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Abstract

¢ AIM: To observe the changes of serum Adropin protein
(AD) and neprilysin (NEP) levels in patients with diabetic
retinopathy and to analyse the influencing factors.

* METHODS.: A total of 167 patients with type 2 diabetes
were enrolled in this study. They were divided into simple
type 2 diabetes group (DM group) with 59 cases and type
2 diabetic retinopathy group (DR group) with 108 cases.
Furthermore, the DR group included patients in two
periods of non - proliferation diabetic retinopathy ( NPDR
group) and proliferative diabetic retinopathy ( PDR
group). There were 45 patients in NPDR group and 63
patients in PDR group, meanwhile, another 57 healthy
subjects were selected as the normal control group (NC
group). Measuring the hight and weight and calculating
body mass index ( BMI). Indices of fasting plasma
glucose (FPG), systolic blood pressure ( SBP), diastolic
blood pressure ( DBP ), total cholesterol ( TC),
triacylglycerol (TG), alanine aminotransferase ( ALT),
aspartate aminotransferase ( AST ) hemoglobin Alc
(HbA1c)were be detected, while levels of serum adropin
protein (AD) and neprilysin ( NEP) were measured by
enzyme - linked immunosorbent assay ( ELISA). The
correlation between AD, NEP and other indicators was
analyzed by Pearson correlation analysis. The independent
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influence factors of both were analyzed by multiple linear
regression.

¢ RESULTS: Compared with the NC group, the AD level
in the DM group, NPDR group, and PDR group decreased
gradually, with the lowest level in the PDR group ( P<
0.05). The level of NEP in each group gradually
increased, and the highest one was in the PDR group ( P<
0.05). Multiple linear regression analysis indicated that
FPG, HbA1c and NEP were independently correlated with
AD. BMI, FPG, HbAi1c and AD were independently
correlated with NEP.

¢ CONCLUSION: In patients with diabetic retinopathy, AD
level would be decreased with the progression of DR, and
NEP level would be gradually increased, both of which
may be involved in the development of DR.
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1 NAFRNFERTHOLEE XEs
20 5] %L (%) BMI(kg/m?) DM Ji572 (a) SBP ( mmHg) DBP ( mmHg)
NC 41 57 53.44+6. 37 22.76%1. 54 — 121. 11£6. 07 73. 84+6. 55
DM 41 59 54.34+8. 04 25. 69+2. 52 9.05+4. 23 123. 63£14. 25 75.839. 42
NPDR # 45 54. 16+6. 05 25.75+3.70 9. 67+5.09 128.27+15.70 77.73+9. 34
PDR 63 54.92+6. 38 26.26+3. 51 10. 202. 36 133. 40£14. 75 77. 68+9. 84
F 0.48 17.13 1.32 10. 14 2.40
P 0.70 <0.05 0.27 <0.05 0.07

DM 41 . Bl 2 FORE PRI ZH s NPDR 21 . AEXG5E 1400 W A A8 21 s PDR A1 4% HD0H RS 10 0 BESSpG 20 ; NC. 2 Ag R AR AG 3

F2 MAMRRMZMFENLEEFEXBIROLER XEs
215 1%L TC( mmol/L) TG ( mmol/L) FPG( mmol/L) HbAlc( %) SCR( wmol/L)
NC 4 57 4.93+0.73 1.01+0. 32 4.95+0. 53 4. 86=0. 56 64.79+13. 61
DM £ 59 4.63+0.93 1.92+1.32 6.33+0. 58 7.58+0. 65 66. 44+19. 46
NPDR 4 45 4.83%1.77 1.94+1.81 8.940. 81 9.50+0. 59 64.32+13.03
PDR 4 63 4.93%1.25 2.05+1.67 12.96+1.95 11.72+1. 04 65.59+14. 87
F 0. 85 6. 89 551.16 884. 70 0.19
P 0.47 <0.05 <0.05 <0.05 0.90
20 5 1% BUN( mmol/L) ALT(U/L) AST(U/L) AD(pg/mL) NEP(U/L)
NC 41 57 5.95+1.28 18.07+7. 16 21.59+4. 81 184. 36+8. 50 107. 53+5. 93
DM 41 59 6.17+1. 41 20. 00+8. 58 24.22+15. 81 174. 51%6.72 115. 42+4. 96
NPDR # 45 5.94x1.38 20. 67+12.99 22.23+17.82 165. 36+4. 19 121. 36+5. 66
PDR 41 63 6.10+1. 35 20.83+13. 16 20.70+11.71 149. 60+6. 56 130. 19£11. 23
F 0.39 0.79 0.77 285. 82 95.17
P 0.76 0.50 0.51 <0.05 <0.05

