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Abstract

e Diabetic retinopathy ( DR) and diabetic nephropathy
(DN) are two most common complications of diabetes
microvascular illness . Because both belong to diabetes
complications, the pathogenesis and
clinical characteristics also have similarities between the
two. Understanding the mutual relationship and common
influencing factors can predict the other’'s occurrence,
development, and provide practical guide for clinical
treatments .
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97 100 X B 95 A8 ( diabetic retinopathy, DR) 5B R
J55 15 9% ( diabetic nephropathy, DN) J& 4 PRI B & 0L 1)
FRUMAE I &5, DR © oh UK EUE R IH 2 — 7™ 5
R G FE R 15a LA ERFTA 1 BUBEDRG FI K 2450 2 Uk
PRI . T DN WU 300G Oy B R AR B e 0 1 2R A
TEMIRIRHURA Bt A 2 S IR R AR B G
F AL ] A 5% o PR 2R B TR R — 3 i ) — 3 kA
R XTI RIGIT AT S bR dE T 2 S, I R R R
1 DR 5 DN Ml KBt &
1.1 ZHENERE
1.1.1 DRIMIERE DR A T &M, 7645 AU IR %
BET DR IR R A 24% ~70% ,AERR S RIKE R,
DR B4R 4 —B28 R ECH RN FR [ E iR
FRIG I RIRHRLIN 5% W PRI 83 I B OR F DR,
JEt s D REAG A BN, e <5a %, DR
%K 19.4% |5 ~10a 4 38.8% ,10 ~ 15a # H 63.3% ,15a
DL E# R 78.0% . 9a [A] DR (9 KWEZEH 39. 6% (F4EH
38.0% , TN 9.0% /345 PE DR 1 2.6% )%,
1.1.2 DNMIEFRZE DN J&HHRAS e i WL 1% I & e,
E5 | AR E 5 (end stage renal disease, ESRD) fi%) F 3
Rz —, A5 8w, 1 BRI (type 1 diabetes
mellitus, TIDM) 23 DN [ BFR A 7 % , & 1 Z BT
FHHRIEN , 2 KBRS (T2DM) HEJR A DN A fE B v T
TIDM, H & A UK F R M4 o &g . /K& FH K TIDM
FEE TN PR & 10a J5 & B J8A DN BIHER R 30% ,
T2DM HF7EHE R IR &R 25a J & A DN B HE %k
20% ~40% "7,
1.2 ZEMIGRE &
1.2.1 DR ®[#iflf DN K&EWF52 & B DR (1) 3 0] T
HBE W & A, — Xt 1513 fl4 5 #F T2DM H &
ARG K LG HEAH PPk IR S 175 50 647 174k 578 65% 4 DR,
L3 S A L D0 R A8 AT B IR IK GFR SR AR i 3 AT AR
DR RS 7 | 44.9% SE A B IE R 3 1S £, 52% LT T+ 2 A,
47% B DI, LEAAR B A AT A I AR 2 B S A
WEAR ERE £ 239 B s in 229 ', W & i i
9237 {4l T2DM & # FEATIG IR 538, 45 5 & 30 DR 1.5 28
M 33.0% (3045/9237) , fEfdm A (A IR R 8 H IR
R HRA I B DI Re it 3 35 T, DR 43 51 R
36. 3% (588/1618),53. 7% (1113/2074) Fl 70. 7%
(1206/1706) ; DN % K 58. 4% (5398/9237) , 5 HE IR
WA It DR AR B e i A 1 A P B PR s R I I A
(NPDR) Fb%%, "PJE NPDR 5 NPDR 38 A P i g A
5P 48 (PDR) F PR I AR (1 RV ER OB n .,
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TRTE 5a N DKD &4 %K 8% ,DR YK AR N 12% Ik
T 10a Z53 9N 43% ,52% ;20a UL FREHRE 2910 82% ,
98% "' BEE IR FEIIHERE , DR (1 & A SR DGk 7 o i
Hahn, S5 9F DKD B9MER G K, X O 2445 21 258
_\LIEi[lo] .

