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13]0 B ARIX il L IE B AT R A Bl T M O JIE 0] 7 7 B 1
FAARN4], EAKIRE, eRBARMEN, FAMKE
PR M 2 FEEAL R, X238 A IR AE T ) — Fh 2
R R R [15-16]. HAMNEH A E, fEr-E K=
TR TR, 7R FH I M TR e 95 P 4 L) i 26 W P 5
AR EZ[17]. X ATRESIE RN, RS RE R AE G
O 2 LN A B (UL WD « FEIX LG T,
JUE 7 R 1) (R 386 i 5 S8 SUBE AN IE R, 5 BB D R S A A
4. MERARYHERL. Hh =ERHER. PHEBE & AL,
I &I A AT T [18-22]. B2, 1RG5 A s i g
AN B 1) /N RS, BT FE K 3t H B L
5, R PR o UL 2R AL [23-24] . EE EERE PRI R
PREBE S R A B, MM RITER (DA &) 14
et bR B Rk A G S AR D RS T AR, DA IR AR B
#[11,25]c XR—REFEFA T, BRSO HIR 25
HAMRI SRS R, o B2 B [26-27].
T 1 BURE R BRI TT 5 5 80 MR BN 78 4 (1 2 Fh
JERAE G, R AR e T B0 T o e 5 1 AR B AR
PRIV TENLH o 45Tt = JE T B A0 PR P o UL 1)
J7[28], T MRIXFRC U R ER, DL AR 1 e T I A
L WA B T RRATHEE IR R IE T .

2. EFRRIE LR

PEARIE, 7E 1 TUHE PR A 2 R R B T A e O I
Theelsts (RS R IR, B IX 28 35 I Rk tH IR
BKEELG[7,29-31]. [RIRE, 755 KM R I Zh P b 4
T AFAERE R PR O L [6,32]. DRI T2 A SRR
I3 PO LR RO R, G B S A L HER . XA
AR IS S e A CEE G LR M e )« 2 b 1k Ty e ik ffa
P 2R Ak 5 R R IR RE D BB« P B R S -1
BRI K- BEEE RS (RAAS) BT L5 DL I
G P A 5T ) R B R [7,31,33-36]0 ACSEER =
FUABIE 038 A S AR 11 238 2 5 SO0 PR P UL
B R 2 [3,37-40]
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T AN Wt dE AT S A AN A, TR E R REE .
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B ENTER . B IR R AN IR [41]. Fhrh, JRITER A
P o i P SR P2 A R 1 T B R A [42]. RO IE

SRR, AR AN REE R 7 A ok A X R
MR 2 A Rk e ORI LU A7 Hh =
BEHEAT REAR, SRR R IR IS S 2 O F s QX fF
(0 H S = e AT A s LA R D3 io ot s v (¥ i 2 1 g A
B A i i 2 e H o = R R AR 3,9, ek, MRER
LR P T A 1 i T At A A o O P i 7 2 1 S e
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TERIENEE (I NG RIS P2 CEIEARIT AL, il
HAUFIEREAD , OIF XX R IE B R SRS .
AR, MR R RS RE DT B A TR H IR A b X
He g g AR, T B IR W mELE A e B AR
H o RO I T Dy = B R I Y 1 AR R K 2 IR DT R
[3] (EMERMLZ, ERIALS T, REE AN 7B )
% R W B3 N IR AF A R H I = le kR s S Fax AN A
AR B R R [43-44], B MBI E AT
PRVT . A I =8 AR AR AR E P R A PR PR et R B0 ki
K. REMTXMIE, (A8 R4 TE% A Bh & A s
i, AHR, EFECIgEM =g, BEE 2R g0
IR L BT 25 I B (HSPG) 45407 15 [45-46]. %t
T H6 5 2 G i F B P R AR s, MO LA 2 T
HSPG ) & 5 8 E R Wil 2 e v &A%, It S BRI =B
Feo TEIXHEL, G EE 1 R D7 B LR A B A P RS A b
B R LBE A E ) s R E OS5 E B 1 (GPIH-
BP1) ©[47], FFiR8 3 Tilom s, 2% A4 A iUIg 17
FRIER (B 1D [47-48].

