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Abstract
e Scretogranin Il (Scretogranin Ill, Scg3/Sglll) is a newly
discovered angiogenic factor. Related studies in vivo and

in vitro have confirmed that Scg3 plays an important role
in the formation of fundus neovascularization. In recent
years, some progress has been made in the treatment of
fundus neovascularization with Scg3 antibody. It’ s
mechanism of action is different from Vascular endothelial
growth factor ( VEGF ). Scg3 is only expressed in
pathological neovascularization, but in normal blood
vessels, never be expressed, it is a newly discovered
angiogenic factor with high selectivity. This paper
summarizes the latest progress about its molecular
structure of Scg3, signal transduction pathways and their
applications in retinal neovascularization, the aim is to
provide a new  treatment idea for retinal
neovascularization and choroidal neovascularization.
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JR IR JIE 97 7% ( diabetic retinopathy, DR) | E*F':JLW R4 i
$% 7% ( retinopathy of prematurlty , ROP) 25 J2& 5 WL 1Y 80 H tE
MR, AR 3% Nangia 5 . Uﬂ’é’ﬁﬂ:hﬂﬂ?, TEEERTEE N,
wARMD 7EBUH PR T BUH %35 11.72% , DR B9
4 2.75% ,ROP FE JLEE BT MU 4 18% %, H HTEH XL
PO JIEE33T A 1A MR IR YT O ik £ R TARIGYT R URIA
7 LSO C B KOt 3h J197 i B VEGF 4%, §iL VEGF
PR FH XIS R 190 R % Jok 245 BT A 1l A8 1 o s BB 1 58
WPERYFESE SR, AR T RORIRRA R, A TH AR R Ny
LRRHWRIT I, Wk I ( Secretogranin T
scg3>mﬁf 1990 4F7E/N R o AR —Fh i 2 d
BRI J5 R R A B AR LI o 28 90 P 3k
T Li BERYBIFTE K B Segd & —Fh BA i BE AR S PR IA 1Y
I A P 3] Sce3 Y 3 1 AT LA 3 48 40 o g 2
P AR A T AN 2 W) T ) I A A, 0 A R 5 2
B N AH 2 ik 45 BEET A I %8 ( choroidal neovascularization ,
CNV) BITRYT A 4 B BRI L o AR SO Segd 14
WYror et o TS A5 545 Sl S See3 TEAI I 15 A ik
2K MEEHT AR LS Th AT ST R AT LA | B A AL I IR A ik
25 RS A I YR T SR Bt — AT ROIR T R
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Gy UL AR I (Seg3/Sg ) & T WURL4H i 52 % , i vg
#HLFE F A ( Chromogranin A, CgA ) . W& k. E H B
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JEORL ML A5 Th At T e D I IR 22— Il Li S 1Y
W5 R I, Sce3 & —FoBT iy 48 A K A, oA e e £k
FEIRARE AL, T LAEREPE 9355 /] B AR AR B o 18 1o IS8 1 5
A, TASSE IR IE 7 A B4R ™ . BT LA, Segd AR HIAL
il 5 155 N B2 A= K B 7 (vascular endothelial growth factor,
VEGF) WAFFE— 2 22 5%, VEGF 7E /)N B FR 9 R8P JE5 .
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2 Scg3 A T4

Scg3 FERN, T AN 1521 Jefafk by 12 A5
AN E T, o — PR K MR 1 2 BE TR, 3366bp
Sglll mRNA Zwfith 468 4~ & I iR 7 % % 2k 1 Bl
FERRAL "™ Sced W —Fl N-WEIALTE (1, 7650 W 92
bRl UK A S P RN R T dC AR 1990 AR 1Y
WE5Erh A/ B 20T b & B Seg3 ik — Fh b 42 4R
P10 TR A2 L 5 B2 3K T P 43 WA A L 2 P 4y
WAL LA R At 26 96 T A 45 A A0 9 5 e 28 o]
i, 76/ AR RIR 40 ( ArT-20) W, Seg3 76 4% 12 i R B4
(trans—golgi network , TGN) 75 5 75 JIH [i] 1 (1% 5 45 5 1717 A
GaRU/Y L A

