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Abstract:

Immunoglobulin G induces fibrosis-like phenotypes in retinal pigment epithelial cells through EMT and matrix remodeling
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RPE Phenotype: EMT Mesenchymal Phenotype:
Tight juntions Cytoskeletal changes -
Cell Polarity Transcriptional shift

Potential mechansims:
Aging,

Loss of tight junction,
Misfolded protein
accumulation,

Inflammation.

RPE signature genes Migration and motility

Key molecules:
TGFB, VIM, SNAI2, CDH2.

Key molecules:
Z0O-1, BEST1, CRALBP,
RPE 65, TRPM1.
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3. Phase-contrast imaging 3. Phase-contrast imaging 4. Quantification of wound closure )
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C Quantification of EMT-like morphological changes

Figure 2. Time-lapse imaging (48h) shows RPE cells
undergoing EMT. IgG- and TGF-p—treated cells
progressively adopt a spindle-like, fibroblast
morphology, while control cells remain more rounded.
Full time-lapse imaging (48h), scan QR code to watch
video [»

minor axis length
Quantification of EMT-like cell elongation.

major axis length
Quantification of EMT-like cell elongation.
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Figure 6. Western blot analysis of fibrosis-related signaling pathways in 1gG-treated ARPE-19 cells. BOK B AR AR 2 A B A sgessgesses| | o Visual acuity
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