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[ Abstract |

cerebrospinal fluid drainage route, which includes meningeal lymphatic vessels, cranial nerves, and cervical lymphatic channels. The

The central lymphatic system comprises the glymphatic system, which is present throughout the brain, and the

primary role of this system is to remove metabolic waste products, from the brain tissue and transport them to the deep cervical lymph
nodes for disposal. Moreover, the central lymphatic system has a role in controlling immunological responses and pathological processes
including neuroinflammation. The central lymphatic system’s impairment and malfunction are pivotal in the development of age-related
changes in brain function, malignancies, neurovascular disorders, neurodegenerative diseases, and neuroinflammatory diseases. This
page provides an overview of the organization, operations, and key determinants of the central lymphatic system. Additionally, it offers
a concise summary of the pertinent advancements in research on central nervous system disorders, including Alzheimer’s disease, trau-
matic brain injury, and stroke. Furthermore, the essay highlights unsolved issues in this field of study and examines the possible prac-
tical uses of this information as a target for clinical therapy.
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( Alzheimer’s disease, AD) . M14:#%J% (Parkinson’s
disease, PD) . £ % ¥ i fk ( Multiple sclerosis,
MS) R A HoRx 5 28 FR R AR AT 05 1 e [R]ARRAIE
i B I X S 5 2 I BR B T B9 R IR AT B 2 X Lk
BRI AERFE N D L i T RIS = kA, I
ZH 2R R AR 1 2 A ) — Bk 0T R gm i AN
RN PN 0 R G R L IR — S B R, 0 B3
MFEEE T (B-amyloid, AB), WITT LI I 455 5+ 19 %
AZ A FH LR R B R

« [E R HABAIEFR G E (81973311)
w Gl IHAER . ABFTDE, HFHRAA libozou@ 163. com

R E B9 IR, 3BT 2 I O HIE 5 v AX A 22
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S B T B L A5 ST T JUL 2 0 R I A7 ] [ ) L I 44
REIARER, BT 5T 3 42 1 A 30 ik A0 =6 2 1 787 5 IS P,
T — AN TN ST P S 3 a9 LA R B . e
LA TSR K IR N T IZ AR E — 0 BB TR RS 5T 4
ML R /KIEIEE -4 (Aquaporin-4, AQP-4)
TSI E W ( Cerebrospinal fluid, CSF) -JikiZH 20K
(Interstitial fluid, ISF) PRz 25, BA
PPyt WETEIRHLRAVE, B RS (an
FLR) . PIEEMEEAR (40 AR fltau 2R ) IR
Rz " . T XRGAEDEE L ART 4



— 474 —

EPrBAEESLE 2024 4E T J 4545 5 4

Int J Geriatr, July 2024, Vol. 45 No. 4

JER IS ZR e, i HAR S T R 5T 4 i SRR, T
PAFRZ g B S bk I R G sl 2Rk I 22 58 ( Glymphatic
system or Glymphatics) . J&5%E & IR /)N BT A AR 4 ik
BB AT 4 NI IE K4S (Meningeal lymphatic ves-
sels, mLVs) , HN Rz BA 28 f g itk I N B2 20 AR 755
P11 o mLVs S R R 04 FLAE A TR ST i 1L 2
(Deep cervical lymph nodes, dcLNs) , HZIASNE
PEI o BB A% L LR 1% (Magnetic resonance
imaging, MRI) $ESE, TEAE RACISHN A M Py [F) 4+
B RS AT mLVs, H mLVs 1ER BTtk
RGLHE KT T, S5RBUKE Ry —FE B A 4F
WA AR B TR R B A 4051 . A S B A A
PR R LE A . DIREAIE I R 2R, 1R H
TETP P2 RGBT Th R REIVER], R
ATUIRAT A7 A S L [R) L R LA SRy v A I PR YA U7
SR REME .
1 AFIRHE RSERIARK
11 BBk RS