DM 4] Bl 2 BUBEFRIGL ; NPDR 41 . AR5 100 R BESPG A5 20 ; PDR 41 . 38 5 00 PR A0 I B9pg 4 ; NC 4 . fa R ARG

%3 AD.NEP 5&i54RiEH) Pearson BIHEX 247

- AD NEP
s ; b ; »
A -0.07 0.31 -0.07 0.32
DM Jp & -0.56 <0.01 0.47 <0.01
SBP -0.32 <0.01 0.28 <0.01
DBP -0.16 <0.05 0.11 0.10
BMI -0.34 <0.01 0.36 <0.01
TC -0.02 0.75 0.06 0.40
TG -0.25 <0.01 0.18 <0.01
SCR -0.01 0. 89 0.04 0.55
BUN -0.01 0.90 0. 08 0.25
FPG -0.91 <0.01 0.84 <0.01
HbAlc -0.91 <0.01 0.83 <0.01
AST 0. 09 0.21 0.08 0.22
ALT -0.05 0.43 0.01 0.92
AD — — -0.81 <0.01
NEP -0.81 <0.01 — —

2. 3 I7&F AD.NEP 7k F 5 &4k [E = Pearson X 4 #f

A& Pearson FHIA3H7, L7 AD /KF5 DM J5#2 . SBP .
DBP .BMI.TG .FPG .HbAlc NEP & i 4 5% ( P<0. 05 5{P<
0.01), Ifil¥E NEP /K °F5 DM J5 2 . SBP .BMI. TG . FPG
HbAlc B A5 (P<0.05 8 P<0.01),5 AD & &
(P<0.01), L% 3,
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SEAEARTE A DR BB AR AL IE o B Hos e R 2, 4R
% 2 FRURE PRI A I s A8 1) & A ML B O S

AD J&—Ff i BB 2 7 5 AH & 3L X (enho ) g 5 (1) I 45
EALCEFBER Rz &5, AR ER, AD AL
T 3 5 M R A R UL 3 — 3R — Alee RN L M5 5 T e
T B DT E R P R NO A a5 i 4 22 5, 2 T 189
Rz NO A e BE R S i A P9 B AR P AR Y L RAR
W, A sh ¥ Scs Wos AD BE 2 1 /N BRUS B bl i Ak 7
A L3 5 R 4 I A R R, DI S ML AR i | R IR
A FRE ST BoR, AD i AT 5 i FREARAE 48 40 A I T
W RFEIR F o AN 6 /) mRNA Rk /b 58
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&4 MmiFAD KEZMEARNZ TLER TS

Fa b B SE B ] P 95%CI
FPG -1.21 0.51 -0.28 -2.39 <0.05 -2.21~-0.21
HbAlc -3.01 0.72 -0.56 -4.29 <0.01 ~4.49~-1. 66
NEP -0.16 0.07 -0.13 -2.51 <0.05 -0.29~-0. 04
=5 IniE NEP KENME RN S TLEE TS5

Fahr B SE B ] P 95%CI
BMI 0.31 0.15 0.09 2.12 <0.05 0.02~0.59
FPG 1.59 0.45 0.47 3.55 <0.05 0.71~2.47
HbAlc 0.74 0.26 0.19 2.81 <0.01 0.22~1.26
AD -0.18 0.07 -0.23 -2.55 <0.05 -0.31~-0. 04

P R 9 B R AR I 3 A 9 P DR A i B, DA TR % P 12
200 it B A 20 M YR A A0 ) R E R N AR T
G AR e AL 9 5 0 RN L P B2 44 i ) i e A | I
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L, 70D I A5 A AR U Tz e AR R,
NEP == 223 37 B ol K06 VF 2 A2 W0 06 K, 48 P W
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7, SR /N BUAH L, T i NEP 00 5770 40 B /) L
AR I T K ST T A 3 R A R I e
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HbAlc AD 525 NEP 7KV i) 5 2520 K R | 2 W] NEP 7]
FIE 3 o 1A 9 W P 4 1 KT TR TR S E S AD
FL[EH T DR Y A& 2R FIE R

gi bk FATT A AR 5T & B, B DR ™ AR
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