1.2.2 DN AT Hif§ DR K EWF5E & B DN A4 5 35 n] 15
HALW BERR AR (1 %, 2R = 193 ) T2DM
430 DR ZH RN TCAIL R0 B AR 2H 5 1F 4 %o BB 21 L %, WK HL
PREE S WU LU B R B E RN Je g2-fik & 11 45 46
FrEgAsAL 450 DR 5 DN RIE BRI XC R HIF# 5
THrHE & B PR A 5 UL LA | B2~k 2 11 B T
SRIGHBL DR, 1 A B 0 5 228 90 W s A48, I8 — 0
S UAMHTHESE 957 AN SAE TIDM 388 A KR E IR E &
A B P AR O s AR S O AR R B B S A, R A I
EREAREN T ARG 38 A OB R % fL
I EE UAE =0 B30 JOHE PR A I IS UAE s 5407 6
£ 2 T s UAE R 300 400 0 158506 25 , 150 BH B I 6
A ] AR I R AL

1.3 ZEWIERER

1.3.1 BEEERETUMERFE A 7RIS 906 4~ T2DM
R AL TN JESA7 190 3 2 400 TN SR 15 W 8 3432 kg TE AR A i
A8 R G AE 1 ~3 s S B, WA 19X 5 A e ]
A LS B D fE , BeAT BB B R BN PR UTTE S8 sl e WV A L
TAEBE PR 1 B 1Y) G BR AR R A R 1 3
It A 47,5 % AR IMLER T2DM A PR EE PR JCHL M
JESIRAE o PR e 8 AT R S AR 7E T2DM HOR — B,
I MU S IR T2DM R B R AR B R A IR
95 B RS HE A 49% DR I HE I AR 490 451 o, B AR B
AT A B R AR (RS E i PR A A5 S 50 % UE R A
HEBR & A JE WS R 1 B i T BB . DN A 8 IR TSI
HESG A2 S AL . B R el A S AR A O s i
INERAR B JR R B T B, T RE S A R A R 240 %,
HB AT REs —EILH A —EEBEER AT AL,

1.3.2 BMERELEAR L2 EW, M/
AR PER RRAAE T A S R AR A AL I R AR T
B A5, A S B T A I B AR R i 33%
DR A IEH AER | #id 30% ) DKD %A DR'™ |
AR ) S AR G B e B AR UL M 173 A I B AR A
W DREE FHEMER S AT — T ST 10079 A BE IR
BE R 30% B9 DN B A 900 5% 28 HACH
4% H9 DR A3 B B PR AT P I B T8 A TR AL
AT BE5 B R AR 7E S0 T B T A AN RE R0 & B
A, BT, MR A A RER I DN E— AR R AR
W), S AR 1 DR A7 v s LA PN B B 4, (B
B S WL S 477 , B A MH RO T R R P B
H B A, T2DM B &I B s A i H
PRABAS— 5 TR WH PRI B /N ER AL Y A7 7