JRE BT 2 28 G S — A e JE 2H Ak 1 R AR OB i
ES M 1) RN S e D DN E VAR RS A Y Y
AR ) AQP-4 L o SIS LA L 4R ik
A [) CSF ¥ B i i BEL T, R I Bk I R 52
SR AR A L SR R FR /I 1A A A3 TR AR
MAE BT, PBESN LA SR, A EE B B TR IR I 44 Y
ZJEADLENT B, AL FE B KO R B B A i A
IR R B DK ML A R R o A T B R RS M 22 R G
A IR AM B TR, 2 ehRid
P18 73S % 591 A0 A 00 A = 8¢ /) i SE 5 vt 3 S 3 /0N B
CSF 7, FIFHDEG W R BR AU 7 i i s L2 31
/N S A Y 9 A 1 s B R 2 DO HE I ZH 2, H
e AR S 0 A B DK R B, T VK R B ik
L N 1 A N S VS VNE 2 N o B SN | 1 - o 7 N T )
ARy, FLAT TR K S Bk 3 ok i 4 4, AQP-
4 TE BRI BT 2 2 3 AR R IR i o0 A B R
etk , R RBA S I BTk B R 5E i D B
BASE S B A M S LA L Al g T A
FOAB AN K e ik, AQP-4 BYAETEfE A3 7K 43 A1
AL RO T BREAE Pl iz, e Uk CSF A
WG S B 45 ISF 1R A, b CSF 5 figi 21 21 18] B =[]
MBS e Fis iy, A Bl T 4ERR AN 2H 2L B2 3SR
TR BT IR o /I i SiE A 3t T 5 1 2 e b
TE R e mT i 25 618 2 52 2l Pk i 1 A B R AR
fREE A B HELH L, T AQP-4 f 55 PRl 5] TGN-
020 HEfE W E R CSF /R ER R A RE &L, UL
TG N WA R B L R g

L4887 J5) B B A 114 £T 4 56 B AR i T CSFE 3 3 1Y
VK BEL0E [, R DX S s 1) CSE ¥ ) ik S8 Bt e 3 37F
ABRBIBEES, 2 AQP-4 [ A\ T it A i 2H 28] BT,
JEHES ISE J AR DK R BT, e 2 HE A SN R R &
Ge L AR T B B G i AR 0 B Ay, I
AN CSE i AR IR i, #E CSF 2Rl

O, A KR RS S M ZNRAT RO O R BT S

E51) S B I N VAS X SN i A B N U N [ N
SR BI04 SR R R A KR o B I B RRIR 43
32, CSF iy AQP-4 PRkt % iz I dl LUl B ™ o i
J, CSF-ISF Z[a] iy s 24 = AR gk 8l g, #Esh &
AACE Y . AT R SR CSE A ik
JEBR AT R BR, Z )5, CSF #E Ak BB s o
FEWR RS T BE G ER R, CSF AT RLiE o A4S [Rl s 42 ik A
BIEIR, Hoh, KR4y CSF AT RLE 3k ok P A5 4t
R AR ARG I PN Y R K 52, &8 mLVs BRI A
dcLNs JGHEASFEWREAEER ; #B43 CSF &ad— R 41
o BB E) BT, Gk AR . SR AR, HEAERE
WEL 4L (Superficial cervical lymph nodes, scLNs) ,
B0 A deLNs o FEX —ik 2 HE Bl i 7K g o i)
YEH, PR SE T ISF A AR ™= . AB f o 58
b AZ AR A5 S i AR 1 T LA R At 4 BV B D B
PEA 4= B 6 B 100 9 B A 50 A HE AR A, I Ak,
ZARGLIE B A CSF a4 85 . IR B A2l 4R
1 E (Apolipoprotein E, ApoE) 4E7E 324 i Al &
T P s % B AV

