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Interaction of proteoglycans with low density

lipoprotein on the vascular endothelium
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Abstract: Interactions between proteoglycans and low-density lipoproteins may lead to low-density lipoprotein
retention and deposition in the vessel wall, which is an initial event in the entire process of atherosclerosis.
Proteoglycans are usually composed of one core protein backbone with one or more glycosaminoglycan chains
covalently linked, mainly including perlecan, biglycan, versican, decorin and so on. Thus, with a brief description of

these four types of proteoglycans, this review presents the interactions between the four types of proteoglycans and

low-density lipoproteins.
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) LDL, i SR pEEE & BOR A K R SRR %
FEREEE 3 B AR R BT DA Y B 1 SRR ) A AT K
/N, TGS 50 LDL 72 I 85 B (i 87 . Bt B
LDL 4F, 8 H B EA— PP g o 4h 2L 5T (extracellular
matrix, ECM), 175 21 Jik 55 ¢ Al £ A1 45 g A2 o
FAR P, R AR AL £ R AT DAY N L T i 2R
12 Bl (perlecan). XUHEHE &% 1 FEBE (biglycan), %
DhAEEE 1 M (versican) 7% 0 85 1 M (decorin) 25
AL FERE NS REAREN T4 s
LDL B AE R SR AT 270

1 EERENSEE

HERERE - HAETHE E3hlk. Bk,
JULIEE i 5 0 o 45 ) L ~F- i A7 AL 230 1) e D B 1
HARE EEE T e RS E " BEAR
BE 2 B S AL 0 B A — AN B S B I SRR
Ja A O- B H B S & B O T 1) 22 2 R AR AR
AR, | AR & A s RS
MR BIRRE N BN ¢ R RAERRE R K A AE
R IEAE T, FEZMERRER T R A BT ERIR K
BRMENEARESKERSE, XMy EORERE
() E A% 0 B K /NS [ 200~400 kDa, &A1)
DAL 5 23k 100 NI iE s 24200 8 A R IR E
= (BIRIR 2 ) MlBE ., X4 KM & 1 SR a4l
Ji 5 A AL BT A AR i E A A, BN
BN OEAAMUT LS EHRRSE S, ©5H
HAb > TS A . W1 ERT 4 FEA
RWERE RN, WEFTR, EEREEEE R
O B FIAS [5] 1R W i SR s O 4k 2H B, 55 LDL 1Y
FHEAE ) 32 B A A8 B 1 SRRE R0 Fre SR O I o
1.1 Perlecanfy%544

Perlecan s& — F K Y 1) 2 25 M S8R IR £ I 1 25
EEERE, ErZOEA BRI E D E
SITHNAERN, X7 AF/E T LDL 2 /4R F H Ah
ECM & A H N R & 3 AW SR B 5 A A1
XLy I R I T R Bk AT A U
Perlecan i 41753 B P gl A I, FAZAE T & A
FE RN A A e AP I B g e, ] DL Zn g Ah ik
R AR SRR FAE L, 2 e 24
AR S ks Y,

HATXT /N ANFERIZE di A& 4 perlecan [ B £k
it % B R% R (complementary DNA, cDNA) 541 f]
W5 1 BB N perlecan 3 [A] 1) 58 B 45 R RRAE Y
2R, perlecan = % H B HIT /T35 (discrete molecular
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@ fCKLDL, _RERKEIZEMENGE, mURZOER. £
F Aperlecan, HAZ U 8 H NG 5 B R £ 6 AT 2% M0 &5
Er; A b Rversican, HAZ O BT E R 05 T R R 2R B
ghify, Nuh5ZEWRIRMIE; A T Abiglycan, HAiZ.OHEA
) VA0 5 B8 TR 2 O B BB R B R R B 5 s AR
decorin, HAZ U8 00— 005 Bl 2 1 2% 00 450 B0 IR 232 bk
Xk
Bl M#HEARESLDLIEE(ER

domains) 2 i, Perlecan [ — AN B HUH (discrete
domain) 5 LDL SZ AR FLAALE &0 HIE U, %3
B 3 MARIANE T 9wtD, &6 4 N E S
TR P, FLAPRBER 20 454 (genomic orgnization)
5 LDL SZ2 AR AE & AL il d, 125 dlosk o w4
&R R 0 5L 7 0 LDL 324 i AR N 8 2
HIER EH— AN L AH R R /N A1 S G 65 77 ok o
1.2 Versicangy45#y

