. The study of clinical observations and analysis
of patient management strategies for CRAO remains a pressing issue in modern
ophthalmology.

Purpose — to present of a clinical case of acute CRAO with an atypical clinical
course.

Material and Methods

The study included one 60-year-old male patient with clinically confirmed acute
CRAO. The patient underwent a comprehensive ophthalmological examination,
including visometry, tonometry, biomicroscopy, ophthalmoscopy, A- and B-scan
ultrasound, and optical coherence tomography (OCT). Additionally, general
medical and laboratory tests were performed to identify systemic risk factors for
vascular pathology and clarify the etiology of the disease.

Results and Discussion

A 60-year-old man presented with sudden, severe vision loss in his left eye. On
admission, visual acuity was: Vis OD = 0.8, Vis OS = pr. L. incertae. Intraocular
pressure: Pt OD/OS = 17/18 mmHg. The anterior segment of both eyes was
normal. Ophthalmoscopy revealed: optic disc is pale pink, borders are clear, shape
is round, physiological cupping is preserved, arteries and veins are of medium
caliber, arteriovenous ratio is 2:3, retina is normal. OS: optic disc is white, borders



are clear, cupping is 0.6-0.7 PD, vascular bundle is shifted to the nasal side, arteries
are sharply narrowed, retina is edematous, pale gray. Positive contrast sign was
detected in the macular region (Figure 1). AB-scan of the OU confirmed moderate
destructive changes in the vitreous, incomplete posterior vitreous detachment, and
an adherent retina.

Doppler ultrasonography of the neck vessels revealed hemodynamically
significant stenosis of the left internal carotid artery. Laboratory findings:
moderate leukocytosis, normal urinalysis, moderate hyperglycemia, signs of
hypercoagulability (increased fibrinogen and prothrombin index).

The patient was diagnosed with acute CRAO (OS) and open-angle glaucoma
grade IT A.

Complex conservative therapy included: OS eyeball massage; An anterior
chamber paracentesis was performed. Topical antihypertensive medications,
decongestants, vasodilators, anticoagulants, neuroprotective agents, nootropic
therapy, and systemic B vitamins were prescribed.

Progression of the patient’s condition. During therapy, a decrease in subjective
fogging in the OS was noted. By days 7-10, a decrease in ischemic retinal
edema, partial improvement in vascular perfusion, and a decrease in the severity
of retinal pallor were observed. The “contrast” symptom persisted but became
less pronounced. OS OCT revealed a moderate decrease in the thickness of the
inner retinal layers and a decrease in their reflectivity, consistent with partial
regression of ischemic edema. Visual acuity in the left eye increased to 0.03.
Intraocular pressure remained within normal limits. Despite partial improvement
in anatomical parameters, the functional prognosis remained limited. The patient
was subsequently referred to a general practitioner, cardiologist, and neurologist.

Conclusion

1. Acute central retinal artery occlusion leads to a sharp deterioration in visual
function, often irreversible, as confirmed by clinical observation.

2. Complex conservative therapy provided a partial reduction in ischemic
edema and minimal improvement in visual acuity, but full restoration of
function was not achieved.

3. The observation emphasizes the importance of early patient referral
for sudden vision loss and the need for a comprehensive examination to
identify systemic risk factors and optimize management in acute central
retinal artery occlusion.

Keywords: acute central retinal artery occlusion, systemic risk factors,
multidisciplinary




Sokil 1. Pasiyentin a) sol goziin makula nahiyasinin OKT-mas:: tor gisanin daxili gatlarinin diffuz
qalinlagmasi, reflektivliyin artmasi va foveal cuxurun hamarlagmasi,; b) sol goziin fundus goriintiisii:
TMAO figiin xarakterik olan ateriyalarin daralmasi, isemik torlu qisa 6demi va makulada miisbat
kontrast simptomu.

Figure 1. a) OS OCT of the macular region: revealed diffuse thickening of the inner retinal layers,
increased reflectivity, and smoothing of the foveal pit. b) Left fundus: ischemic retinal edema with
arteriolar narrowing and a positive contrast sign in the macula, characteristic of CRAO.
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