ZHTEAEAR PO T MR AR AE I BT M L AR G LA AR]
MIERGz sh Jo ik ll— 3. S 1 B G b P i ST
MU ARG h WA e, 75 X Ay
WX M & X e 38 A T il — AR B B 1Y
B2, KR/, WUMIEECRIZEE; 978
BRI THRES AN ETRNALR, =5
FRPHE - SO b /0N, R R R L i 4 2 Y
B AP AR W) 15 R 335 1 BTN 43 1 e RN IR
BCiRIeoe, Bk, o itk B2 3l ik B 1a) ek
JEBRA AR F B i SO BER s s A A
TN BOA 2 B 5T bk I R G N e 32 19 RS T B0
P ik, EeR R — AT PE A9 MRI B 53 45
7N TV BTAE CSF 1% 80 B B R A8 R o A 1 BT v
FORE IR P A O A DX A 2 AR 22
S, FEk, FERNXT RS BRI fEAE, CSF LA
XA A, BRI PN X R B

HArtsr £ 8, /NEIRBIER 17.5 X5, i
& ] Bl B ot ds e Willis 3 109 2l ik Ab I 4508 1,
TEHAEJRS 1 RN S Sm b, T LR 2
JE R 2 /2 | AQP-4 R I5 5 K Bk L R 5t
BB, R)E, UmEmS IR E, 7EHAE
JEE T REVGR/DEERIT K Z, IFES 14 RNk
B M/ RATAE A KT B OKSE AR R 252
JIRG I A8 R A MO 54, S 3O A BE Y I8 555 PR RS
PESVE T e, Wi AQP-4 18 B I i ot 24 iy £¢ 2 1Y
B, R T 5 M B Ak L 2R G R I3 P
1.2 mLVs

BOfE 5S4 T BB 43 A IR St A
IXBEAERGE Y BE S 22840 & Prospero AR &8 1
( Prospero homeobox protein 1, Prox1) . 43rfk#% 31
( Cluster of differentiation 31, CD31) . #E 4 N K
HEIHFERRZ14 1 (Lymphatic vessel endothelial hyalu-
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ik 5%, . AR R SRR O R BF ST IR
ronan receptor 1, Lyve-1) | IME N A K532k

3 ( Vascular endothelial growth factor receptor 3,
VEGFR3) | k&4 PN Hz2 28 ffg 25 (1 5 i ( Podopla-
nin, PDPN) Fi#a{b A FEif 21 [ Chemokine ( C-C
motif) ligand 21, CCL21] 7& N B E PN B2 20 b
P 7/ I PSS W g D s e S D e ) S e N
oy mLVis AR AR LA o /IR R A3 L 4
TE A S LLLAE N B A K R F-¢ - (Vascular endo-
thelial growth factor-c, VEGF-¢) K =\ k5,
H B 5 I T A8 T DL T IS 14 I A R g 28 L
SRR AL, YRR RS It A R D7 A AR T
A JE 25 8 KBRS Sk h &R, 2 20 K mLVs
B SE — 0 T B OORSEM T & F 58, e T
JRREL RS 1 A ZEAT ™ o mLVs RZEAE T — A5
o B TS ORI A R I 09 1 O . BT R L R G
CSF-ISF zg e LT , 38 o 1l 5 %) 6] 8] Bt s A, DAAH
X PR A TR VA I8 DR 2H 2 A i AT g R
Wyo Forb, BT BN IR DK 52 2E A mLVs 5
BEAEWA deLNs ST 53238 it PN A 22 S ] e 3
AL A, Wi R ERBERME LSS, WA deLNs,
mLVs S ISF 35 R i i =242 o pbdh, fEmg
W R T — 2% 3 A 3T i A0 P 2 T R WA D
JEE A ¥R HIR 608 G JBT 4K L 7 SR B o A S JT A L AR
GEy AQP-4 T ER AL AN IS AR Th Y AR, i Tl Bk
JEBEFRBEIS , Ao N B ABZE S B Al 2k A IOk S B
Kl 5 22 SER IR L 45 B R o 24 deLNs #ghFLis, Al
WLEEF I B4 T s BRI S 1m0 L A AD A5
/LB b, delNs 5 $L < i AD ¥ 19 i BE 2
AgBY R mLVs [N BUSEIRY s BSR4 T
A, HIEWFER delNs 513, #E—2FK ] mLVs
i deLNs 5] i ) r B A

