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Level of PEDF Increased in Monocytes in Diabetic Retinopathy
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Abstract: [Objective] Pigment epithelium derived factor (PEDF) has been widely implicated in Diabetic retinopathy (DR) via
inhibition of angiogenesis and inflammation.Monocyte/macrophage (CD14* cell) is closely associated with chronic inflammation. The
present study is aimed to investigate whether PEDF is mainly expressed in monocytes in DR patients. [ Methods] Type 2 diabetic
patients served as DM group (n = 108), which were sub-divided into non-diabetic retinopathy group ( NDR group, n = 52) and
diabetic retinopathy group ( DR group, n = 56) by angiography. 52 healthy persons were enrolled in the study as normal control group
(NC group). CD14* cells were isolated from PBMC using density-gradient centrifugation and immunomagnetic beads. The protein level
of PEDF in the tPBMC and PBMC (exCD14%) was determined by western blot. The content of white blood cell count was measured.
[Results] The counts of monocytes were similar in NDR and DR groups (P > 0.05) but lower in NC group (P < 0.05). The counts of
lymphocytes in DR groups were lower in NDR groups (P<0.05). The level of PEDF in PBMC excluding CD14 positive cells was
significantly lower than that of total PBMC (P < 0.05). [ Conclusion] Monocytes are the main cells to secret PEDF in PBMC.
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Table 1 Clinical characteristics among the three groups

Group NC group(n =52) NDR group(n = 52) DR group(n = 56) P value
Age(year) 56.4+11.8 563 +7.1 62.2 +10.9 0.053
Male/Female 23/29 30/22 25/31 0.291
TC(mmol/L) 4.90 +0.77 5.04 £1.03 497 +1.28 0.797
TG (mmol/L) 1.00 (0.79, 1.29) 1.52(1.27, 2.78)" 1.57(1.09, 2.11)" 0.014
HDL-c(mmol/L) 1.46 £ 0.28 1.18 £ 0.57% 1.10 £ 0.28% <0.001
LDL~-c¢(mmol/L) 2.76 + 0.62 3.15+£0.95 3.08 £ 1.09 0.077
FBG (mmol/L) 5.09 = 0.42 13.25 + 5.63% 10.72 + 6.229% <0.001
HbAle(%) 5.29 +0.34 10.91 + 2.79% 8.88 £ 2.67% <0.001

TC: total cholesterol; TG: triglycerides; HDL—c: high density lipoprotein; LDL—c: low density lipoprotein; FBG: Fasting blood glucose;
HbAlc: glycated hemoglobin A1C; NC: normal control; NDR; non—diabetic retinopathy; DR diabetic retinopathy; 1) P<0.05 vs NC group; 2)P <

0.01 vs NC group; 3) P<0.05 vs NDR group; 4) P < 0.01 vs NDR group.
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Table 2 Counts of monocytes and lymphocyte among the three groups

NC group(n =52) NDR group(n = 52) DR group(n = 56) P value
WBC(x 10°/L) 6.10 £ 1.52 7.20 £ 2.01V 7.25 +2.60" 0.004
MONO(x 10°/L) 0.356 + 0.140 0.438 +0.191" 0.467 + 0.262" 0.018
MONO(%) 0.059 £ 0.018 0.061 + 0.021 0.065 + 0.021 0.258
LYMPH(x 10°/L) 1.949 + 0.561 2.264 + 0.764" 1.922 + 0.623% 0.016
LYMPH (%) 0.335 £ 0.074 0.323 +0.089 0.291 = 0.096" 0.026

WBC: white blood cell; MONO: monocyte; LYMPH: lymphocyte; NC: normal control; NDR: non-diabetic retinopathy; DR: diabetic
retinopathy; 1)P < 0.05 vs NC group; 2:P < 0.05 vs NDR group.
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JEL I A B ) B A G, o B R IR L 40 R e TR 35051 i o BRAZ 20 M 3

A, &5 PBMC 1 95%VA |, 0 R G0 H AMEFE N PBMC 435 5 CD14 411t 3 o He A
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% 3 % 10 EN . ..‘. ) *
A B C D
04 : T T 04 T : T (1] - . T 1 \ 0 T T T T ,
0.0 0.5 1.0 1.5 0.0 0.5 1.0 1.5 1 2 3 4 5 1 2 3 4 5
MONO( x 10°71) MONO( x 10%/L) LYMPH{ 1L LYMPEI( % 10°/L}

1 WBC 5 MONO.LYMPH {48 k4453 #7
Fig.1 Correlation between levels of WBC and MONO, LYMPH
A correlation between levels of WBC and MONO in NC group; B: correlation between levels of WBC and MONO in DM group; C: correlation
between levels of WBC and LYMPH in NC group; D correlation between levels of WBC and LYMPH in DM group.
WBC: white blood cell; MONO: monocyte; LYMPH : lymphocyte.
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Fig.3 Protein level of PEDF in tPBMC and PBMC
excluding CD14 positive cells

A: protein level of PEDF in PBMC and PBMC excluding CD14
positive cells; B: quantification of A.

PBMC: peripheral blood mononuclear cells; PBMC (exCD14+) .
peripheral blood mononuclear cells excluding CD14 positive cells; 1) P

< 0.01 vs PBMC group; 2) P < 0.01 vs PBMC group
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