4.2. GPIHBP1

WHICE S 1 2P UL, DL B IR 2 1 8 7 i o] DA
OGRS, Fid N A, Bk . HpaihE
ik N R 40 s HSPG [49-501 MRS % JE R8I (VLDL) %%
RS R RN . Ranied 7 —N 8, GPIHBP1 /3
R D7 e 2 O N B 4 358 T 0 [47,52] . GPTHBP1 A
TE R A0 R R o e de I A 5 Tl 0 e P A LA
KW FIR & NG TG, PR AR 14 4 ) GPTHBP1 R AE A
Rest & MR R (I MR BE[53]. Heilr BRI 78 3% 9H i 2% (1 g s g
TENHARR HA WS, JF5 GPIHBPL LA 1 @ 1 LRI 4E &
[54-56]. B T TENGE G NR W7 B R 28 AR AR Ak, ot 1)
MR EREASAGED I ERSAGIRED (FLEERMREL
WARB AR D, X2 —Fr e iR & A s 7 B/ = (4
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GPIHBP! ()78 BRI H 2% H b = BR 0 & 5 0. tbah,
it = GPTHBP1 f A\ R4 3y Hh =R e (B D [59-
60]. HHT, FRATICATE HEHE R 2Ok rp i 8 A B3R
Ff A 3/4 (ANGPTL3/4) F1 GPIHBP1 ] B4k 45 4k . {H
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JIE o s P g3 (R BURAEAE M N ER KFEE b

A AE T i AR 1R M T 43 W S 5 I 1) XA SRR, IX
S P T LA G ) N B A PRI R R [62] . N E K
A= D55 BUBE R e A B 1 RE 7 B A AL A R ) 3G 2 5
5 GPIHBP1 £ 5%, ATkl 7 GPIHBP1 £ [ F115 fff RNA
(mRNA) MRIE, e IR BN R63]. KT ME AR
FFEE 4 (ANGPTLA), AR BUAE b 5 A0 E B JR 9
o, O DRI R R AR AN T 10 5 A1 20 fi5[14]. fEHER
72, R ANGPTLA £E H FERE R sh P 3 m 1 10 7%,
B 5MEEARIBREEMREICTEE: F5tk, BEAk
il R D 7 3 £ [14]. AT N, BT ANGPTLA4 34/
T10F%, BEIRE R R 5SS R S N T GPIHBP1 &
RIFNEE A 13RIk [63]. Rk, MR A AR WiBeFEF2 2) N 57
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AN [E) P AR FEDR S AT DU T 25 11 A5 07 s 14 AR 45 Uk
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UL, NRWTAH L IR B AR T B S M FEAIC . X AT BART
IEFERUR A EEAAA, AT 0 RS HoAth A 2 e
A R64]. B, H G B H Il =R AR IR T ER A A T
W20 IEXRT = BRI I 7 oK. xRy, IRE A
U 78 2 1 T A SR R IR R R SR ) “1717

4.4. O WEHEH]

REWifRId fmt, Ho MAR gL 2 HAabds w (|
FEOWE o PN — NG RAZ, TR AT 5] K0
JIE 2 R AIG . 0 60 W SR 2RGS0 A4 B AE T2 9,
18-20,65]. FEIX 71, 4 M5 & 1 g s W2 O 0 v e S 4
AR, SIRALTE 2RI, AR AH OCHIE T R
1, XeFBUREMIAGE, GO ET, L
FAEBA MBS0 Thae TR, S IR v 0 L
WIS L2 BA[23-24]. MR, ARAESEIREE B, A ACIE
LB E AR 2 S ECL IR [26-27]. R XL
HIEATS SR B A% A 1 28 1 45 6 IO T S IR DT I, 184 0 %o i
BIFERRI T, R IX S0 AN B B AR B A AR DT ) 3
Re: DRk, Wi&ER 7O MR DI REFEAR[27]. 4R B ATIR, X
gk R, AR O IR R TS B T 07 I ) S0 B RS B
FC F 3 o

