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(AA} 36~46%), MCV 71.3 fL(&A} 80~99.5 L), MCH
20.5 pg(AAF 26~38 pg), MCHC 28.8 g/dL(#A} 30~37
g/dL), Iron (Fe) 40 ug/dL(#A} 70~180 w/dL), Ferritin
4.0 ng/mL(#A} 5.5~300 ng/mL), UIBC 340 pg/dL(AA
194~268 ug/dL) 2 HAWY g9 27& Hyon,
AT 269x10°/uL(FAF 130~400x107/ul) 2 A4+ W9
gtk PT (Prothrombin time)+&= 12.12(HAF 11.0~15.0%),
aPTT (Activated partial thromboplastin time) 27.1%(34¢
22.4%~40.4%), BT (Bleeding time) 3.205-(AAF 1~5%)
o2 AHAH Yof 9231, Protein C, Protain S, Anti—
thrombin 11 A4} #919ich S A7, FaaRAbe
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Figure 1. Fundus photographs. (A) At the first visit, the left eye shows mild optic disc swelling, vascular tortuosity
with dilatation, and some blot—like retinal hemorrhages. (B) At 2 weeks after the first visit, the left eye shows
more severe optic disc swelling, vascular tortuosity with dilatation, flame—shaped retinal hemorrhages around the
optic disc, and mild macular edema. (C) At 3 months after the first visit, the left eye shows a nearly normal fundus
appearances besides a flame—shaped retinal hemorrhage near the inferortemporal vascular arcade. (D) At 5 Months
after the first visit, the left eye shows a normal fundus appearances.
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Figure 2. FAG. (A) At the first visit, the fluorescein angiograph in arteriovenous phase of the left eye shows dilated
and tortuous peripapillary veins, and multiple blocked fluorescences due to retinal hemorrhages. (B) At the first
visit, the fluorescein angiograph in the late phase of the left eye shows mild macular leakage and multiple blocked
fluorescences due to retinal hemorrhages.
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=ABSTRACT=

Central Retinal Vein Occlusion in Iron Deficiency Anemia

Young Joon Jo, MD"?, Deok Goo Lee, MD', Ki Yup Nam, MD', Jung Yeul Kim, MD"?

Department of Ophthalmology, College of Medicine, Chungnam National Um’versity‘, Daejeon, Korea
Chungnam National University Research Institute for Medical SciencesZ, Daejeon, Korea

Purpose: To report a case of central retinal vein occlusion caused by iron deficiency anemia in a healthy young adult,
Case Summary: A 23—-year—old female was referred to the department of ophthalmology after 4 days of acute onset of
decreased vision in her left eye, The best corrected visual acuity was 20/20 in the right eye and 10/20 in the left eye There
was no ocular pain, afferent pupillary defect or other ocular symptoms, Results of the anterior segment examination were normal,
Fundus examination showed mild optic disc swelling, flame—shaped retinal hemorrhages around the optic disc, and vascular
tortuosity with dilatation, The fluorescein angiography showed tortuous peripapillary veins, multiple blocked fluorescences due
to retinal hemorrhages, and delayed arteriovenous transit time, All medical examinations and laboratory tests for the risk factors
of central retinal vein occlusion were within normal limits, except for iron deficiency anemia, The patient was subsequently treated
with oral iron, Three months after the first visit, the best corrected visual acuity was 20/20 in the patient’s left eye with nearly
normal fundus appearances and no iron deficiency anemia detected in laboratory tests,

Conclusions: In cases of CRVO in young adults without other systemic diseases and risk factors, evaluation of the hematologic
state may be necessary,
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