Scg3 43 (471 aa) B 3 ADTIREBLH I, 530 by JIEL [E] st
ZEA I (Scg3 23-186) , CgA 45 43k (Scg3d 214-373) FI#R
Bk e ( carboxypeptidase e, CPe) %% & 48 ( Scg3 374 -
471) 17, Scg3 1R CoA MBS & TR Segd3 5
CgA S5 UKL AN 5% 1 03— 2 5 T 428 53 Wb 22 R 1) 22
R EE A2 JF A 437, i 3d Northern Blot, Scg3 il
CgA TERG | T FMAFIRH 28 1 3 Wb S rb Sk [a] 3k M 7E 3R
MANITIMALP AR LIS B CeA 455 B Scgd 751
B, I AN 52 W Seg3 7E 4l M N 1Y 5% 52 & 43 Wb kL
rpie [RIH | 72 JURL N, See3 BEME 55 43 WA AL AR ( secretory
granule membrane , SGM ) A g B & 25 &, 1 CgA W A 6E,
CeA HABTER Scg3 HAFHT 5 SCM AU g itk 4 &, IF H,
Scg3 5 BT SE G i PR AE — s PR T 55 MH [ 1 ) be 91
IE b, 7R AR R A 60% B SR BI R AR BT LA, Sce3 i
TEARTR P ZE R, T LAY CA FIIH [ B R B 45 4
3 Scg3 HIESEZRE

Sce3 VE N ik K WL BT AR 48 B+, B R T HAF
AL T B LA A TR — A SE, R Tang 51
5%, Scgd REUES A 22 77 5446 1 ¥ ( mitogen —activated
protein kinase kinase, MEK )/l 4} 15 5 VA 97 ¥ &
(extracellular signal—regulated kinase , ERK) /& A R 1L , fiE
HEP R AN s T AE , A ROh I B A A R K . MEK/
ERK {5 538 fXF T See3 B35 AL HEHT A= 482 i 41 i 9
i A EEE X, Seg3 5 VEGEF {8, B4 HH KM
th MEK/ERK 1553 %38 2 41 1 P e 40 i i 14 5 L 3 0,
Xt VEGF 45 (1915 5 6 S Rl 45 A2 e iy LA o 38 3
S fH See3 5 VEGF #Bil it MEK/ERK {5 53 #% it
A7 IS Sre BYBERR AL , 4550 AR 145 AR AN 1ML 458

828

TRAVEFH 5 (EJ2: | PR ) S IV 485 A ) SN A2 ARAS TRD 7 400 it
WY Sl 58 AR [F' . VEGF %S MEK ERK &
3 T B( protein kinase B, Akt) .Src Fl SE LS 5 FE
Ak Fl F (signal transducers and activators of transcription,
Stat3) AR AL 5 Sce3 2 MEK  ERK 1 Src 1Y 1% iR
K, AN, VEGF F % i 3 4324k, 43514 VEGFR 1.2
13, VEGFR1 3= % A5 1 2 4ie 9E 148 P B 40 i 79 i 7%
VEGFR2 S 7F 1fil 5 75 Bl A 48 r& 1 7 38 U 1 1 3= 2 32
K" [ VEGFR3 Z 5 itk B2 4 (9 2E 0™, Seeg3 A 5
VEGFR1 5% VEGFR2 454 , W A fE# I VEGFR2™', Hi itk
FH,Sce3 5 VEGF AJ g /23l 1 AN [A] 115 538 5 0 25 57
P B & HE AR A A RN I B e R PE . i H XS T
Scg3 M52 AR 1 R AR, AKHE Tang 55" W58 £ 1 MEK/
ERK & Scg3 BYCHEVESS 518 B, 1M MEK/ERK 7] DL g AN
[F) 4 32 1A 3% 36, a0 52 1R 2% & R 34 B ( receptor tyrosine
kinases, RTK ) , G & A 8 Bt =2 ik ( G proteincoupled
receptors, GPCR) FIHE A K> N1 % J& Scg3 Z K] gL
F RTK .GPCR S B& (H H, X — 2 WF 5T Seg3 UL
il B Al

