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Abstract

Heparan sulfate proteoglycans (HSPGs) are structurally diverse matrix-associated molecules within
the extracellular microenvironment. Composed of a core protein covalently linked to heparan sul-
fate (HS) chains, their heterogeneous modification patterns enable them to bind growth factors, fa-
cilitate receptor complex formation, and regulate signaling activity, thereby influencing cell prolif-
eration, migration, and angiogenesis. HSPG2 (Perlecan), one of the largest and most structurally
complex members of this family, is essential for basement membrane integrity and tissue homeo-
stasis, with established roles in both embryonic development and adult physiology. Increasing evi-
dence indicates that aberrant HSPG2 expression is frequently observed in solid tumors and hema-
tological malignancies, where it contributes to tumor progression through modulation of the tumor
microenvironment and growth factor-dependent signaling. Overall, HSPG2 functions as a molecular
hub linking extracellular matrix architecture to intracellular signaling pathways, making it a prom-
ising focus for mechanistic studies and targeted therapeutic exploration.
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1. HSPGs A N44

fi & T % 2% - £ F# (Heparan Sulfate Proteoglycans, HSPGs) & —3J5 i HSPG #: K 4w 5 12 & K0T
Y2 43 A T 4 0 2% TH) B2 40 i 403 5 (Extracellular Matrix, ECM) [ 1], HBEAR R B — MZ O EEM—4%
By % skt HeAh 5 S0%E e 16 IR i 2 (Heparan Sulfate, HS)MEEZH 5. HS J& T 2814 B i ZE B (Glycosa-
minoglycans, GAGs), &1 M CH A, IR 25 H 5 55 9 (GIcUAB1-4GleNAcal-4), [2]. A4 &
B E KBTI EANE, HS AR Z AN ThRedstik, MR T HSPGs 2 A% H i BERr 7= 1)
VT RE -

1.1. HSPGs 9> F4548

FE7 TEHRIRT, HS BRI W 22 R (Sen) AL ERL B 0l H, KA SR 20T Ser-Gly ik
FRBURRT, 5 A RE S & TR ME R IR K R IR R € S M 2R PP - HS WAV 2 2 FEADORIE T HER
FROK I Z S, T — RIVE R Bl A, A5 N-it OB L . N-TRIRIL BL R 247 i O-fit iR 1k
B3], XEAEIE HS B FTE R R AL & AR, R At 5 2 M TR AEMEEN . T
fit L, HSPGs AT 54K T LA T 4HIANE SRS o> R A i i v S 2 Ao R 4l 5, VROV
A EAE S IEIER T, S 5RRM . 85 A8 RS SR SRR A A R (4] RN, HSPGs
FEARIIE A 7 . FEIRIS K DAL 2 2R A 9 A5 5 il B A T AR AL, T2 e AR s . A
GUBR . RAERNL, GRS e A A A e 58 2 A B AR B AR
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1.2. HSPGs Thaessid

AW TR, HSPGs 1) 5o Rk B 1 A8 15 22 P, 0 2 T 1k I 8g 1R R A R e B U AH 2R [5 ] o
Fom I AR - B A A0 - ARAR EAE R s R g B R A R I A A R DA R A S IR A
I, LR MR At i R A 2 VR o R b R AR (6] (EASE R N2, HSPGs fEA R g S Al v
MThae A — i m i te, HEAERIRTA G — 2 REEY . BT LR, A0 ESLZR
HSPGs FJEE H NG HFHE S TREZ e, RE DS HAMBRAE . KR KGR SRS 5, I
BRI AR E X HSPGs BIUMIRE IR TT HEg [ HLaF Feadk e, DU SAAR D0 ML B 7T R ) v6 97
FRAL IR AR HE 5 B 7 LR

HSPGs =& — KR EREMNESED, HERGWRHENZ OE QLM ERE — KB 2 Z LR
GAGs %%, A DIBRER T & (Heparan Sulfate, HS)BE i N WL, HS %2 —F K8 To LMLk 2 b,
HAEKIAE T 20~150 A ST 2 [/][5].