4.5. W PRI 8 O ME FR ) P R 1 R T

ENEH, ST R RS (20 BRI
HSPG &5 & 5 8 R Wl AN 2K . XA 15 )5 B2 m) 0
B AR AT B AL[45,66]. X RN TVEIFATEAR, A
B 17 ML IERETBOIE 25 A G TG A, B3 A Ath T Fe 25 27
CEean-s B NIRRT 2020 BUie s C IR IWimG . Rk, %
T AEANBE FH T 5 i PR3 o o I 25 1 g 0 Tt P e e ek 2
WA o E DAk B SRS AT s AN [RI 27 R Gn i iy 2H 23 Ay
BV e E R R, SRR L3 w2 A IR
7 g BRI [67]. TR, 55T A I MR D g AE O UE
AT ARG RR . BMEREREATINE, (MR E )
U 2R 5 T O T 0 e A R, R R AR R G
WU e R BN Bk i B AR DGR B R D Bl i 4% o ER TR AR
Hr ity e PR, K5 0 PR R8O I 2 1 i B A O
{10 50 1 2 NS 7 R A 11

4.6. Wl PRI SRR Lo T m ) I B I T
FE 25115 5 1) R o 2R AR PR A [68—69] i B IR Ve 11 21
75 IR o PR AT I 3% IR AR v ML BREAE 100 s A B A2

H1[11,13,61,70], Feb IR 2 kB s (1 IR 2 1 IR s g v PR 18 o
T AMIG PR 5 2R 7 AT X — RN [13].  FERERIE B =
P EA AR EE IR B M A3 n IR A2 B T HSPG
SEA s BN R A . S b, AT E, FEIEE O
JE R, LA PN T P R AT 285 7 AN R T i 1 R s
oy . TEREIR A, s B A SO RO E B R
Bl 45 [13,62,71], AHIX F AN P5 B 5 DR R 28 1 0 308 1 e
AR[13,72]. FHR, 3 WARIME SIE B e, X AR A LA
it w2 R 7 T e AT 4 e T 0 ) K B B01[39,611] 6
TR B4 PO BB R IR R AL ER M (AMPKD [73-74].
p38 22 ZL RIS R W (p38MAPK) & 4 ¥ ¥ D
(PKD) [12,25,75], ‘FEUAR & FHR Wi o3 s 21O L0 i 3
[ HSPG |, MRS A NREE DM IR, JEA
WLEh & 1 22 [75-76]. F6 2 1 HE B B 22 X AN 47 B 17 A1
#al, MFEZENOIARERR 5, XN R Lt
2 B AE F R ¥ HSPG N5 1 [77-78] (Bl Do fEIX
JiiH, ATVKIAE SRR T, R R 2 BT 2
[77,79], FERAAEFLCAMU[80]. 3xX % 1M 23 2 HE Mo UL
YR IR B A fR BT [81]. A2, BATEUEH T4
eI R WGP RE SUIR 2 IR I R A, 3 RERE 0 L4 i 36 T
AKET, BIEMENEAEKET A (VEGFA) [82-83]
AL N A KT B (VEGFB) [84]. @it i % & < 5
IEFNT IEARAETS, X Fh A R 72 mT LA 1B i 07 R 1)
. REEEAE, TEE BRI R11,761],
T AEB A fEA Z 2], MR AR R KT X
JiTH, AR RIR SR N S AR IR R (R AEIER[16:0]
R IR [18:0D  HAMIAARITIR GHER[18:1]) M Z A
MR CIEMER[18:2] e DUMGRR[20:4]D & &1 0
TE2~3 1% X EE/RITRR L o I 2% S & 1) 80% [14]. KAl
N E 0 0 i A 5 0 IR T R A AR I A L N i 2
SR o

5. ZERRT &8

5.1. Wk

EAZd, HSPG 7 ifEZ AL, 2 i Ak 2
AN A A AZ[85]. EATH — ML EEAR, AFZ R
LB EMEE S 2 454 . ik, XS FACETRR 2
AT 25 Hh 1 s LA R BOR 2 2 A 7, I PRIIE T 41
I ) 235 K 5 B [86] oty A7 FELART PRI IR & 1 2 00 o
SKIEFE LA IE AT B A, A4 C-X-C 27 @b N+
ficfk2 (CXCL2). #EIMLEE. HEE A HE NI . VEGFA il
VEGFB. T XFhE M, X8 [ nl DAFE 7 20



SERIRE . PR T - B 2 B IS TR I 2 I T R R 2
MTET, e RME— CURTR R R IR L IVERT = A FLsh
i, DRl fedt bad s AR r R (- 1D [87].