2 DR #1 DN R & 5w H1

2.1 £EMEFIH

2.1.1 HIUHE &b anfe s DR A4S, B R Je e
W AT A H R e L 3 K G T, B e O
TE R DG B 2 0 R 7= 0 T B BN 7 1 7 A B A
S BRI L R 3R T R £ U I T R SR
I BEIALZ =) (AGEs) JE B S O W I8 #& 15 BK ; I #6136
Z M5 T B AN M C(PKC) 38 & | 05 N B A A
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T (VEGF) By F 1L 5 | 22 54 J5 3305 26 11 I ( MAPK ) 3
% RAE(R 5 G BT A5 BB 0 AR o T e
/b AGEs B4 1%, I AGEs o 1B I K 400 00 Ji py 1 o, 9%
] TS 3 B 995 WF 9% ( UKPDS ) K W BR % 5 T & e WF 5%
(DCCT) ¥J1A Sy KA 1) i M 2 ) T i DN I 2 i & A 6
% 35% ~70% "7,
2.1.2 MiEBh A BEPRIpE I I3 20 2 S8 Al S5 5500 )
I &40 ML 857 /0 ML A T A, AR Do) R i 35 e 0 20>, 91 ) i e
1TV = 11870 e G A B e = A N5 =R S = 4
BRE AN BV IR IR R A A B Nk
Ak o B R X B A I 37 3 7 27 R 5 e A R T A O T — 2
GRS 55— 7 T B N L B0 12 g
B NI h A AR B S 5 T DN B & A R ek
fe gt A R SRR FH L A PR Y S I T LA
B/NERERUE ST A 10% ~ 17% 5 WA0E PR B 10 5 /N ER
JELEE (GFR) 0,
213 MERNEERKEAF I8N &4 KK F (vascular
endothelial growth factor, VEGF) J&—FXt IMi.48 P4 J 40 g
A R BE R S A AR R R LA A A A R
AN AL AR M | I PN A0 M S B 3 A % i A T i A
YEHITS VEGF AT LABS H ICAM-1 fi4 2235 AR R 2R 4% 4n
Jifa W] LA i HiZ 1 B9 VEGF 24K 5 VEGF U454 &k #
1T, UM ICAM-1 A Y G PERE 5% )5 , i VEGF fir
5| % 16 LA 190 S 5 B T At T LT 5 s BELOE . A
20 PDR M FHIR R T VEGF i Ml 226 ot
{oRFAEPY ISR LY DN i KBS VEGF K244 Fli-1
MEHS 24h JREHKFERIEM R (P<0.05) ,#27~ VEGF
KR Fli-1 25 7 SO 48 (R 28, H 58 1 238 1T R n
A0 A A998 U AN R R BT TS B0 A
HAB A 5 e e A K 7-B (TGF-B) R & R A K
F(IGF) . iz A=K N F (EGF) | Wl &4F 4 40 g 2 K X 7
(FGF) 25 4 L 81 K F (CTGF) | #h & A4 K I+
(NGF) /MR IEEA A 5 ( PDGF) (P iz Z L 7E DR 1
DN H HEAEH]
214 BEEEMTERF OF LEMAERT (pigment
epithelium-derived factor, PEDF) 7E DR H' PEDF {4 {43
P DR 30036 00 R 55 1 iz A A K RN A% 55 4k Bl 5 2
(4 145 A 22 SEIRGIE I PEDF, VEGF 435I S 1785 A A%
] R R0 R IR AR R R IE RS T R R AL
WEF R IF A — @ WABYEH . B PDR s UEE , VEGF
FIRBNAHE N PEDF DGR 170 R 1% A7 0F 5% 3 W v
BT B ZUREE | N PRI B AR 4 TR 4 PEDF 65K 43 i
> PEDF 7E1E % KB B S K E ik, 5
JHFHE Y e 38K 0 i 22 5% BELM A PEDF (13
KK, BRSP4 SRR B E R, K
B RN PEDF mRNA AYZRIA 00 A2 2030, H &2 %k
FEAR A
2.1.5 FHAMEKREF HAMEAKKEF (hepatocyte
growth factor, HGF) W DA i PN Bz 40 ff 46 5, AT DA %
B T A, Nishimura 2578 PDR (BT P & B PDR
L% HGF e BT+, -5 00 190 B A= 0l 4 A Bl i) 7™ 7
FERSG, T B HGF ] /E R 400 0 B 11045 468 35 & PDR
HELF & B B8 br, 16 PDR FR SRR R 82 S S
FA) £ LA LA P B 20 L O DX S 25 I R A0 | e 8 M
Y | BN £T 4 20 JfLRE 40 5, p X S 4 i X n) e A
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HGF, Y B it 7] i HGF fEHA iRk, HE X
P RPE 404716 K& HGF 21K c-met ™', HGF AAXAT LA
EAEAEF T B /NER B /INE A, Bl 38 5 A5 AL 1] 2
PRYVE AR, 00T DIl PR R B A, 385 o i Jile & 25 K
- K BEAR I 7K - , 4K T $E S DN A9 BEJE . Mizuno 25734
S HGF a8 4 B /NER 05 , 0 H 00 ) 2% 65 440 1 14 2
] TCF-B 1= A, 1/ 8 PR I A B, 3 2% [ DN 117 &
&, R HGE P2 AR 2 ] TGR-B 1Y 7=, it = A4
SR ER 4K TGR-B B A= i L, KAl HGF 17~
A IS 2 DN Ry,

2.1.6 RENFRABMEF HATE#E AN DR & —Fi
PEJIE | W PR [F) REATAE JORE N7 ()1 B 3T 2, e e
IR 40 0 20 A0 X BSR4 A 28 B, TT RE 53 DR &2 2%
LR RIS v B B o O ) O 1 = Tl i |
(SICAM-1) Bl CD54 , N B2 4 it I ICAM-1 25 (4 41 fifd 5 it
B4 A RE Bk R AE TR0 SRR, MR R AR
IR RZ M, A 5 2 0 A0 s 7 A TCAM-1, 30K I v
i SICAM-1 ¥ &5 . BP9 £ ™ DR & #1117 sICAM-1
JKF-Ht NDR & B & THeE, Ui ICAM-1 BAEdE T DM
FEIFRIEM R AR RE, IL-6 & —Fh 2 DI 6e ) 241 i
R, 7R TR AE S i R EAE R, vIAE R St I
N IR R R F, e & R R 1L-6 PR i /E H B
SN ZEM, ENHGEE LB, DN B L 1L-6 /K
SR (0 TR B

2.1.7 BEEZX DR WELESRERT &I &AL R
EX Wt SEN O ATRN S S T Vb ST I S S 1=k Y
JEE DR A ST, I FL ST T 2L 0 A I IR A8 G
KUY A I R A R G ) (AKRIB1) £ 431
5 DR kAKX AT, KB SNPs T 19640883 5
DR VU B R i VIR 5 ) A M 9T LU B 2 iR AT
M Sk Z AL RE I (ACE) | I %8 P Jz A K PR 3k
(VEGF) | i D BH A 2R 7 Wy B6 ) S HE 5 &0 1 i
JR I (MTHFR ) | ZF %S BB 0G4 1 LR 45 f
B A Bk RELEEEE N ACE LM ) DD 2K Y 5
M3 ACE 164 5, HILHERT ACE LB 28510 g
S 117 DN LI 2