EAEYE IR, HS 851 68 AR PE I #2 1 (Xylosyltransferase, XTLY)FIEAGIER, H4HFAENE
) DU B B A 1 A% O B VR M 2 R AR I . BE S, HS BELE S RIER N A T — R4 i B v AR [
PR IBIE R, AR AR AT N- OB L 5 N-BRER L JRERVRIEN 2-O0 TRER1L . 2 5% &) Hi vk
£ 6-0 K 3-O MR E[4]. XL IMMAGMIS IR HS B IR RO B 7 M ThRe g5 a3, H
HSPGs 5 Z MM o 1 R AR e EAH BAEFHBE5E T 45K REat, Az S5 REapai. %, =22, 1§
YA A S5 5 i RS 2 AR SR B R 6]

2. HSPG2 B4R R B ThEE X

FF 2B IR 2 BB 2 (HSPG2, XFK Perlecan)f: HSPGs Z i —Fhi LAk sy HLINRE 2 RERI R, |
DRETZMALRET, OFEHAS. OIERPIXHE RG%[7]. EAFH, HSPG2 ERH 97 4
MR TF AR, S IIZ 0 ARG AT 3~4 5% GAG IIEE, L F il 750kDa, MO HATD
SR AR B K 1 B AA 4 L A0 B I 43 F 2 — (8] HSPG2 #% 0 B AR A5 M R D BRI T R 4928 HAMR ST 45
FISR(I-V), &SSP TE 23 (A G AR 2 Thie T35 B v FE AR = 9]

2.1. HPSG2 BYZE+iE 1 SThEEN 4B

SERIEE T AT N 3, G5 #7 SEA (Sperm protein, Enterokinase, Agrin)yT& 454, HH#:H =1 GAG
TEFEAL R o 2SS R IR YR S SR AR BRSNS ], BB HS BB ER 3K 1 % (Chondroitin Sulfate, CS)-.
IR L GAG %E, HSPG2 BB =151 A ) 45 6 Tt i £ 4 40 g 4= K [F -7 (Basic Fibroblast Growth Factor,
bFGF) [10]. bFGF /&% ML AR i Q5518 52 K ifi A B o 9 (1) 25 B L AR R IR 7, H 5 HSPG2 JE )
HE Y] AE 5 4R B (W Stromelysin AR REG) . ARG 2 2% B (Heparitinase I) DL /MK
PR T BN VERT RS 2 R R R AE R FROR[11]. 1% R, HSPG2 w{E I BEP) bFGF f & %
EAE AT &, il B AKEER S GAG BIm P EE Y, K445 bFGE A4l B 1 o

2.2. HPSG2 BU45#935 11 S5ThEEN 4B

ZERIE 11 B DO/ B IR &R H %2 R4 (low-density Lipoprotein Receptor like, LDL like) & & F 51 & —4~
Y95 BR R H FF (Immunoglobulin like, Ig) T S 45 M4 %, #2544 ot bR e i+, TR R &N
TR [4]. BEAERFIRR, %453 el it N RECABUZ A EAE 25 Wt (5 5@ 1 EeE, 1
Wit 5 SEMIGRE . A dric ke LA GRS LERh K3 SHEAEH12].
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2.3. HPSG2 RYZ5#i8, 111 5IHEEN 2B

ik 11 28 BRI AR DI Re X8, 15 2SN TR AR RIS, AEESER
(Integrins)- B2 4E4H i 4= K K+ 7 (Fibroblast Growth Factor 7, FGF-7) 4T 4 4 i A= & (K745 5 5 I (FGF-
Binding Protein, FGF-BP). [fil/MR #7442 4 [K T (Platelet Derived Growth Factor, PDGF)LA & WARP (Wil-
lebrand Factor A Domain related Protein). il iX 46 B AER, HSPG2 fEIAE40M - LR A M. A KK T
5T A% T S A R BT 2 e A M T TR B AR [13].

2.4. HPSG2 &I, IV SThEENTB

SERIIE IV i 21 NEERRIEEREE C2 M (IgC2-type) 4t G R R K, 45 EZ R ECM A 4H
M & [ e, WS EER. A4EEREOSZM ECM b KAEMBAEH, NS5 R stk
R4 I 24 S5 AR 5E [12] [14].