Versican J& — M B IR FCH R EEPE, 247
ETIEH ME R ECM H, EARZAEMEHLA K
PRESH IS 4R B R B 1 R B2 —, 5 biglycan,
decorin HI perlecan — A4 B 1 2H 2 A Bt b 25 12 SR0
(=44 o B Ik I8 LM 2 3 ik R ik b versican
RS R M | N 54411 0 1 B = R P
I 8 T ¢4 41 1) JUL e 2T 44 4 . > B e S /] B
Jik versican. Versican 13 K FNE% (5 5 1) 45 ¥4 145 —
b G5 A IR AR - N R i BRAR Z5 1380 (G1) 45 & &
LR, 1% 5T RR A& — Pl AR AE T I A A R
(ECM) K BE & 7 T 2 WE I RN, (E 20E [ S
B BBk AT E A, B2 P B 4 AT
LR AT N BT C R ERIR S5 MK (G3) 5
EPBEEAZERE, B5 2 MNREEKET (EGF)
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SER AR AT B C BUEBEEE R (C-type lectins) A1 1 A4b
7875 X 1 (complement regulatory region) ZH 5%, F
o C Bl R — R LIRSS S E BT s &
O TR X 2 AN R B A 2 i T s, ok
E T IRERE I XK. DA b s FE H A Y X
J& versican 73T IE AN K R iy B

W, E T %O B BB R R R B R
1 R 2 B A 2H 23R YR B E 77 25 A AN [R) T AS A
MAEXS 537 R B A R, A 25 kDa | 80 kDa
AN WH B R, 6- RRCE RS 4- Tilk
WERMEEREAEST P, Versican — AFAE £ /D
4 FhAS ) 1 0 A, 3K e P Y R i ek ok B 1 Y B
mRNA JERHT, RNA BIHR A 2 N REISMNE T 7
A8 Zfal, EHTGmAY 1 BRI B RE I E AL, A
V0. V1. V2 H1V3 3t 4 Fhip A B0,

1.3 Biglycanfy45#4

Biglycan /& — & & 7o 28R 1/ Y 2 RN,
T NEFEIIKTHIREE, JLFAmEAKE R
Gi. R LU IR R A AERTE R, FEH ST 2 A
(BFEFEK) PR E A 4Ea o0, BRIk 4,
5 H Al ECM 4y T — 2 2 5415 5 L P,
Biglycan & 45 kDa [f#Z.0 8 (1 ™), 3F H4f 4 2
PR R 4B 2% B R R e 2 B, B 42 ek
(P R X R B IR B 3% GAG #E 50 EHE N
i f) 2 3 R AR A OE B B Al AT LR A Ak
LDL 1 1] apoB 5 versican Al biglycan [ %% & i 53
#AL T GAG EE £, {HJ2 versican 1 biglycan iX
PN I BRNE L) LDL 45 & 47 s i ARG B AN A o
1.4 DecorinfiZ5#

Decorin fll biglycan —FE#S /& B & =& E ) &
FIERE B, fEoiRe b, ERRERME AR
T I 25 A A R SR 1) 1 i 2 1 R 1 4 B A R )
HEL s Bribz Ah, ARSI R TF2
WA A A R B AT A A Dy Re B B AR AL A
XA A REE S B IR 2 AR &b, 5
B H A MR 45 kDa (1 [R PR AZ 0 B A P,
o decorin 15 1 — At R B 2R 00 B S TR B JEk
ZEE S5 0EAME D, B5HMESRERN
HERWEAE, decorin P I FTA N- B HE AL A7 m 4
LT HE A K C K. 5 biglycan A1, decorin
EOEIEIRIFERIEA 4256 Ddh| HOgR. Kb
1434« Decorin Al biglycan H#8if 50% ] F %1 B
A FEVENE, I BAER 2 8O A A B B A 2 EARL
()28 B TR B A

