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Abstract

¢ AIM . To observe the effects of Dickkopf-3 (Dkk-3) in
diabetic retinopathy (DR) circulating blood in patients
with the expression level, the Dkk - 3 development
changes in the diabetic retinopathy of significance in the
diagnosis of early DR.

e METHODS.: Eighty - five type 2 diabetic patients,
included the non - proliferative diabetic retinopathy
(NPDR) 23 patients, proliferative diabetic retinopathy,
proliferative DR ( PDR) in patients with 30 and non -
diabetic retinopathy ( NDR) with 32 cases. The same
period of healthy physical examination was selected as
control group (80 cases ). Serum samples were
collected, and the relative expression level of Dkk-3 was
detected by enzyme - linked immunosorbent assay
(ELISA) double antibody sandwich assay. The statistical
differences were compared between groups.

e RESULTS: The plasma level of Dkk - 3 (430. 16 =
198. 11pg/mL) in DR patients was significantly lower than
that in healthy control group (627.48+294.45 pg/mL; P<
0.05) and NDR patients (601. 99 +194. 16 pg/mL; P<
0.05). While there was no significant difference in Dkk-3

level between NDR and healthy control group (P =
0.729). The level of PDR in patients with Dkk-3 (396.38+
185.59 pg/mL) was lower than that of NPDR (538. 82 +
187.20 pg/mL; P=0.002).

¢ CONCLUSION: The decrease of Dkk-3 level may be
related to the occurrence and development of diabetic
retinopathy, and there is a significant correlation with
PDR. Circulating blood Dkk - 3 protein in diabetic
retinopathy has a certain differential efficacy, it is likely
to become diabetic retinopathy patients peripheral blood
test indicators.
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BH W ZE Dickkopf — 3 7E 15 Ik i #1199k 22 ( diabetic
retinopathy , DR) HCEEEN ML ) 2k K . WF5E Dickkopf—
3 FERE R AL B A8 & A e b 1 AE Ak, B H 7R b
B9 400 19X i A5 R 32 W7 v 1 8 S

Foik e PR 2 UM IR G ER 85 A1), H: v I g w0 W R
I 55955 25 ( non —proliferative DR, NPDR ) #5323 {4 1%
B S0 R 9 AL Y B 9 A ( proliferative DR, PDR) £ 34 30
1] Kz ToAW ] 5955 AE ( non —diabetic retinopathy,, NDR) £ %%
32 Bl A [) SO R A A 2 Sy o R (80 1) o W4 I
T REAS R FH T K 4 928 W B3 ( ELISA ) RUPL AR e 00 1 46
A& PR UL Dickkopf—3 A AHXT F 3k 7K, I H 4% 4 1
3% Dickkopf-3 HJ7KF

S5 SR WH PRSI L5 A5 £ I 2K Dickkopf-3 V3% 5
41 430.16£198. 11pg/ml., B B AK T HEXT IR ZH (627. 48+
294. 45pg/ mL ) S IR MBS F 35 (601. 9+194. 16pg/mL)
LSRG 2ETE L (P<0.05) 5 11 JC AR o9 R0 25 5 fakt B X
ME4H Dickkopf -3 7K °F [t #¢, ERAFEITHE L (P=
0.729) ; 4 FE B R S AL 1) JIES 35 75 HR & Dickkopf-3 F 7K
- (396. 38 +185. 59pg/ml ) {1k T~ A 438 5t 45 JR g 490 IXH)
s (538.82+187. 20pg/mlL) , ZE R A G i1 FE X (P=
0.002)

£5if . Dickkopf-3 25 1 7K B AIK 7T BE 5 0 R s 0L I 5%
AR A R AT G, 5 4 B DR PR o 4 0 R AR AT
FASEE . PEFRIAL A Dickkopf—3 2R P X4 bR B0 19 JEE 5 72
HLA&— 8 S R0 RE , A 0T R A 4 PR s 0 I 58355 25 A
FHNE ARSI S AR
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W PRI AR X BEL%G 4E ( diabetic retinopathy , DR) A8 Ifil
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JEE B R R R e g A KRS B M OGBS —Fh Ak
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1 X &MAE
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1.1.1 fFEIERE  EEL2014-10/2015-10 ZEFKR BRI 1258
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I8 2 ( normal control ,NC)80 #i|, v 55 44 £ 4z 36 4], 4F
1% 60.24+10.85 %, WLHR #} i A A AR IS o IE# . 40 AR
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e Wi A IR H i sk AR AT 0 WA BE | R E R R
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PR BT A LA P | IR B ' S TR s 2 S 11 g e
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1125 EFA%R  ARIEHE G B IR B | IR B8 A 5%
MR JFE 2 G 1t 5 G A, 12 HR AT TG A0 ) B 22 K R 35 43k =
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TR A, X HE 95 A% non—proliferative DR, NPDR)) T HA A
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B0 10min J5,3000r/min &0 15min) ., b L850~
P2, BRI SR 2 A A0 A2 B 36 703 T Ep v, -80°C
PRAF (R I, bt G0 22 R R B2 R, T 4°C Bl &%
JH o R T B A 38 W BFF 92 ( ELISA ) XU A& e .00 3200 5 |
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fet X B ZH NDR 2H 1 DR #H ifi 3¢ Dkk—3 7K-F-43 51
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WPk HIA HAE W EEM IR, Wt [ 5B S
SR 22 Fhojps 284 PR R 4 9 4 20 M ) 44k 1A A
JRT NGB, VR4 AL G ALK B S5, AR 22 Bl Jge 1)
KA 5 R R S TS A DG, R T R PR R )
it A, Wt {5 5 5 10 S5 5 0 TS AL EE VEGE 21
e (R 6 B 20 R SR B R - (IL-8 \MMP-2 MMP-9 %5
VFZ AL R B K™ EAT 1S JORE B A A T A %,
G RAE SRR LA S A AR, Dkk=3 J& Wnt {5
538 A PR T R o S R NS G e Ak
11p5. 1 B 5, 2K 25 47 100bp, 3.5 9 DA T2 4
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SO A B 5B 22, Dkk -3 114 263K FH PR REAS rp o 3
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