2.5. HPSG2 RI&E#ais, v SThEEN 4B

ZERIER VLT C o, B8 EANEMZEE A G (laminin G) M. TN B A K R F#£(Epidermal Growth
Factor, EGF)#£ /7 LA S U AT A2 1K) GAG A& A7 il IS5 M IBAE AN [ GRS T B BUR AN 8] ) A % 3%
Ri: 4 HSPG2 LASEEE RO R SAFAERT, 8% RPN IE IS A Bad M T 24 H 4 8 KM omT 1%
) C ¥ Jr B B AW 25 (Endorepellin) i, AT S S5 501 LS AR i, SR H P AL BUREE[15] [16]0 X Fh—
JUAENHIE R gt R B EEE N, AR, i HSPG2 2% N Endorepellin HJ B &5 FFH = K HAE
AR R R B b (R P AEDIR S U ANTE 2 . AU AN, IR GOS8 R R e SR E B T RRE X — i AR R
PERBAER, (B BARHUE i FdE— B 58 Hesh, XAh oot a3 4t 1o M, R
T HSPG2 (R, AT BE [R5 Me e 1) L8 AR BORI ARG, AT AR 2 BB (1R T 7 R0 - SR, ATk
BRI — I A, BERTEAERIEITER, a2 R RAIT 5T 75 SR TR 1)

3. HSPGs & HSPG2 BIThREs 4

1T HSPGs % 45460 1) s B S 1k A L B 2 B e 5 B 1, HSPGs BB -5 2 Pl i & A4 57
PEAHEAER, M S 2R A6 XL fe EEALE: WA EA R R oA 5 R
FOAEE L PR EC A SEGH M )V VG . B b ECAR AR R R AR . 2 5T K A2 F (Morphogen) 1 5 1]
FENL AR A TR T 1) FGT B A2 A (A A 5 Y e AT T A0 RS2 A& R % 0TS (Trans-Activation), AR i i
Mo fs A3 s R 17]. 3Bt EIRMLH], HSPGs 7E IS AN . 701k bt iTfs. 228, W1,
A ARG JE SN DA S M 12 28 5 e A% 55 20 Ao A TR B A rp R 45 G BE R [18]6

3.1. HSPGs =EThiessid

FAE 1991 4F, Yayon ZH IKIRIEANMETH HSPGs 5 Mer4i4uin A K H7 2 (Fibroblast Growth
Factor 2, FGF2) S H 2 AT iite e A4, AN 35 1 5 240 i [R5 5 A% 3 2038 [ 19] [20]. B S B FL R I,
SR I 2R BB R 2R R RS AT #E FGF2-FGF A & WIMTERL. Bk, HSPGs M ZH AN E K H
FESESFURRN “IL2A” , HAERAVLHI QRS SRR SZ AR SN, BUE S MR 3
1 - ZEE SRR EHE21]. R, Kraemer 1 Yost ZEARINTIE L A5 A B A HH#H T HSPG &
S5 5050 —ME A MATRIL, RIFET4EEAMK HSPGs 7] /-5 1 P B2 A2 K F(Vascular
Endothelial Growth Factor, VEGF) 5 H &k :UZ A IAH EAEH, MM EE(E 5 E &5V WAL IEIE5E VEGF /
SR NGE S RN[22]. X —KIFEH T HSPGs i “ RS HLEBESRZ ARG S5 M mTaerE, Bk
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ZARYEFFEFR R IRES , IWTBOR N5 St o ZHLEIH R 17— R AL A 4 [r) 28 SCE T, 18
JR TG 6 I A F R 248 i 401 R R 2 e I )RS At R 4 B B S[23]

BRAE NS S IL2 A0, 25 -& B HSPGs & v {E A N7 5248, /i 50 Bt BORC A4 175 5 1 9 B T #2241
N EREMAL T WS E A RERWRAZ EE, 10 RUE BRI 77 O e, W s w2
BEEH . 46T HS B BB @ RS EEAE” SENAM AT, {f HSPGs fEA AR % Ik
PEHR A TNEE[25]. 240 HSPGs A1 R IE M1, HE5E TR bE 2 b iR, 7573 R4 A
ST B A D BR R AR R 23 /NG~ 143 i i e 200 Tl A PR P O T8 28 40 B M IR 855« B4k
HSPGs &2 5 2 Pl 58 SO AR AR AU G 5 i s RO 2 . filtn, HIV-Tat 8 E A4 E SRR
A A TR T A () AN i 2 3B K, X S B T 5 HSPGs AHELAE FH , AT A5 955 2 A5URE 1) 40 i 15 B -5 R 8L [ 26 ]«