2 EERESLDLWHEEIER

H 17 % i A A 2 SRS A LDL (19 A0 B AE R L
HilE T 1995 4EHE A “ ¥ B RO iUt (“response
to retention” hypothesis), 1ZAB A A3l ks BERE AL
AHE A apoB MEEH, JUHJE LDL @ 5 i
FF ) B 1SRN A B AR FH T AE IR RE () N R X ST
T 88 X FAH EAE A 252 LDL 1 apoB F
apoE 77 IE HLfur 5k L, Wi . HERS, 5
R TR (R e SR B B A B F AT R BRI R AN R I
S 2 R ESFAREAR A B e R AR I B K
N e LU N A o 2y T = W A AN =111
B AR SE, SRS ATE B V40 MR LA T L
Y AR, AT B R B FERE AL AR . TR,
B A JRRE A I 5 R I AN Eh Bk Sk AR RE AL PR B T
HEEH, S TEARBNSHMIIGREE 2
PR, B AT O SROME T B0 Ok R AR A 1 R
WL B oCE T, 2 T K4 & DA T B ks A A
THISEIHF T, VE4H/ 48 perlecan. versican. biglycan
1l decorin 1X 4 Fi i (1 5 0% 5 LDL LA K 2 ik ok A i
IR F
2.1 EEBRHESLDLAERAFIFZINR

1987 4, Weisgraber 25 B Fi| I #3155 5 4=
T & BRI V-8 £ F B apoB-100 78 A4 AN [F]
(R B, B2 0 A G pAR B 8 vk s A R - B IR pE o
FENTZE P I B S IR RN GoR M ). 458
F W], £7 45 E (BRI 3134—3209) FI A7 5 F (k3
3356—3489) FIfig /& apoB-100 5 1 5 45 5 R 25
#3R. B )5, Camejo 2 B9 F| F 5 A1 Z M A 50 T
LDL 5% & 6- B I 2 8 (1 %M (chondroitin-
6-SO, rich proteoglycans, CSPG) [ #H B AF F. 45 &%
KU, HhRAE 3359—3377. 4230—4254. 2106—2121
B A ALY 1 F L a7 43 A7 1Y) apoB X382 LDL 5 P
fiEHh 22 CSPG AH HAF A 3= ZE X 3. Borén %5 B %
LDL 1 R 2 A RS A A mUdH T 56, RIS
B (5k3E 3359—3369) & ¥ E I HE R LA AL,
B 5E A 246 Fr e % s 1 e 1036 2 R
MR, Bl L, HTRENLDL 5&A
5 M 2 8] 1) RH L AE 980 /b, LDL B 1 /s BB
LDL IE% /NS EAN S BBk RERE L R . Britkz
Gb, —UEMFER T, WS AREE. BB AR TR,
ARt S5 LDL MR AR BEIAH BEAER . fREA
JUE 5 B 67 1 PN 2 T s 3R T, 2 I 2R AR B I8 R G
(¥ 2R B, AT DAL B O T = R KA
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KRR BIAL ., CEVIARERH, E41E
T A AR, RS AR DTl E R TR
5WRRES, fleEafigikm, (ki
FE 40 g 2 i (AR 4t B Tabas % ™ LDL 54 3=
) kT VLA AR LE G 2 TG T T R T T 1 A7
£ NHATIEE, WER| LDL fki K& RKE, HE
AIA 100 nm, XGRS H H RBEA S, T i
NEEAMUOR  TESE S lEWikE. LDL il H R mE
Z I AH BAE A 7 IR 2 5, XM A7
TETBNKEE b, JCH 2 B0 R R A 9 22 Hh (1) 20 ik
B |,
2.2 Perlecan5SLDLEY#EE1EA

H AT — A A 55 iR T DL 9 28 B B2 1t 5 1) 4
(directional anchors), - NAHMIZH LA T sl it
SCHE. WHFRARNY, BEERARE R KB
S PR 2EL 28 v TR A 2, R L R R AT — B R )
M IRER A e 2= FEURE M HAE, REFERNKE
TR A A 9 BRI H LA G 4y, perlecan
W) LDL 324k A B ah b 5 LDL 244 1) 45 &
gh i 2 A AR YE, AT RE % 25 & LDL i HAE i
BN R FUUR Y, SRR A PR A — R R
%. LDL MWIEF M NMUERE S, 5 H-FiE gl
JH T P Bz 4 M0 & KD perlecan 454, M2 IfiL 5 B
BIN BT 2 XS AR