mLVs i AT LU e 0 #% S 94 20 i A 014 5t
P PRI RS S W FE mLVs HRAE
TEAE RPN ML, AnAR SR AN AN B 4 i, mT LA
FHARANEL IS I N BT EL, NI 51 AR S I . I
b, KArFW T, gl -Fmpoik, tnl LiE
id mLVs 7ErP X R GE AL, IR G g5 s 1 A
RIELTFE . X mLVs NG 41 )T F% i JE— 20 PR Ak
R R AL T Ah ok A A D T IR 2
A& (C-C chemokine receptor type 7, CCR7) -CCL21
HAsiR . FERE R G, CCR7 3Z{k 5 CCL21
AL T ARELAE R, 98779 G0 40 M 1 30 F% FIE 1],
Y35 8 FR G 0 D) RE RN S8 N 285 O T 8 EA T
2 iR E RFEINEERNEER
2.1 CSF 94k

NI4T 29 140 mL CSF, A= HURZS F N %
JIKZE N 53 6 R B Y CSF, AR N CSF AR il s 5
0.3 ~0.4 mL/min™' . Jii 2% M\ 3f F I 328 26 11 FR 46
PIPVRARE E W B HE N T, 3 S X TR
JU I S5 41 4 1E 5 DI RE B G R 22 L IR AR
WA= i CSF, JE il—A~SK Sl M A DU 38 3R GEE A ik

RIS I 3 31 . CSF 9 S W7 26 1A B 1) i
SR P T, 2 T S R B ok L AR BRI E BRI
JH 2 e e 40 s /s B, CSE % 77 28 £ I 25 00 41 i o
MEL R G AE " . CSF &K', Na'| CI° |
HCO; | Ca’ % H 2B 7 4y, HoE ik 32 Na”-
K*-ATP fiff, Na*-Cl-/HCO, 3Z#a{f, Na'-H" §%
B AQP-1 FIIEL % % He 4 11 Claudin-2 45 2 Ff [K]
R R R PEIE B R ST EUK AT AD K
i [Pk 2 P\ CSF 43 3hdi /b, 230855 i BL ik 2 R G
S CSF-ISF B3t i 4 5 2 AH R ) AR BR .
2.2 AQP-4

AQP-4 J& oK il 18 25 M 7E ki N R ik e o 8 1Y
WAL, TR IE AT S B A CSF #E AN ZH ZUE] B,
PRI R S B L 5 T L AR S i T BE S LA
ST, AD FAMIPE IG5 4045 2 S 3 AQP-4 K A
P A, AT R AR RS 3T K B2 JR SR BR AR 9 &K
KU AN, AQP-4 I8 B 5 T Z R R I K T 41 il
MAEFRTE SN, ALHE Ca’ fF5 4 5. K" ZZoh, 28
AYAVE BRI BT A AT AR . R B R R RN R
CEPRESE TN L BRI R4 2L 0 AQP-4 L
1E 32 B F [4 %) ( Orthogonal arrays of particles,
OAPs) HIEAFTE, OAPs J2 AQP-4 K= 280K
FEZIIRE B SE M BERLCT . AQP-4 FEAE M1 Il M23
PRI, 9 4 ) DU SR A 22 5 OAPs (IR ™
o, g M23 PB4 RN o SR S bAoA,
FEAE ML) 2 B0 L v BE i Al s TR A i M1 I
BURA e AR 4R AE, (B AT LLAR HF 5L T JRE 5 4 it i
RPN ML 5 M23 (1 FEAR AT LA e AQP-4 i
PRSI AR . AQP-4 Fl A P 263K I8 5 WLZE 4 & 11 -1
BERARRBEEALZSWEDAMG, Hri, a-JUE
FEARRE AT (U0 Agrin) T 5 40 i 40 3L BT 45
e, B-HLEF AR E AR [ 40 SNTA-1 (Al-
pha-1-syntrophin) ] J& — Fp ¥ I35 (1, 0] ¥; Agrin
55 AWM T R AN PN S 3 R Ok, T AE 1A S 6L
EIE RN AL | SNTA-1 X A] 5 AQP-4 254,
W HA AR 1P L Agrin SRR T S BUR I K
SR L 26 L | AQP-4 ikl Fl OAPs 3R .
i &AL B T 1 HE ) B 52 4 ( Peroxisome prolifera-
tors-activated receptors, PPARs) JEAZ%IZE ZIRFik
PR TECAA B0 A2 A, I VE 22 AR i N g AR O
P2 PPARs SRCIRZEGWOE IS, SAT IR X Z
{A& ( Retinoic X receptors, RXR) ={ AT JF X =% {4
(Liver X receptors, LXR) ZE&IE N F Rk, E
L PPARs-RXR/LXR 5 “BRK S50 5 3h 7 &
) PPAR 24 W )2 i JefF  ( Peroxisome proliferator
response elements, PPREs) %5&, A0 K 5%
S BT PPARs sh ) REAS UK S ILE 37 R K2R
P (1 mdx ZNERI SNTA-1 3k

