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Giris

Proliferativ vitreoretinopatiyanin (PVR) inkisafinda iltihab faktorun amili osas
rollardan birini oynayir [1 — 3]. Uveitlorin ¢oxfaktorlu etiologiyasini, eloco do
omok qabiliyyatli gonc yas qrupuna aid soxslords xastoliyin olilliklo naticolonon
xarakterini nozoro alaraq, goziin damar gisasinin xostoliklori zamani PVR-in
patogenezindo bu faktorlardan bazilorinin rolunun dyronilmasi xiisusi maraq kosb
edir [4, 5].

Moagsad — uveiti olan xostolordo PVR-in inkisafinda iltihab sitokinlorin
(TNF-q, II-1B, 1I-8) va boyiima faktorlarinin (VEGF-a, TGF-B, PEDF) rolunu
giymatlondirmok.

Material vo metodlar

Todqigat Akademik Zorifo Oliyeva adina Milli Oftalmologiya Markozindo
uveiti olan iki qrup xastalorde aparilmisdir: I qrup — PVR inkisaf etmayon 43
xosto; II qrup — 2-3 illik miisahido dovriindo PVR inkisaf edon 42 xosta. I vo II
gruplarda ilkin miiraciotodok xastoliyin orta davametmo miiddoti miivafiq olaraq
1,0£0,21lva2,1 £0,5 il olmusdur. Xastolorin orta yasi uygun olaraq 39,9 + 2,2 vo
38,8 + 2,2 1l toskil etmisdir. Kisi/qadin nisbati I qrupda 25/18, II qrupda i1so 22/20
olmusdur. Yas vo cins gostoricilorino gora qruplar arasinda statistik ohomiyyotli
forq askar edilmomisgdir. Biitiin xostolordo ilkin miialico zamani vo miisahido
dovriindo gbz yasit mayesindo iltihabonii sitokinlorin (TNF-o, IL-1B3, IL-8) vo
boylimo faktorlariin (VEGF-a, TGF-f, PEDF) toyini moagsadilo immunoferment
miiayino iisulu (ELISA) totbiq edilmisdir. Infeksion, qeyri-infeksion vo idiopatik
uveitlorin paylanma tezliyino gora qruplar arasinda ohomiyyatli forq miioyyan
olunmamigdir: T qrup — 51,2%, 39,5%, 9,3%; II qrup — 35,9%, 54,8%, 9,3% (p
> (0,05). Bununla yanasi, ilkin miiraciot zamani1 damarli gisasinin iltihabinin bir
sira xiisusiyyatlorino géro qruplar arasinda statistik cohotdon ohomiyyatli forqlor
askar edilmisdir: anatomik lokalizasiya (p < 0,001), iltihabin agirliq deracasi (p =
0,005), prosesin aktivliyi (p = 0,004) va bilaterallig1 (p = 0,039).

Naticalor

[lkin miiraciot zaman1 miisayiot olunan makula 6demin (MO) mévcudlugu va
noévii baximindan qruplar arasinda ohomiyyatli forq miisahido edilmisdir: MO-
niin olmamast, kistoz makula 6demi (KMO), MO epiretinal membran ilo (ERM),




MO vitreomakulyar traksiya ilo (VMT) miivafiq olaraq I qrupda 79,1%, 16,3%,
4,6%, 0,0%, II qrupda iso 35,7%, 40,5%, 16,7%, 7,1% toskil etmisdir (p < 0,001).
Holo ilkin miiraciot zaman1 PVR-in sonradan inkisaf etdiyi II qrup xostolorin
gbzyas1t mayesindo iltihab sitokinlordon TNF-a (p = 0,031) vo IL-1B (p < 0,001)
soviyyalarinin orta gostaricilari I qrupla miiqayisade shamiyyatli deracodas yiiksok
olmusdur. Novbati morholods, I qrup xostalords hom iltihab sitokinlorin, hom do
boylimo faktorlarinin lokal soviyyado azalmasi miisahido edildiyi halda, II qrup
xastalorin gozyast mayesindo todqiq olunan biitlin parametrlorin migdarinda artim
qeyda alinmigdir. IT qrupda PVR-in inkisafi zamani1 gozyasi1 mayesinda dyronilon
biitiin sitokinlorin vo boyiima faktorlarinin orta gostoricilori PVR inkisaf etmomis
uveit ilo T qrup xostolorlo miigayisodo statistik olaraq ohomiyyatli doracodo
ylksok olmusdur (p < 0,001). Bundan slave, PVR-nin inkisafi zaman1 goézyasi
mayesindoki VEGF-a soviyyasi ilo uveitin agirliq doracasi arasinda (p = 0,321;
p = 0,038), eloco do iltihab sitokinlor TNF-a (p = 0,542; p = 0,000), IL-1B (p
= 0,569; p = 0,000) vo boyiimo faktoru TGF-B (p = 0,368; p = 0,016) arasinda
miisbot Spearman korrelyasiyasi miioyyon edilmisdir.