4 Scg3 77 W FE R Bk 4% RE T A I & P B 1E

4.1 Scg3 EMERFMMEZRET B IR L I JBEE g 72
(diabetic retinopathy, DR) S FR 9 14 8 W H LAE 2 — 1
& HET R EBCCAEFER A 300 EZE N Z — 858
T, 7E 2 BRMER I B DR BSR4 h 34.6% (&)
9300 J7 A\) ', HF,¥T VEGF i DR (9 23897 )7
RZ— B Z4ERIE K H], $T VEGF X} DR #3677
S AT R 2 A R T TRV S A A Bt B A s 1 2 ] i
23 | A B At A0 PN S5t 2 A0 ) 2T A Ak | ok 2% 5 4
A ZE 40 L B 22 1R AT AR IR T e AR IR
R AP 8 BE X IR Y B R RE , LeBlance %
L3 WS UESE , Segd TEME R 93 P 00 JE 11 A8 v e 32 4
Fik  FERPE RIS 97.69% , N AE IE 7 1 320 76 40 1048 vh o4y
SMEFRIK IR, SceB3 2R FEHH I I BT Az 10 I 1t 457 P9 B2
AP TR T R AT A I T O A R
P AL it 2 5 S0 I B 1 4 98 U, LeBlanc 45 O F 5%
KB, BRI Scgd P53 P IAR ( monoclonal antibody , mAb) 7£
Y B 9 A0 X B0 72 1) /N BS540 ) g L A AR oK)
ST A IR J RN D A R B 1t A B T ROV T RS i)
L0 J5E ) 30 T ) B A i A, AR/ BB BSBIE ST v R B
Scg3 mAb ] L iof IR 3R 7 BN 3 5 0 0 X gh 24, 35 3 [
FERIIRIEIARTT RO . BEAEAT R0 kb hE H0 3 335 1K Jis 12 245 14 O
RARER A N b Seg3 M PRI L4 1Y 5 1E £E1E R TR 1Y
TR A B RURB IR WE R R I S S (R 258

42 Scg3 5E R ILMMERR T 7L g A2
(ROP ) LU o FEE i 85 5 o 385 26 SRR AE, 2k &R
AR GRS | A A R AR PLAGE AEY . H RTEOR
HeEEAR AT SR B 3697 ROP B #3797 Jr =K, 2007 4 4L
VEGF 25415 U TR 77 ROP ™ SR 285 2 4E O ¢
Bl RREHT, BT VEGF Z57EIRY7 ROP Y7 &50A BRSO
I HBt VEGF 25¥n] BE 2 iZ IR 30 Bl (4B B8 2 5
PEFR, T 68 23 BE At A8 LA i VB R JHG A J] 30 1l 87 9 A=
B, TS IR LR K R & 7 M T AR AR T B
XF A LA ST 2R B AR AL AR T RIOCR , B 2
TEAE A B[R] 8 AT LA B A A7 &, O LS AT RE K
RIVE BT AREREBIRAR . ABGERITRIATT SO GBE
SRERTT LAREAIC ROP AYBCH 3, {H W5 25 25 LI el 30 0 )
Rt JBI7 IR BB R Z M AAE L 2= 0] BeAE A JF K AE,
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BT Tang % FE A= /N R AIF 58 o & B, BT See3 Xf
ZE i S 07 S 00 ) I 2 ( oxygen induced retinopathy, OIR)
HA®mSE 52, @ik S /NE" 4 OIR,
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(retinal neovascularization, RNV ) #1135 4= Ifil & #% K& H 43 X
R AR R B S AL I B PO BRI DX T Seg3 mAb AU
AT DL M RNV ORIHT 2B 1048 95 A 3l 43 SR, iR g
HCEAL B L JE M A X PR AT RUIESE Scg3 mAb
XHAYT ROP A %M, W, 4T VEGF 254235 1%
) GIEFR P BLRH A LR R KGR NERD”
KA I RAE LA, Tang 25 FESE— B WF 5 IRAIE T Scg3
mAb B9 2, B Scg3 mAb BIHT A= /N AR R 1 BE 12 1E
WK JPRSEE NS LT 5w a8V /NS, B IE
A5 S T Re ¥ To W Wk R, itk — 2P B T HT Segd
TEIRYT ROP 11 i e 4tk