T WS BN K ORRE RE AL 5 A Hh R E RBE S UlE
B AMAR AR % &, Kunjathoor 25 ™ F F H Ay )
ik 45 A9 A58 A A 9 o S 3k A5 R ) A b S SRS Y ——
apoE 2k [Al i [ /I B AT LDL 32 44 5 Rl g B /N B,
B EATILE 10 52 F1 73 R HS I 3T 0o vify 2 Bl ik b
perlecan 1 3 & JE 85 H (apoB. apoA-1 Fl apoE) f)
I3Ai e AEILBE T, RS TR I B AE B ik A A
A T3 A ) T 28 6 DAL e B /N R B B T SRR R R
perlecan Fll biglycan, .+ perlecan 7£ /)N it ML H Y
TERE. ARG REYW, "EARETTRENRY)
Jik 45 B A A 00 LA A 6k g B B B DTRREAE A -
perlecan 1F 43 B (1) B 2241 i 79, LDL 5244
A BBEHEE M5 LDL AR 1 45 & 45 /3 A A [
P, FECLDL 52446k fe /) BRI A () LDL B %2
Hi 55 perlecan & &, i1 £ /li& 5 (41 LDL M
VLDL 5% 84 ) 7E ML il Rtz 48 JL I
FAEW], /NN biglycan ik 1S N2 T BUlE i
DURR AN BB K REREAL ) J L1 K B, 5 A
FUR, TE B i IH R MAE A 3 N R AP )
AR AR, DLRCR B AR B ks A A ZH 2

-V LR BRI 35 7= P, #RT DAl 31 perlecan,
{HBRAE, 5% perlecan 76 N\ A 50548 b ) 8
I A AR IE T

2015 £ BF 5T & B, perlecan H 5 LDL 52 ff
AR 2 O B A R A R 1, X 24K S IR
AU — 2 MEH B, Perlecan i 1] LA45 &
et I A R R A G AR K IR U I T
LK, AFA—FIRIR I 2 & B R b, perlecan
BAMERSVER, 7T R R~ L2 ) 3
§E, 340 perlecan [K 0] LA 4 A K, TiEsb
perlecan [K-- JUJ ) S 4m i A= 4 Y
2.3 Versican5SLDLEYHE{EH

Versican & — PRI /M B 51 7 1, HA AR K
V)i Wik ynea o N R L P R O R I S R
O 2 AE BN NK R A A AL AN PR AE (1) A8 1L A8 HH IR
IR B2, Versican BiURE (1 45 MO AE S 80 T A
X ), Hknr e & AEKE T B i
E A& B Al ECM R 73, 3 T S I /8 7= AF 52
HE S ME R ™. Flin, ECM o versican [f]
BRSNS H ECM 21 %% 10 40 i AH 5¢ 32 4445 B1 (1)
(], anaf it (45 & & H (elastin binding protein,
EBP), AT PR 5511 21 4 1) 25 2 I 52 0 2 k-1 1 UL
21 . ) S RN P P LR S, G e EL R IR 1 1
& HRF 2 1 AR K IR 7 A 40 i 1R 7 51 2 1) versican 1)
MR ECE RN, XaFBULE P RIREE BT
FA P, Versican /2 M8 451 47 )5 it 8 1 bR 1) 6 A
Z—, KREREHFIWAMITEREH, B5AM
S 6 B W 1R R R B ik o B A Ak BB 35 AR o6 BT
versican £ £ 23 7E 25 5y 5 2 ik ik A B 4 () A A4 1f A
AR, 0 LE e IR B JORT B Ik B B8 e A
BIFEE . Versican 5 LA P 53 2 1 RS A2 A
K, —IUE R &AL B N BT R 5 [
FEBIT T I, B A 13 AR E I, versican
FHrpz — P ek, versican tHAEFE T Bh ik Bk RE
AL 9 AS IR A% il 2%, S H 5T R R &
R L, [AHEAEY] T versican 7E Ifi 5 BE 1 g i
& AR RIE A B

TR, MR A S TS AR A5 22 1 N 2K 3)
ok H R B R B B i R R AT DA B R AR R
BHE-REAELED " R B R
FEORME SRR #7050, o LA 24
LDL 0L 5 BN B R 1 2K L I 45 S AR R 10
IN=E LV E NI IN=R T L= A S B 8 WRaa SIS
GAG 5 T3 5 LDL i 454 Y, Versican [¥)fifi
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TR w5 LDL KA BHAEH, 5
B 4-0 MR R AR mEMt, 55
6-O T2 £h iR IR IR X 22 5 LDL 45 & 1%
FERE w1 FLyk, I G A i mk o A
LDL FEAGAE KK 1 -B (TGF-B) AbHE4H k(i 2t i
FRWCE REEMIAEM, 2 3 versican 5 LDL (145
EFRWEIN. X versican 5 LDL FIASMA LK, X
PR A EPETT LAY LDL 454, Jf H LDL X} versican
[y« AR E7 A 2.3 x 10 mol/LYY, H =AM,
BN KEARSMIF 7T W] versican fEfi¥ 5 LDL 454,
(RSBl il TR Y RN o N i L[
versican ; 7y 4h, FENF/N BB K S A A AL T A2 v,
5% A K £ versican 5 apoB £l apoE £77£ L 5E fif
(co-localization), #HJ%, 7£& &G FIAFELHREH,
HAh R B3 REAEXS LDL (W45 & 4 of 3 AL,
U1 biglycan. perlecan 25 1,