5.2, 4 UK ey LW (4] s

ST R 2 — Fh RE A8 1) W B 1R £ I JHF 2 000 i 1) 1l
A EARIR88]. TBENKMBA M (ER) H
Beilid N —A> 68 kDa [ B BT, SR J5 0 T H% 65 kDa i)
EIE TEIEAE BT BB (Hpa") . SRJGTETE LT R B bk
Sy, FEiEIS HSPG AT H B2 bE-6-E IR 2 1k . (IR ENRE A
SZARA SR A 1 55 2 AR [91 1V PN 2 |1 P B 40 i [89-90]
TEAE SR 2 W AE IR 14 25 B4 28 T L 78 7 T
HMUA B I T RGOS T M 2B (Hpa™) . A2 Al
L B —A 6 kDaiEH 1, A HELA 7 =541 8 kDa
F150 kDa MEAE, AT A2 5 M S BE T =G [92]. 35 P £
JH 2= Bl SR W LTS 1 LU T AE S0 R B =1 100 i, o fid
FAAEVE BT, B BRI ORI [93-94] . AR S 56 =5 (R
FUARH, A WA AR A R R T 2T BT SR R TR
JR I — A58 I BRI . I b 43l dd ek v R R I = T R
MR, SEOERREZA (P2Y) HilE. Nish&EAEA
AEYE CBERT R IR [77]. M=, SEbEEEARR
(R, i e 0T PR 2% A I £ 1 2 18l 7 5 1) 3140 A% Ok
FELLE 2088 2R B (1) 43 1A [95] -

5.3. Uik

e b, OB RIS SBEAN. 0BE
MEFEHA[96]. FECLNEARUI T, FATE R KI T b
FERETICAN B 40 M r (1) SR AT R Bl 7 T AR Th e, B R
Y U LA B P B T i o 3 (56 75 R 1 i O Bl 1 T i
HENME R, ERECREREA T M =m0/, ARR
I O WESE B AR TR VE R SR IR 78] BRTETE L BEIT R
b, T BRI R R TE BRI 2R BN 40 WA[82] . BT 2
BT BT R ERRE LI R P AR R NS S, S
NEEE AR Wi mG R e 8k . IX (B AR S i e B I MR i I o 4
(FTHSPG 45 & 00 AT LA B HTE 78 . EARE RN, REW
FiE 2 S BE T =BG AS RE (2 2 Fh At RS Sl , AEE
FEEEB (AkO. 4HEAME ST (Erdo. R RE R
Mk E R R A (Sre) . HEE AE 5 s FBuE )
(STAT). 44K K F (HGF). & RHEAKET
(IGF) MIFRAEKET (EGE) [97], (B LBEAT
VB — i 8 B A KR R ORI R A 8 (B D
[82,84].

6. MERNKERKRAF

6.1. A

MW AR FEAHFS AT 6 MEKRKT:
VEGFA. VEGFB. VEGFC. VEGFD. VEGFE Al PGF
[98]. A B 7T AT 2 A& VEGFA, B4 IA A x4 i 1
A R ) L BE[99]. A RS2, VEGFBHFAE G K
A A2 B [100-102]0 WF 7838 XX —Ju AT T ST a0,
H 1l 5522 BT 575 22 W] VEGFB i i 5] £ #4541 24 %6 VEGFA
R 7 1A AR B R FEAEI[103-104]. VEGFB f LAt
HEAE ARG B E 4R AT T BE J1[102], X AT RE S BE
PRIFEPR T A F[103], BIK PEARHEAT 1518