A AQP-4 Tl /N BUING 52 BT Y CSF IR B3 57 &
TR T 29 65% , i HLR XS 1-AB 11 7 55 3 B4
T255% " AQP-4 WA HNIE T AD L APP/
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PS1 /RN HITI REBEAS, 1A AR A . MKvER
FEILAE G TR T B 2 28 vl 2 figh 25 13 R0 i 1 o 22
PR FHR . BAER AD B A A M1
5 M23 By EUAE 5 TR, AQP-4 A PETR [ S E AR
DUBUMRFT AD FERG B A o L4 SR,
AQP-4 XJ CSF-ISF 5248 it ) A1 20 fifd 5] B 15 Jo ) 35 I
HAESEZEEM., ERRRE FEEAZ4K 7 (Puri-
nergic ligand-gated ion channel 7 receptor, P2X7r)
J& ATP 145 73l 18 % th B R I Y, e 22
JC . IR BTAR M AN BB A MR A ek, P2XTr
Ve B VR S AL Rd, TEMER BRGS0 TR .
i RN AN/ 23 = =1V I EANE <1 OO i DT
PP A, AE Bl PR A 05 P A 4 AR DY
P2X7r $I% 5, fei Ca® iR, il ER T p38 24
AR MG A TR I ( p38 mitogen-activated protein
kinases, p38 MAPK) {558 M & FEJHTT AQP-4 (1)
P . AE R YRR SR R BE R I AQP- 4 g K
K PTERIEARRS T 4% I T 5 (Nuclear factor
of activated T cells 5, NFAT-5) <&k AQP-4 3R
BZuS ([E E08 S N E S T8 o (I = 1 A e L O O N 2
i AQP-4 ek o 47 NFAT-5 fLiff AQP-4 (13,
KBRS AT o n-3 Z2 A AN G U 2 5% 32 Bl is sh AT
il B e 5T 40 B 1 3 Ak, PR /D USRI AQP-4
M FIR AR AE S A, AR TAEHER PN AR A VH R,
W/ GE A R T 1 LB A 28 S o LR A o 4
s, BRI AN e i AQP-4 [l R LN BTG
AD S5 Jlixi PN 55 B DRI 1A RO R
2.3 4R