3.2. HSPG2 =EThgessid

HSPG2 [FRIAFPIARGE TR K B F I B . fEIRAGEE 10.5 K(E10.5), HSPG2 ) VZA7AE T I
FHRAZR N, QHFEOAE. O, M EE RPCE R, e RIR R E LA EM B, HSPG2 4k
TRIRMEEE ML F. . BREM A E RGeS 2 Ma EH27]. Bk, HSPG2 Kyt f&ukfEEL
RAE PR ZAEREE R, QRSB WS A & KB 4R, (EhH
JRCTEL ¥ B L 2E 5y, HSPG2 s KA R AR B K bn S —, EEAKRIVEHE AT RKE
R 2 ARIA[28]. BEFL R W], HSPG2 W #E%CE 40 Ml i G 5 5 704k, 4R 8l B B Zi i Aa e .
FENENGIIVER K E LD, @EmE b0 RIS KRB 41 5 RS 4 H 2 K CE BRI AE TR b
BA S AR, $ERBCE A AT BRI B T B R A AR R R 4R K B I, T HSPG2 1R it
o R AR PR o 758 2T % (Osteoarthritis, OA)HCH FH 42 5 () HSPG2 I ik, nfefRE a4l
LU0 I — A AR VEAE B SOBE[29]

Ib4h, HSPG2 fE NFEMA ) LI Y AN SC 15 80 i ibsic 7 — 2R/ N T4t 52, X S84 i £ ¢ 57
REMRRSHERF P RIEEZEERH . CHEIRRE, SEH TR RIAREE M CS mMERILEE T, 41 3B3
TD4, IXEER AL [FIFE AR N NG ) LI 38 B 400 B 5 24 L AT DA R A () 28R AR ABE 2R v (R IR 22 X3k, AR
AL E R E W EE T hRE[30]. FIF 3B3 Fl 7D4 R AL 28T MECE A 23 43 B3R 15 i 1T 40 i,
XY LE AR A W] A RS R A A A 2R 5 R ARG 3 A A I & 2 A el . RiR g5 KW, HSPG2 G
R REAERE KE . HEUESKAELALBE Yy h RAEEER, HEREBE S B A
FEDLH T N S12]. 0K B RS, HSPG2 Ek 2 H 550058 5 Bl (0 JE e B, S vl
LA P 55 S0 N B AR M T T J S B ) 9B D, B2 51 R LS N O BB I 3 BUIR MG O IF BRI 5T
T Perlecan/HSPG2: Signaling Role of Domain IV in Chondrocyte Clu [30]. JS& o lILAN AT S dar 1E 5 ALY
ghiky. REER LEmE Y ReRIA, (B EIRFR A BN HSPG2 75 447 5 Ji 5 45 74 5 B M o b So B
Mo ERRPIE RS, HSPG2 FIFEXATHAS MR E B REE. EEIGHL T, MALSINEZE 2 H—
JEECE R BRI RS &, MAESk = HSPG2 HITEIL T, ZBFRE L) 20~30 pm 58 BRLRR, AL [A] 7 i i
NIMNRZ, FEUNA RSN R A [31]. SUGFERS, RGN 2R A5 0 & A ™ E AR, AT ki
R g S 3 R i R Y R P S R B B . b Ak, HSPG2 SRAR/NERAENT . Bk S i 45 22 N 2l 2 e 38w
SCRE ISR, A R DR AR T I B A R ) Y2 B 55 [32]

EARERERE, M HSPG2 55 V S5 ™ 4 (1) A 12 1 2% (Endorepellin) fE #1282 R & R HESRR D)
REo 1290 AT AR N B 4 M AR il S B, JE AT AR b AR TR, B2 bR e AR R £
G B ANFRE, WEMRSME RS2 M AR AEB A T ilk WO R, AmEA—FEy
BUH, KSR s T m e 2 i), 2B T IEEMAE NG £ REE32]. DHFTAEY,
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HSPG2 FE K f F EAE T V SRR P 5 P02 220 77 AR R B0 AR S, v 538 B R Y 52 40 it A/ 358 I
e, HEMSEBRHEE A FH . R E N A4 B [ (Neural Tube Defects, NTD) A 41 A A& 0 31 £ 48 7
AR HSPG2 #:IK, (B EiR KB —5 M E T HSPG2 M4 R4t K B HHI<EA/EH[33].