Yekun

Uveit zamani lokal saviyyodo VEGF-a, TNF-a, IL-1B vo TGF- gostoricilorinin
artmasi PVR-1n inkisafi ehtimalinin immunoloji risk faktorlari kimi qiymatlondirile
bilor. Bu gostoricilar ilo uveitin agirliq doracasi arasinda miisbat korrelyasiyasinin
olmas1 yanasi rezistent MO zamani1 PVR-nin profilaktikas1 mogsadilo anti-VEGF
terapiyasinin totbiqi miimkiindiir.
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Introduction

According to recent literature data, inflammation plays one of the key roles
in the development of proliferative vitreoretinopathy (PVR) [1 — 3]. Given the
multifactorial etiology and the disabling nature of uveitis in young people of
working age, it was of particular interest to study the role of some of these factors



in the pathogenesis of PVR in diseases of the uveal tract [4, 5].

Purpose — to evaluate the role of inflammatory cytokines (TNF-q, 11-1, 11-8)
and growth factors (VEGF-a, TGF-B, PEDF) in development of PVR in patients
with uveitis.

Material and Methods

The study was conducted in two groups of patients diagnosed with uveitis at the
National Ophthalmology Centre named after Academician Zarifa Aliyeva: Group
I: 43 patients without the development of PVR; Group II: 42 patients with the
development of PVR during a two- to three-year observation period. In Groups I
and II, the average disease duration before the initial visit was 1.0 + 0.2 years and
2.1 £ 0.5 years, respectively.

The mean ages were 39.9 &+ 2.2 and 38.8 + 2.2 years, respectively. The male/
female ratios were 25/18 in Group I and 22/20 in Group II. There were no
statistically significant differences between the groups in terms of age or gender.
Enzyme-linked immunosorbent assay (ELISA) was used to determine the levels
of proinflammatory cytokines (TNF-q, II-18, I1-8) and growth factors (VEGF-a,
TGF-B, PEDF) in the lacrimal fluid (LF) of all patients at the initial treatment and
during follow-up.

There was no significant difference between the groups in the percentage of
infectious, non-infectious, and idiopathic uveitis: Group I: 51.2%, 39.5%, 9.3%;
Group II: 35.9%, 54.8%, 9.3% (p > 0.05). The groups differed significantly in
several categories of vascular inflammation at initial visit: anatomical localization
(p <0.001), severity (p = 0.005), course activity (p = 0.004), laterality of the lesion
(p=0.039).

Results

A significant difference was observed between the groups in the presence and
type of concomitant macular oedema (MO) at the initial visit: no MO, cystic macular
oedema (CMO), MO with epiretinal membrane (ERM), MO with vitreomacular
traction (VMT): 79.1%, 16.3%, 4.6%, 0.0% in Group I; 35.7%, 40.5%, 16.7%,
7.1% 1n Group II, respectively (p < 0.001). Already at the initial visit, the average
levels of inflammatory cytokines TNF-a (p = 0.031) and II-18 (p < 0.001) in the
LF of Group II patients with further development of PVR significantly higher
than in Group 1. Subsequently, in the Group I patients, there is a decrease in the
level of both inflammatory cytokines and growth factors at the local level, while
in Group II patients, there is an increase in the content of all studied parameters in
the LF. During PVR development in Group II, the mean values of all the studied
growth factors and cytokines in the LF were significantly higher than in Group I
in patients with uveitis without PVR development (p <0.001). In the development
of PVR, a positive Spearman correlation was also determined between VEGF-a
in the LF and the severity of uveitis (p(Rho) = 0,321, p = 0.038), inflammatory
cytokines TNF-a (p(Rho) = 0.542, p = 0.000), 11-18 (p(Rho) = 0.569, p = 0.000),
growth factor TGF-B (p(Rho) =0.368, p =0.016).




Conclusion

High levels of VEGF-a, TNF-q, II-1B, and TGF-p in patients with uveitis at the
local level may warn about the possible risk of PVR development. The obtained
results of positive correlation between these indicators and the severity of uveitis
indicate the possibility of using anti-VEGF-a therapy in patients with uveitis and
resistant MO for prophylaxis of PVR development in the future.
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