HEREEWKERGEY RN — D EERR,
IR o S EUR S IR EE AL, PRIE )N, B
VSR ) AL A7 JR) B35t 3 i L 74 el v 1A s BE TR BT Ik Y
A FIBE Y, W RS RE R Y, T RN A
SCHbL T I3 i 52 5T 7 A B K R 7= . 2 R /)N L
I 0L A T IS ) J R B SR KRR, AP A
BRI SR N o A = I 0 T ak 0 A L (K B
IS, RO Bz 2 L i BRI e i b R 4 A R R
ARSI, R, P RE A )2 R B Y IV R i st AR
PR B, )22 FNECIR AR 119 )2 A 32 25 1 R G
H 1 (nidogen-2) FKikys/b, X F4E I AHOC B Ik
LA A8 A T BE S BRUKE B Mk I SR GE RIS BRAE S R I,
FEAR AR FIHABPE BTVEBR, (i AR 7 i 1145 JE IS A
PR RHORE A 9 CSTBL/6 /N FLSHT E
ZHBRRME RGN ERE LR, KL
W/ INEUIRT N AQP-4 A4 3 3K N B Jik ity 457 B 9 B
() AR U P T-AB, o T BRI R R T 40%
RUIBEFER (OB, B RGE DI REZ 4, T
BRIEEE AB HURE JIREAR, SR NG FIpf 2R 17
PRGN
2.4 [EAR

R R — ol X AILAAR it B 1 43 o B 11 A DR S
B I 3 55 A 60 [ 5 AR B2 0 o 2 39 TR 11 /) R

O, A KR RS S M ZNRAT RO O R BT S

4 0 L B 7 5 AR S LS VAT A B ) e e SR oAk
(R GeE A K, {H 76 A BE 5 R 75 55 JLF- o7
Za) BT N S A R B R P U, A0 B RS R JRR bR
BT 25 E AR KE T, 5 8OK ik 40 iy
Shzs ARG AN, AR T W sh B 11, <%
W7 TR E RS UaE . A WS FE W] CSF
ZR B B P IR AN 32 0 R 5 0 RS YU S B R, T
I T2 B 1% S A SR R, B D S A S 1
BRI, UNoy, B IR 2R 2 AP Sh R SE g Fl A SEFL K
S, SARE CSF R EEFI N 1 5 08 559 12 Ui 1% 30
AH B RR B 7, A0 S SR, U2 4 A e T
5HEAHEERN o, B EIRRZ WG LT
K S G FH AT A3 /N1 245 16 R P i s 6 1
2.5 HAhHEE

CSF 7/ FUIRG PN I A5 0 Bt 1y 2 A 3 30 38 43 J2&
oA 51 R B 3 bk P8 Sl T 9K s iy kR e 55
i} CSF-ISF A2k A3 fr IR . fEshiscserh,
251 80k 2% FL AN 5 2 A S ik 30 R R, P A ik
AoUigeitn; 2z, DA LR E 2R shE]
LT R R I SN . CSF o REEF A £, I
DRl NSNS ) i3 L R

P MR 575, 5 00 0% J8) 309 A 56 14 Jok 30 0 ifi
EEYE TR I AR ST AN TR RS, WTREA BT
JRE Bk L RGN B AR B . sk, — 0 AR
RIS AR AT R W, WS UE A4 CSF %igh
BB T B A K B g . W AT R Y R R, A
K R B L R DK OFITIbR B 2R S CSF 1 %38 it RHL 7 [
B s WPACHE I S AR R VR o N SN B ) i R
PRy e At £ 5 ) v AR 7 W BT B /) BRI BB
s AN BN CSF 755 55 70 0T 22 b B B 0 A8, T
FiNAT DA 2E Fh MK B R Ge i B i T i, hnple b 3%
BT ER . HE N 2%, W] BB S R R A R — £ 41
B2 AR (nIERM S I R R) A
SR M P VR R R IE R R i AR R A OR
[FARN FIAS A2 B 2R /g J - (Intracranial pres-
sure, ICP) "' ICP Jhe5£x{di CSF i 161 A [A] A4 75
AR 2 ICP A TR IK -1, 60% [ A 2 itk )
JEE R 3 3t mLVs HE W, 40% W% 1 R 2 2 07 A HE
H 24 ICP Fh i, &gk I s ks HE H B AR
80% , Z&GHMLHEW 5 20% , T il 55 JE R P ) Ak
FELE R