O W FE R B, B KT i ULZE Y (aortic
smooth muscle cells, ASMCs) 2 ifi i LDL 52 4A& $
versican-LDL & &4 ), X Fh AT 5 8008 5 (1 A7
FAVEIRAML I TE K, #2878 T versican £ 3)) ik i 1
WEACTE il e 25 L AE Q0 N A B DTRR R 45 T R A
HAER . FrY5 LDL AHHEAEH 41, versican 7E{KEY 1)
JI AR R RSB, S RIEEAR A, ik
MR FREEE . [FIEF, 7EIXEEHAT, versican 5% B
JRERTE R &1, AR M/ MR P BIECAE, S/
WRERI ) CDA4 32254, 1T 52 20 Ik 58 A AL,
BEHA 24 5 0 MR TR . A, BESR R S Ak
(1) versican RJ LAAE — € T2 & b1 575 22 X 45 (1) K 2
Sk AR L. N 5 BRI AR ) e TV B B kS
FEAE Ak 975 45 v 43 35 H SR 1) versican A2 IR FR 16 110
Foy 7 1 8 I A I 37 R 7 R IR o) e g ot v 1 A Uik
/b versican FIRERAL, FIREMIRAL S T KA, ke
555 A
2.4 Biglycan5LDLAYHEE{ER

YRR SN ABCU AR BH B K s A A AL 2 H 3
SRk AR A I i B 1 I B B ) SREE A AR
FAAE G B SV AE N R S OTARRTIT 1 A B, T 2 ks A A
A7 o0 WURSE 2 5500 IS 2 ) 22 L [R. 2014 4F,
Neufeld 25 ) Fi| ] 4o 5% 4L 4340 2. R A 4124 M
LDL & FIA: E & JEFA 53, 3 I 4R 1
H AW LDL SRR, i & R B i st 4T
3T, T YGUESE T biglycan 7E S K AL RE AL L5
HIAELE, HRAE B T biglycan 45 25 H ¥ & LDL
TEMVE TR = B A Britkz Ak, AIF AR

biglycan i i # HL/E IR BT /2 LDL SR AL B, 5
i biglycan 1] L5 LDL & A= & A AR A, #E 0
ff LDL i B 6 1 v 17,

FEARESEIREANILEMITEY, ik
AR/ BRIE A2 N R B Kok AR AR AL LA, biglycan
F& 5 apoB HE A B £ 08 (1 R DAY AR,
RAN IG5 K B, biglycan 7] LAZE &5 15 apoB Al
apoE H) ki, [T apoB Fl apoE s& LDL 2 14 )
FERCAAR, 2R A LDL B E E AR,
It biglycan 5 LDL 1) 45 & F %2 1@ id 5 apoB #l
apoE fH&E & FAMBIH AT~ L, RSN R REIERH
apoA-1 5 biglycan A HAEH ¥, HZ, LG
FEAESL T biglycan A1 HDL [f) apoE &4 2 8] i 4 .
TEH %,

N T B 9T biglycan 5 ) ik 58 FF B AL 1) O &
Thomopson 25 Vi ik 735 LWL BN & (1 )3 3 F Sk %
il biglycan fff Hoidk ik, SR J5 #41d K 1L 1 biglycan
Y5 LDL 2 {4 5k B (1 2 ik o A5 A A /)N BB B 2% <2 5
R FEDR/INER, 4 i B DR /)N BRI S 5 DR I/ B
M By ] BB K S FE AL B R T IR 4~12 T, XPR
2H /I BRI H 1) LDL 25 2 80 3 koo A i Ak K 22
HATHE L. ARERW, FErEIEshER BT
il F, LDL 32 A&k /N4, LDL 32 44 6k g ]
S5 Z 1) apoB Fl apoE 5 biglycan 454, &4 apoB
A1 apoE [ LDL 7E )ik Ay AR 3G n, - /N B30 ik ok
FEREAL B R IG 0, i — 2D 3R B biglycan nJ DLl
5 LDL o i) #flg 25 A JC /2 apoB Hl apoE 455
LDL {EIfE WU b4, BFE R biglycan (1)
I 1A 2 hniE LDL 7E sh ik vh gy AL, i 53
Bk AR 1) 7 A AR

