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[ Abstract] Diabetic retinopathy ( DR) is one of the most common serious microvascular complications of
diabetes. Many studies have shown that DR is caused by damage to the retinal neurovascular unit. As our
understanding of the pathogenesis of DR is still limited, existing treatment methods have not achieved the ideal effect
of delaying progression and curing the disease at the fundamental level of pathogenesis. To further clarify the
occurrence and development mechanism of DR and explore more effective prevention and treatment methods,
researchers have developed and used various cell models targeting specific cells and signaling pathways. Most of these
cell models can simulate part of the pathological changes of DR, but they cannot fully simulate the physiological and
pathological environments in the body. Therefore, researchers must consider the research purpose and observation
indicators comprehensively,select an appropriate cell model, and confirm it through animal experiments. This review
provides a comprehensive discussion about the normal distribution, physiological functions, pathological changes of DR
and the modeling methods, pathological manifestations and research applications of these models.
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BAHE .58 25,2020 4 11 J] 21 H R AR KM I T B
Shtiz TRBER R BERRA. BFEEERERE, A
L PR R, 2 IR A IR A I T AR T R AT
ARG PR A AN TR AR, TR RINF . AR
JES T RBRIRA D i ARATAHY 0.1 8275 2 1.0 HBH A4 ar iRk
Ffa, i 120/80 mmHg( 1 mmHg=0. 133 kPa) ., HR B} 2 . #1
NAM 0.6, 8 IEM Sy 1.0 M 0.05, FF IETL 2 o IRIEAT IR
15 mmHg, 2[R 12 mmHg, XUHR 5 3& W1, /85 DR Y (-)
Pk (=) ML EAR 3 mm, X6 RS AFTE . A R AR A o R 0
T, ZE RN AR AR e A o RIS A e W O U0 AR AL 48 00 5 3% e
A TE B0 IR A OE AT IE R, BB IX PO M RO R
(F 1A) . F62 40 T Wr )2 #9 #§ (optical coherence tomography,
OCT) #6251 7% 7o HR 3 E vo o U0 55 350 00 400 180 58 P9 PACER 2 55 80 PA
ARIZ Z 1A B 2 AR 5 6 (&1 1B) o OCT 1L % & (optical
coherence tomography angiography, OCTA ) £ A i 75 72 IR ¥ 4 Jlk
ML ETEBR AT PR IR B ikl (J&] 1C) o %06 B B I 3

% (fundus fluorescein angiography, FFA ) B & 15 Wk 2 4% [l 45 1 52
(indocyanine green angiography,ICGA) ¥ 7 i 7~ , 2 HR A1 I i 2
Jik o i ) B R AE AR, T 25 s FRAR A (L 1D) 5 F 59 s 52K
SE K (B 1E) o £7HR OCT/OCTA [FFA/ICGA #5 25 ¥R WL W]
B H. MK D-Z AR K F &, A 593 ng/ml (IE H
0~500 ng/ml) . #I15 W7 Ac R 21 0 0 55 oo 0 o 2 400 T 9
7% ( paracentral acute middle maculopathy, PAMM ) , 7. Rl 44 - Ifi.
BYRAGYIBIT. WRITRE | R, BRI EMR DR 0.2, IR E
13 mmHg, [ fL H A2 20 4 mm , & 30 X% AP AL B,
AR S 3947 ) B DR 28 B 0o U 22 3 90 P A A R L ]
S o BRI 228 W) R ZE O S50 Sl Dk BE B, w3 il i R
VA, BEL 3 4 B o R AR A 2 0 4 A A R A ) B Bl bk o, v
e, WL g BE rh g gl ik BE R S g ik S R . R A
PAMM f5 55 2 K, 38 TCW] 75 B R K B IS 1 e A% I bR
Bl , 47 MR & A5 12 W Dy 70 0 8080 i il B850 (1 2A4) o B #%i2
2 B 25 YRR I B2 P00 A ARG E 2l koot B A AL BE IR T L