2.2 NEIKEFRHLH

2.2.1 DR ZFHLE DR (14355 BEEL Al 9 oA A 2 40 0 i
41115 T e AN 25 44 S, R I N B 40 1A A0 M Ok T
ISR T B 7 40 I 35 S JE | 0 — 25 7 A i -8 Do)
St B R AN 04 T ZE RTINS DK RS /N DK AT BT AR
METE AT, IF5 A B K i, 38 1 | O, 2 28 ph 22 2F
AEMPRK SRFEAE . 5540, DR ASAN R A I A8 0 A8 L J2 o 28
PRI, A 25 g ] L b 28 R G —350 43, [A) R X A 42—
Xep i e AR R AR Z AL AR B BURR g IR | Y i A
Fa) LR A AL 30 01 2 S8, S BUR A U &= T
[, PR 2275 SR AR SZ 400, 10 L BWE DR 96 AH O Mk 0 o 22
AR RS BRI, B R s FB A e HRES HB B A A ol R
i, CAFEMIIBER =% . 5 DN ARRIFFHLE . (1)
T E 20 1 R 7 < IR SR AE L F (tumor necrosis factor-
o, TNFa ) TNFa §5470 71 Eternacept 1 PA3E 445 & TNFa
R IT A5O3 R B TR ot 45+ 1 40 7 8
B (2) Bk IR B R 4 B AT 2R YT (stromal cell-
derived factor-1,SDF1) A] L1 3l 5t HSCs #1 EPCs A% a1k A
F0 Jason SEBFFTREINEFE DR AU IR B BKEK b 1)

F YR SDF-1 (% 7-alkoxycoumarin o-dealkylase ifi
L 000 JIEEA A5 1 R TG B 4, OF R DR ER MR AR OGO
55 DN R[] (35 A DR 38 < A 2 AR LB A% 25 14 71 JBE R fit
FE DR B K BIL T, e % 27 &4 72 DNA 751 o281k
AR T, i PR R 00 TR 285 T Az T 3 A% Y B | L35t 4% 25
FEALHE DNA HUEEAL 288 i BN 4L ENIC 4% | frilt
W5 AR 2 1 % FE TR sod2 , ‘& 4 % 8 480 Ak 40 % 1L il
(MnSOD) |, Ji5 5 J2: i B 0L 190 JBE 2 A% Py o 41k 4 A
VR, P AR AP R G 2 S AT T sod2 SRt 12 1
VAT IR S IE 6 S AN T 3 | L L3 A A kR 7E
DR FpaL ik @ 2 UIA G RO e h RS ZAE
2.2.2 DN Z/mHLE DN W RBLN B 7Nk AR R Jo Ay 48
Z MR IIAE DR A PR R o e SRt 2 44 1) 2 5 T 0 4 i 4
AFAY , DIN U phy 5 5 J5E R 28 MR S 22 5 12 6 4l 1l
B, 5 DR RIS FHLE (1) 73R 454 40
F (MK) : & MU MK 7T {8 MdK-/ -0 B AR fL , 76 DN th
ALV . MK ) 30 5l 1l T S 4 B AE T Bl P
PETEBUG T BOR BUES L (2) A0 R S
( suppressors of cytokine sigmaling, SOCS) Z /&L 43k &
PLE — & T F 5 P EL W 40 i R 15 5 2 o e ) 9
AT, AT AP I PRE A S, TS B S 5t
P mI , SOCS-1 TEAR NIRRTz, IF R C 2IESE
SOCS-1 it F IR AEAS M HIRIAL LR = Wifs S 10 B /NS
B AN ML 34
3 &g

DR 5 DN A 3t [m] 4 ALl , anes i w2 oo iy
SR A ARREREAL A0 T A R SRR SRAE A
AR B g AL 1 SR AR AR, HEP
0 BE R AN R] B 2% AR RS20 o1 (R i
DN L2 W (1 T BOAF 76— %€ RO i, DA TS 2090 25 75 i
IR BRI ARR G . A B T2DM 5 A 0 ) B 22
TCHEFR AR BT 8RR TE A I s 2% 2 1 R A
ANRESE 4 S e 5 I 14 458 A T R 48 AR T, B At
L A4 B P B2 A 5C , IEARIAIR DR F1 DN [A) 9 5¢
TR RO IRUALE I AAE R I A 2 Bl B
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