LDL A ACAN i i 2 B v LA _F 3 ifl % 7 biglycan
PIZILIK . Flhn, AR E - B (TGE-B) 7] BA
3% E biglycan [ 23 7K - I 358 I FObH fi 5 0
MR, fiedtdL s LDL ffksbes & U B4R TGF-B
A LASZ R LDL R 4h &5 &, (H 2 i il T 50 3%
biglycan [ /N R 20 ik 58 8 A 4 % 9 26 19 I ) 3= 22
JS R FEA I TGF-B /KPi T e HoAh i R i,
SR METERMIEE R A S B MERAEWhE
PRI~ REJHERE FH 2 X 1 G172 56 (3 5.0 I8 %R
I INA OC) BIw IGO0 T R T, thRe Bl
& biglycan [ kK, [5] IFAT LUK 5 biglycan
55 LDL 454K U2,

2.5 Decorin5SLDLEYHHE{ER
i1 T decorin 5 biglycan 7£ 45 #) A 1R £ HH {1
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BIHs 77, FrPA# 5 LDL B9AH B AE B b e A
L 7, Neufeld 25 ' f#F 5t 2 B, 5 biglycan 254LL,
decorin 5| & ) LDL 7£ L5 N BT 2 ZE & T
‘&5 LDL &A= WA HLAF HI 5 80 LDL 7 ifL 8 9 i
B, AT 7K AR . BRI, B
A KB 5 TGF-B1 A] LAY 3% biglycan {521k, [A]
i) N decorin [{IFIE 7. i, LERTRIRT AR 44k e
B b AT AR N B SRR B, TGF-B1 A1l biglycan
FETAI AR AR I B AR Bedbiggt Bl s A, decorin
A AE £F A 112 P B Be i B ;. I H. biglycan 1
decorin ¥ &5 TGF-p 454, #ef% HhH TGF-B ¥ 36
SAER ", B, biglycan #1 decorin T] % #2& i 5
Ffph &z TGF-B AWiE S 5 R AR S i Ll i) —
Fay VST R Bl T LA B AE PR
JIBEAT ARSI TE, I TGF-B Al T4 E G, 5
i 2T Ak e 50 S N4 Y, 3T 2 5 22 R 4 R
SRR B R, BRI R, A Bk
FEREAL . O UAE R0 77 38 0 . T AEIX AN I R
biglycan 1 decorin 1] g2 5 Hrp 7,

3 REMEE

ATt 20 Bk ok A A AL 2 09 1) 32 BT v 2 AR A
A DL P ARG of A R R A I B 259, AR LDL &
ME LT IRES, PrlXFhrikaet s —e
M, (ER2EHAR. &H%EMES LDL A B 1F A A
#3 LDL 7E ML P J2 T DX 3k AR 2R 2 20 Jik ol 4 i 44 9
AR ERHE, R T, BARENSHEEAD
FRUAT LA TR 20 Hik ks 1 R A PR (1) S

—J7 1, JFKAENE 54 8 HIT LDL 58 H
SEBEAR ELAE R B/ o T30 R Sk ) LDL (19 9 K2
NUURRE — MR AT IR YT 7. Bl ig B B | A
2, X2y ] DL Hi i 1 RS LDL (1) 4H B
PER, AHRA TG B A 4 i B8 B a (A ) AR
HAF —HE M2, — B & A 3 ko #E R 4k 75 A%
LDL 5 &5 1 508 00 AH TAE FH At AS 0 R A B B 1)
SRyski EEAER, M BEHR YT SRR DL 98 RE R BB
FEIPRNE ., FrOA T E A RS LDL (M BAE
FAGE T 40 BB o 0L/ B3O JUE I S5 75 1) 8 25
AR BRI Ff /N 74 70 2 2 0] DU 0
PIP HI TR, 38 P R0 RV P e v (R NS 4 2
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