4. HSPG2 FEFRAET HIHE X 53 F L

ARk, KREMFTEN, HSPG2 MRHRIEEZHMEMEMRB IR E. KELARBUSZE VI, 5
T2 WL A R B a5 B, HSPG2 ) mRNA 7K-F-7E 22 A fiHs 41 4 Hh 5 2 v T A0 N 1 IE
HAN, BIEEBERERM. DNIRE34]. 2SS & A M7 (Acute Myeloid Leukemia, AML) [35]04
M e 25 . 3k — B HIG AR RE S 23 T B, HSPG2 (i kil o 5 R R B PRI ol . BERIB RETH i Mt
B ARG ARG, PR TR 2 MR O A A K FE S R LR A0 - T
FAER, MR R AR A R R AR F[36] .

HSPG2 /3 (M5 5 M M0 5 SR it g

TE G B e R o, HSPG2 FRIA/K TR L, H5EE ARG S I ThReit 7t £ ¥, HSPG2
(1 3k i mI Rp 8 (i M I s 4 L PR B 0, T 3 R i O T 2 T 32 1 o E 2 T HLEZ T, HSPG2
I FAEE T 1 (Nidogen 1, NIDV)FIFERIE, BiE AKT (RA7E 5 588, A fe sk s 40 i i e £ K
[36]. HSPG2 5 NID1 8] () EHEAH BAREH #E— 20K 7245 SRBeE 8 . EAE M2, NID1 &
PR SSAE Z e PR HECBERISE R, 252 %6 Sl MIEY, afEMEamEk. R2BRER.
HSPG2-NID1 £ &I B AT 3 — 25 0% T % AKT/mTOR @5, MM 7E B e (B b . (R 2 M
IR R A AR [36]

TENE S, HSPG2 Ak iE 2 5 AMB AR ERIUS FR 1A% . BRI, 75 H292 40 % DAL-1/4.1B i
RIS H292 AR Rl HSPG2, w35 41 Jid g 24t B o S A (R 43 B RE 70« A2 AS49 I A, i
ik DAL-1/4.1B 8¢ HSPG2 ¥ 2> S EUIMMATRIUR >, H DAL-1/4.1B FIFAK 2 £ HSPG2 £IE N . X
Segh JAEIR, HSPG2 TE M 4 o i A5 DUS A2 Fh R 95 B (E 1 DAL-1/4.1B 7] gid i 1F ]
A1 HSPG2 MRk 2 510 #2[34] [37]. TEFLMRHEH, HSPGs i FGF2 /31 MAPK {5 5 i@ M i ik
i 4 f 184 5 - )2 283810 #RTHT, HSPGs 4R FI/KMRUIE G 7= L i ml it i B, T REIE IS Rho
GTP FAHOG(S S les, 7 IR 4uH ch g s R B a2 28 R B8 . IbAh, HSPGs HIBVATE AT FGF2 ¥
i PBBK/AKT {5 Sl Eg R ¥ RBEVE R, 1238 B 7 S e v (2 2 b g 4 R 1) b B2 - 18] 52 % 4k (Eppithelial-
Mesenchymal Transition, EMT). R Z2f%# . ERFUREYH, HSPGs 15 FGF2 K& H %k FGFR JE =7t
FEY, U IAEGE MAPK/ERK Fl PISK/AKT W 45 48 MR AT 22 77 2445 5 JE i, DA T 435 5 Je g 40 L 11 38 5 e
141 (EMGUILAE T, HSPGs 1§58 FGF2 554 %, (2t IR Z4ifuss, (FIHAESFUEME b .
FAehth, EffE S, HSPGs it &% 155 WS Mg K g, 5 FGF /51 MAPK. PI3K & STAT
TR B [39]

55 IR A E, HSPGs [ HS 4] B %45 & FGF2, 1Rtk — SRALTNMaE, MM 7L 2 Fh g 2 Al
SRR 2 R IEERES . MEZOEAR WSS FGFT 52k M4 & K Fus, #hm
JE 3 NF MAPK {5538, (2145 B e i i A= K [40].