Sce3 H T H e Bk 35 AR | O S 78 995 748 1
T TE 8 10045, X5 2 & v A0 40 Do R LA R HCAth 2% B ) A
5/, BT, Bt Seg3 R Y7 OIR B 5 B 19 48 4 P LA 3L
P, ATRE A ATERE SR I T ROP BRI
4.3 Scg3 SRKEEFEME Wk BHE M4 (CNV) 2
VK £ 1 200 1 A8 %) 39 5 0l A, PR HL R 3R M B BERR , 5 5E
BB DR S Y I B R B B, 4003 AR i o i
S AR B TR CNV A R P I 9 1 3
R FEBL, FEAESGEHT VEGF BI3AI7 o, $T VEGF 254 A~
A BRI ] ik 45 RS A il A i AR A — e R 5
M Jik 245 A4 IE 5 B AN L% . LeBlane %5 BF5Y 1 Sce3 £
CNV HVER, Seg3 REAZ 15 S N B2 40 it i) 345 4 3T 1, =
R I A R B T L SegB TE /DN BUTIHE PR ifL
B E R R R IR AR IE & I ARk, X BT Seed 1R
J7 CNV HA T M5 L, LeBlane 55 3l i SO
RS /N R AR CNV, 7243 B B Seg3 pAb . Scg3
mAb BTAIPTAE %652 5% Sce3 pAb Segd mAb HIRE i 21
ik CNV A% A8 L, MR CNV A = 4 (AR 3 4t 1o AR %
L% %5 B {715, Scg3 pAb . Scg3 mAb %f CNV ¥ BA7 i 1Y
TR AR SRR PE S AL, S Tk S B S A s v
2517 K B RIE T, LeBlane %5 3R F 42 5 45 25 9 5 =X 7 5
Scg3 pAb Scg3 mAb, 45 5 7R FI 3% 35 (R i 1 25 36 3] T 1R
FERYSTRE
4.4 Scg3 5iRMEFEREXERRET IR T B
J5 7% (age—related macular degeneration, ARMD) J& & i5 E X
EENEEM A, BFE 2020 F5 2 H 1.96 12
i) ARMD &, 5 2040 4FH45 21K % 2.88 42, H
il BB (K 1,13 42) ™ IR _EK ARMD 43k P
2 T (ZESETE) ARMD AR YE BT A 1 A # ) ARMD
wARMD X #7714 45 7 A% B2 St 5 T T 1 ARMD, HoRe ri2
BEBEDC CNV AR P R s A S0 I S 5 A= 1l 45 2 U L
IR P R 38 1 R S B BB IX Y i 7K oL 2 i
JRIE W, S B S FRE, wARMD (1401 3 5 5 & A 1E ALK
B3R b e 2 Ferh ARAE AT 7 ORI I A8 ek 728 DA R T A
ok £ RS )R8 1 Dl S AR I A R DR AR 3G I g S BT, A
717 5 | A P B 3 A i A% i A 1 4 38 3 Bruch i
HE AT B A4 3 e B AR I 32 A
PR AR 5 R A I, 14 P Rz AR K PR
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IR DG M R 722 Y A AL A5 i 32 0
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