¥ @ MBI A 1127

2012455 39 45 153

FLARTEHE X T M PR A Rt e

Rra MOE OEIE WEE B4R EFIR
EEM XRYE Lk AR K

HE  FUR S48 & AL BL9% E (breast cancer—associated retinopathy , BCAR ) 2 — P32 4 5 W6 5= 9% , & T 5 I 98 5545 P 3¢
AL L% AR R B, BCAR £ SURRIE B 8 P 09 K s R k. A X BCAR & & L 6 R AIL 697 FH L% — ik, B30 SR
B YA P R IR IR I AR A2 2 H AT BIAE A, SR AR RALIR R T RS WS R H B E] BCAR.
T KA B TR S BCAR &F 0 A AR T, AILLZR T BCAR 0 L mbLh L m & s R R ARG W &7 e,

KR UME AMMBURE B H LR BEMCEAMBLR T

doi:10.3969/j.issn.1000-8179.2012.15.033

Progress in the Study of Breast Cancer-associated Retinopathy
Guangyan JI, Lei XING, Jianbo HUANG, Lingquan KONG, Shengchun LIU, Hongyuan LI, Ziwei WANG, Guosheng REN, Kainan
WU, Lingquan KONG
Correspondence to: Lingquan KONG; E-mail:huihuikp@163.com
Department of General Surgery, The First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China

Abstract Breast cancer-associated retinopathy (BCAR) is a paraneoplastic neurologic syndrome that results in progressive loss
of vision and retinal degeneration. The morbidity rate of cancer-associated retinopathy among breast cancer patients is reportedly
0.68%. However, to date, few studies have focused on BCAR. The ocular symptoms of breast cancer are often misdiagnosed by some
physicians as side effects of drugs, diabetic retinopathy, or senile cataract. Early diagnosis and treatment of BCAR improve the quality
of life of patients. This article reviews the etiology, pathogenesis, morbidity, clinical manifestations, diagnosis, treatment, and prognosis
of BCAR.
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Table 1  Relationship of clinical manifestations and cancer—associated retinopathy with three different types of autoantibodies
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