5. HSPG2 12 Z #4 K B FE S MRS R4 /ER

% FGF K4k, HSPGs ibfe 5 2 MK 7R AEM EAER, A% 404K [F -+ (Hepatocyte Growth
Factor, HGF). %)% £ [K T (Epidermal Growth Factor, EGF). AT & 454 3% [ AL K R F#%4E K K T (Heparin-
Binding Epidermal Growth Factor-Like Growth Factor, HB-EGF). #1b4 K KT B (Transforming Growth
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Factor-f, TGF-$). L% W JZ 4 & X -F(Vascular Endothelial Growth Factor, VEGF) LA K JiE 5 2 ALK R+ 1
A& (Insulin-Like Growth Factor 1 Receptor, IGF1R), Jf: A iy AR e 1 R 355 1 7 =i 15 A5 S5 4% 3 d vk
[4]. HSPGs /131 HGF 7E R A 5 b RIS A H 5 5244 o-MET (454, PGS BECM B, RIER
B AMER . MAEERLIREMKES. i, E2REEFERT, BJEr HSPGs @it (21 HGF 1)
oy UME S5 T, WUE MAPK A PI3K KIS, AT 8 58 i ge 20 B i) 306 5 5 AR A2 e 1[4 (2T o
HSPGs /%) HGF/c-MET 15 5 3= 238 L 0% ERK1/2 (23R gn it sE . i/ 51228, Xt AKT i@
S AL/ 41 BT P [ REAELE HSPG 4% 1) HGF/c-MET 155 R M7 EL 5., FH7E i 3k g vh R $5 B E .
Ik4h, HSPGs /3 HB-EGF {5 5 7E 2 FMile b A 2= . AR, MygREAsE+h HB-EGF
()32 2 2 5 00 48 BEZH IR (1 A LR, T HSPGs /S v ¥V HB-EGF 5 EGF 24K 454, vl 0% ERK1/2
M1 STAT3 5 5 #% , T E# 28 BELH M 3 A4 40 i) i FE 395 4] . HSPGs 182 5 EGF 2 AK(5 50,
¥ PI3K. MAPK/ERK % JAK/STAT i 4%, %45 B M 38 b . (Z2EFITRAE J1[40]. 75 =%
FLARIEE h, HSPGs T 401 EGF 3246/ S 1) AKT F1 STAT3 {5 S B, AT 142 30 40 P i 45435 Al
PR AY[38],

BRaLARSRSl, HSPG2 1E ML R Gub iR o 04 FH R &8 52 210G . 36T AML B35 5 i Bt fE 1
RNA-seq /M 45 R, HSPG2 7 AML £ CD34 & MT/4H40 i v i3 1A, #1278 HSPG2 [ H H
M7 T AL B b, R HAE 88 B\ O BRVE T I 78 R T4 [35]. #E—2B 4 #r s, HSPG2
MERIE S 2 A RIGARTEbr 505, BLFE 20 8 LR /MR TR, DL A 40 - SR B8 SR 4k
YU LRI T . b, AT B S IE SR AML 3 OS Al EFS 455 [ 807 i 5 R 2357

TEHS2 5 PTG, HSPG2 kil 38 11 58 A 22 fif (Complete Response, CR)Z 5 3% [£ 1%, #2785 HSPG2
MRIEKF AT RES AML SHEIT I SO 125 UIAH 56« A A7 o0 A itk — 2B R W, 7E 4P %1 AML. JE M3 %4 AML
JIEH A AML (CN-AML) 83 71, HSPG2 =353 2 2 PR Z M HiE, 5 H & OS F1 LFS KA &
BN 2R o X ek R W, HSPG2 Wl {E Tl AML F8 3 A 4745 R ST I S B 243 Fhn B[ 4] BhAb,
HSPG2 i G 1F [ 1 2 M55 AL s M AR, RIS 4 i B R IE A E R . HmRiA s 2 fh S
Y A SRR B PR AT AR L T REAE SC IR 7 1) R U, LR A4 ST AR 1 1 (Extracellular Matrix Protein 1,
ECM1). M4 E 2 (Angiopoietin 2, ANGPT2). HAUMIN K 34 (IL-34). A4 SR04 7 1 i i 25 1
(Dendritic Cell-Specific Transmembrane Protein, DCSTAMP) K V 7 42 I 15 52 48 (V-Set Immunoregulatory
Receptor, VSIR) [35]. iXUE2E R 42K, HSPG2 FIRETE AML 5E &% IG5 5 B8N 5 sl g iR Thae &
S, T AN S et I AR SRR RE

6. REERE

HSPGs 1 Ay 2t i 3 AN 480 6 &0 5 1) o B2 20 e i 8 8 G v B R AL RO BREBR T 22 M B S5 M A 2 )
ez O, EREARNGE %S g - BV EAEH KA SRS YRR RIS A SR I1E
KEMFLRY, HSPGs BN EKEFRGRE 7RIS &6 KAESGESHTE T, B
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