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Neuroprotective Effect of PDGF-C Protein in Retina Photoreceptor Damage Models
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Abstract: [Objective] We investigated the neuroprotective effect of Platelet—derived growth factor C (PDGF-C) pro-
tein in retina photoreceptor cell damage models. [ Methods] Both in vivo and in vitro models have been tested. One is UV—
lesioned photoreceptor cell line 661W. Neuroprotective effect of PDGF-C was assessed by MTT test. Another model is a
typical retinitis pigmentosa model called Pde6brdl. Neuroprotective effect of PDGF—-C protein was assessed by immunos-
taining through retina cell primary culture and HE staining through subretinal injection. [ Result] Neuroprotective effect is
detected in UV-lesioned 661W cell model. The results of MTT test showed that the absorbance values in PDGF-C groups
increased obviously compared with control. Furthermore, immunostaining results showed that survival of photoreceptor
cells increased in PDGF~-C treated group compared with control. Moreover, subretinal injection of PDGF-C increased the
cell number in outer nuclear layer. [ Conclusion] Thus, the cell and animal models valicated the neuroprotective effect of
PDGF-C in photoreceptor lesions.
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Fig.1 PDGF-C protein and BSA treatment effect for UV-lesioned 661W cell
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Table 1 PDGF-C protein and BSA treatment effect for
UV-lesioned 661W cell (xxs)
Groups n 490 nm Absorbance
PDGF-C 10 0.285 + 0.054
BSA 10 0.173 + 0.006

Group PDGF-C compared with group BSA, P =0.012

&2 PDGF-C EAXi{ksMESE Pde6brdl 41 M iR E X 40
B B9 1E A
Table 2 PDGF-C protein and BSA treatment effect for

primary cell culture of Pde6brdl mouse retina (x +s)

Groups n recoverin'/DAPI
PDGF-C 10 0.101 £ 0.011
BSA 10 0.075 + 0.006

Group PDGF-C compared with group BSA, P = 0.000
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Table 3 PDGF-C protein and BSA treatment effect for

Pde6brd1l mouse (x£s)
Groups n ONL Nuclear/100 pm
PDGF-C 12 384 +6.1
BSA 12 272 +53

Group PDGF-C compared with group BSA, P = 0.023
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A': BSA treated group, X 10; B: PDGF-C treated group, X 10; C: Analysis of ratio of photoreceptor cells and retina mix cells after interfer-

ing PDGF-C protein and BSA. Green: recoverin, blue: DAPI. P < 0.001 vs control group, n = 10.
E 2 PDGF-C ZEXHA5MESR Pdecbrdl 1K IER K 40 A1
Fig.2 PDGF-C protein and BSA treatment effect for primary cell culture of Pde6brd1l mouse retina
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A': PDGF-C protein injection group, X 20; B: BSA injection group, X 20; C: Analysis of ONL cell number. Yellow arrows show photorecep-

tor cells remain in ONL. ONL: outer nuclear layer; INL: inner nuclear layer. P < 0.05 vs control group, n =12, Bar = 50 pum.
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Fig.3 PDGF-C protein and BSA treatment effect for Pde6brd1 mouse
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