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Expression of EPO and VEGF in aqueous humor of patients with angiogenic glaucoma
XU Duo' .YANG Jianzheng® ,LIU Yi' ,LIU Hua' ,LANG min' ,HE Xiangge”
(1. Department of Ophthalmology sChinese People’s Liberation Army Characteristic Medical
Center ,Chongqing 400042 ,China ;2. Department of Ultrasound ,Chinese People’s
Liberation Army Characteristic Medical Center ,Chongqing 400042 ,China ;3. Department o f
Ophthalmology sChongqing Aer Ophthalmology Hospital ,Chongqing 400000,China)
Abstract : Objective To investigate the correlation between erythropoietin (EPO) and vascular endotheli-
al growth factor (VEGF) in aqueous humor of patients with angiogenetic glaucoma (NVG) and their correla-
tion with ocular hemodynamics and oxidative stress,so as to provide evidence for the diagnosis and treatment
of NVG. Methods 35 cases of angiogenetic glaucoma admitted to Chinese People’s Liberation Army Charac-
teristic Medical Center from January 2017 to December 2018 were selected as the study group,and 35 cases pa-
tients with primary glaucoma admitted to the hospital during the same period were selected as the control

group. The expressions of EPO and VEGF in aqueous humor of the two groups were detected by ELISA,and
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the ocular hemodynamic parameters and oxidative stress were measured by ultrasound,and the correlation was
The levels of EPO and VEGF in the study group were (192. 34 &= 10. 27) ng/mlL and
(1 089.14+%52. 18) U/L, respectively, which were significantly higher than those in the control group
(49.13=£5. 48)ng/mL and (305. 26£20. 58) U/L,with significant differences (P<C0. 05). The levels of EDV,
PSA in the central retinal artery and the posterior tendinous short artery in the study group were (2.51+
0.32),(8.12£1.08),(2.64240.41),(9.74%1.17) cm/s,respectively, which were significantly lower than
those in the control group (3.8440.47),(12.54+£2.16),(3.754+0.52),(15.53+£2.06) cm/s,with signifi-
cant differences (P<C0. 05). The expressions of EPO and VEGF in aqueous humor were negatively correlated

analyzed. Results

with the levels of EDV and PSA in central retinal artery and EDV and PSA in posterior tendinous short artery
in the study group(r= —0.374, P =0. 000). The levels of MDA and AOPP in aqueous humor of the study
group were (3.4840.49),(2.51£0.58) nmol/mL,which were significantly higher than those of the control
group (1.86=+0.18),(1.0940.16) nmol/mL,and the differences were statistically significant (P<C0. 05).
The levels of SOD,GSH-Px and CAT in aqueous humor of the study group were (21. 36 +3.46),(15. 97+
3.15),(9.14%2.83) U/mL,which were significantly lower than those of the control group (59.15+8.09),
(42.1246.76),(24.12£4.14)U/mL, and the differences were statistically significant (P <C0. 05). The ex-
pression levels of EPO and VEGF in aqueous humor were positively correlated with the levels of MDA and
AOPP(r=0. 671, P =0. 000), and negatively correlated with the levels of SOD, GSH-Px and CAT (r=
—0.592,P=0. 000). Conclusion The expression levels of EPO and VEGF in aqueous humor of NVG pa-
tients were significantly higher than those of primary glaucoma patients,and were correlated with ocular he-
modynamics and oxidative stress. Detection of EPO and VEGF in clinical pathogenesis can be helpful for clini-
cal diagnosis and treatment.
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