RIS (0.5 g/kg MRS &Y) HEA, R
JEE SR LT AE R PR 2R Pk, (e MERR Tk B R L U fiE
AR (> 1.5 g/kg IRBTHED) A, W2
R RN, Sl AQP-4 FFiRE S, FHOR
AT RS SRR T R GE T BEIR 7Y . ApoE e Ay
PRBE A RS AD R ik B R R ™ Ay
ApoE &4 FEPH By SVE 22 DI RE T 40 it rh bk L bR i
AHSEFEP B 223K BV, HEDZ I mLVs f# 4k,
SECHRELK R, A0 R ARy, BT BEL A K 4
TR .
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O, . PR E RS S ZRRAT RO O R BT R

3 ERRETHRHRE RGERTIEET L
3.1 ADRE T XM RS T REAR 1L

AD JE—Fpg e 4 RGBT MR, Bk
BRI M A2 R A T BE R AR A A A B AR
LEPRZKE FORE IR, HORS BR AR AR 35 B AU 3 4 BE N
MR ET AR5 1T Al S AF B MY JE A5 40 i A1
AB MR G, T E LT YEgE%E E5 5 tau B
Ak R i R A A ST ke i 22 I s 3% 0,
B ZHZH R Y AR AT AQP-4 A S I BTtk B R 52
R . AR AT BRI AQP-4 AL Tk 43 AT
YIS AR/ BRI Agpd 35 DN R I ok 12
RGDIRe W, FEOE S RISOIRMA P 1-AB L, T BR
R 55% " R AD BIEUINEL Agpd FE DS ik
NI FURTTE I AR K30 25% ~50% , N
T OAD BEFGERM AR M TAE R L0 AD K 1
—REFERZE, Z (12 ~13 A#) APP/PS1 /)
BRI P Jie S5 4k B 2R 52 T g I 5 R UK 3 LB B BH B 1Y
AR LAY, HEZMIE, FEARMEA R AR VLA
HiR (3 ~4 Hi#%) APP/PS1 /NN PN HY 808 T
W ARG R

FI 6B S1254) Visudyne® 1 deLNs 45 FL AR
W/NEL mLVs 5] 0 f, & 30 A5OFI Va5 DY 1
AR B L | XSRS tau 25 I R0
FJS, 43HT AD BERL/NER mLVs ) §E R X317 A B9
R, R BNES (8] 4 ) FIRVIEIE 2 5k B Y e — &
Wefk, 45T VEGF-c JGY7 5 H BLM B B A 3 O
ANERFFIE deLNs BYG I JRIgE N, 2gse>d . wSEAH
HHCAZ BT

LAY AQP-4 P DL oR 35 e 0T bk B R S T e,
£ VEGF-3/VEGFR3 {553 [ 14 Wk B2 45 A= mliAE
DI4ERy mLVs fUIE W AFDEE, Nt X 250
NEEPEER RIS R, RIHESM AD T B FITAR YT $e 4t
BT A
3.2 PDRE T XM E REEMDIREAS 1k

PD 2 — P A I AR 1 ph 2R AT, DA
o ik 22 LB RE A 4 T I EA T PR SRR AN Lewy /IMARIHY
Ty 2 B BRARAE L -5 fih A2 2 11— P TE
R Bl S 2R G 58l BT A A% T 2 3k 1 T S AR R,
AT LAIE S 1] I TS 45 A PR 37 R R AR il e A
- AAZ TR )& Lewy /MR R R4, Hid 3Rk
a5 2R RS, B AQP-4 M, &
FHOUB T L R G R I E A2 Y . 4540 deLNs
BH ZE i bk B2 5 | 30 388 M6, AS3T /N PD ASE TR fig
A PR LC3 TT/LC31 Rk R, MsEm i
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