6.2. & N ZEKKETB

TEAARE T m Al 20 CRLFE O E A 8D ,
VEGFB [ 35 & =[105]. VEGFB T I 5 M W i 4
KW 7% k-1 (VEGFRD &&= AE/EH. mT
VEGFB 5 VEGFA RV F 47% #H R [105], #F L& 1
T RN IR AN LA AE I DUk, HSEIR 25 SRR A
BHf . B UT ) — Bl A0, VEGFB SEFr b2 i i % #F
VEGFA ¥ I8 A s D R M- B0H M M k. ©H1 VEG-
FA 1] DL 454 VEGFR1 1 VEGFR2; {H A&, ®I— /N2 AR%}
VEGFA (455 R 712 IG5 % 1 10 fi5[106], R LTI RN
1R/, X B VEGFA 5 VEGFRI 45 & IR 7 Hoaf 8 4=
HAE[107]. R, VEGFRI @ F&[108]8% VEGFA i ik
[L091/E MR I Z B i), BUNFEX 4T, HA VEG-
FR2 # VEGFA (54, 5 80™ 5 1A 52 I 4% 1 18 AR A
ER—MolFr, DUEAHCHIEE (AAV) -VEGFB# 31
/INBRAE i 7 2 2 rp 3R B M I 5 R i 4 5 3 1047
WEFL#H N, VEGFB [FiX F/E H & H 54 VEGFRI1 1145
., XFK T VEGFA 5 VEGFRI Ml EAEFHRIBE /1, S5
VEGFA 5 VEGFR2 it 255, I RS0 B2 50
X E 24T, AAV-VEGFB /) R I R 482 IEH
), 5 AAV-VEGFA /NR IS REGAH, Jo64 Eos Hii
ERH, IXE W VEGFB XL (0 1E 5 A A 72 A AR AT
AEER,

6.3. % 4% & KO WA 1 52

WA 1 A T O IR VE S AAVEVEGEB 19/ L B0 1 Fik
By 2 A M CGE[104]0 X A] LA PRl 7 SORMERE:. —Hp
Sl VEGFB X B # VLA RERTHSURFIE S48 5 M E
WAL 15— Al s VEGFB Rt K &
SR REREE AR LIRS E . EOEARE T
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[, ik 4 VEGFB 1K B O T 22 B 40 o 861 45
W2 3 AN FE R AR R 038 i, R I E 2 MmO Ak & H
FRERATFA[103]. M, X 8K R R I 5 08 R IZ
HEE A AR 5% (0 5 R R FEAIR[103], 3X L] VEGFBAE 0 I
N T AT T I T P A% g K T T

6.4. X A LA 175 1 5 i)

NS B8 Z WA S 50E B T VEGFB X ZE K21 i
A s Bitl, EEZBETFRNC R EH
b, A E A O I P HY IR VEGFB 3 R 6 3k FA4IR[103]. 78
Y FE SR, M BRZ VEGFB (1504t 3545 P 52 48 i
SO LA, B 1,0, T AR, )Nk 57 1 i
MANMEEET: (AT, MESMENE VEGFB AL, X —3L
L% B /MU 110-111]0 fJim, 240l i A ik & 1 B0 2 5%
SN N JEYE VEGFEB I, O I AT 56 52 SE AL N [84]. &
BIMKGE A [112]. OESCE113]. Bl A R [114] B IM[115]
PR .

6.5. BRI i I8 P e AE KR P B

VEGFB MIh 6 E 4R 2ESL, JoH 2500 Ry F|
IR =S As R e | AN (R T )1 Gl g A S i = 1i]
HAh, AR L BET R BRI VEGFB, 85l & 18
SUERE R R AE JE[82]. (X FPAE FH 5 VEGFB By 1141 i 5t
ToAEE N e IR B K L I D Re 4 &, SR AL T — R R IR
BEPEMINLE] . BE 5 ™ H B2 M A PR 2 VEGFB 1) % 2%
[84], VEGFB LRy E 2%, i & (1 Mg i iy dd p 1 A
U PR AR AN P52 20 B (O, RO PR R IR HE AR A
FRIGETER AR [116] Bl M B [36,117—-118]141.C L4 fi
HET:[30,119-120], {HFTA X L ¥ 0] G2 4k K T VEGFB
MEK. X—HIEME TS NEROVIIESE, B VEG-
FB 7KV (1 B AR T BB A2 PO FR s 12 o0 03 30 98 1) A AR [84]

7. 451

AW TTH, FATRIE S SRR, W4+ &
P 25 il PR R T8 A HL I oo JULEE i o i i 9 7 Bl R T
MR, RO RE TR A o 15 B DA T A )
j&, LT R IE AR G0 LAE I VEGFB, Mifi: D%
WA fE AR QOEHER EREAI T BT I sET.
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