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Non-vesicular extracellular nanoparticles: a critical mode of intercellular communication
WANG Jingxiao, ZHU Guoqing’
Department of Physiology , School of Basic Medicine, Nanjing Medical University, Nanjing 211166, China

[Abstract] Non-vesicular extracellular nanoparticles (NVEPs) are newly discovered nanoscale-sized particles released by cells. Two
types of NVEPs with important intercellular communication functions are exomeres (EMs) and supermeres (SMs). They differ from
extracellular vesicles (EVs) in that they are not enclosed by a plasma membrane and have a smaller diameter. Both EMs and SMs
contain various signaling molecules including proteins, nucleic acids, and lipids, and their primary function is to realize intercellular
communication. The EMs or SMs transport signal molecules to target cells, and are taken up by the target cells, thereby regulating the
phenotype and function of the cells. This review mainly focuses on the latest research progress of EMs and SMs in the aspects of cell
biology, pathophysiology, pathogenesis and potential value.
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2 Fh 20 L ] A SRR TBCEM R SM, R 4 2 i
(1) A 241 B 55 X, T 36 3 o A 0 e 1) Ak P 4 A
T R FE R A
1.1 ARy

EM M1 SM ¥ 54 2 FifE 5 70 7 B0R 57 1, 3
AR BN RNA S5 fAE R 22 570 . (DEM
(R Ry« EM 3 2l 88 5 6 o A AZ R 2E Rl , v
HARGERATE, WAME TS AR &
G TG L M AR . EM IR B R Y
T B8 I AR R ] 3 AT DR R G 85 R A AR R i
PERIAE R - EMIE 7 A {5 1 RNA (messenger RNA,
mRNA) ./ RNA (microRNA, miRNA) #1 DNA 4§ i
g3, KEERZ TR o3 1 F] A A% A5 B GRS 5
Z 5 H) B K R IE 5 . EM BRI
Y45 A2 ) 53— A A B ) 58 TR R FE R E AR S
QSM [1) i 53 = SM HH 25 15+ IR 5T I RNA 55 i 73 21
1%, e 41 B b RNA Cextracellular RNA, exRNA)
GEEE, JUH 2 miR-1246 55 miRNA /& & 5 4 .
SM 455 22 A 55 5 9 A O ) B BT, A0 R R HID
&85 H (amyloid precursor protein, APP) « 4 ffg[i] 78 it
b Rz AR R L IR R LR 2 BB 1 (recombinant

glypican 1, GPCD) F A0 K A 7B 15 F 8 I (trans-
forming growth factor beta induced protein, TGFBID)
argonaute-2 (AGO2) FURE B fif il 55, SMIE &5 A g o2
ANV Y/ i

H A5G EM AT SM R 584 R, ok 5 A 5] 48 7
KIL T EM AT SM & K552 15 5 90 75 AR ER
AT EM A SM M5 5 70 Tk R R AR AR AK,
DR, Xt EMOAT SM 1 B HEAT IR ABIE7E, LR R I
TEAE) o J 15 2 U W A2 S F A, S AR SR I B
i1
1.2 AdhFaris

EV.EM 1 SM [) 1 ZED) AR AR 1. EM
A SM AN T EV, EV A 5 BN 1 /= AL, 1
EM 1 SM ¥ A i I 2. 8 E 5T 40 i e A 7
P iR, EV B AR VS 5 T E EM H A X it
5K, RWIEV AT IFENL, T EM yJE B 20
Kt AT EARANE, EV I E42 4 30~150 nm,
17 EM A SM {4 ELAZ 73 93] 4 28~50 nm A1 22~32 nm,
BLAERIOREL K /N J7 T B = P24 (1 3 R 2. EMAITEV
FEREE SR LA S5 7 TR A R A B R, EM
FEV )7 A, Heod EM ¥R LL EV 55, EM (¥
T2 KT EV R FE , 3 e P ] e 52 e e AT A
YeE e

%1 EV.EM#SM B4 445
Table 1 Biological characteristics of EV,EM,and SM

Characteristic EV EM SM
Diameter 30-150 nm 28-50 nm 22-32 nm
Lipid bilayer Yes No No
Zeta potential Negative charge(-16.0 - 9.0 mV) Negative charge(-9.7 — 2.7 mV) Unknown
Stiffiness 26-420 mPa 145-816 mPa Unknown

1.3 AR E5HH

EV 2 4 Py 2 ik 59 it & f5 , B
Y1 B A0 3 J5 A 1 B FE T, T NVEP = g 5 W
oy 2 BB A 2L, ALk R RO ) 6 SR A7 A 22
7. EVHREA ES5HFCEHEANE . EEEK.
Rab 8 IFVE A E A E L, MEM P EESH
g AR B T S AR I TA S A R
EM 5 EV 7542 BORURE 0 A2 H o] R AR LE AR ot 22500
NVEP FIRE 0L 2 FT REV5 K 240 i R (0 il & i 4
SRR, A BAR R T AN 2 .

NVEP 9 (1) 85 1 5 IR ot A A% B2 55 A2 ) 4 3@
W AEGH ML N A R 5T B A R E S5 R S Th RE
Iy UL NVEP, NVEP 75 B3 i 40 i 4 13 5 &

Gt 4 32 3% 2 41 B RSE BIT , DAE R R 41 g A
H TR XS NVEP A9 & AE AL R0 S AT Ak T 20
B AT VR 2 A% 00 1) R v R R U
1.4 #HI

NVEP AJ # 40 f £ B0 . ERERE & A BEFN I 40 i
FRHL SM, 32 7~ 41 A2 T i 32 B2 38 ik A AR A A Sk B L
SM, L[] P 7 FA 0 1) 750t T 7 — s R P 00 i 200
X SM AR . BV BENE 3N VA B AR TR Y 2
VB B, AE T A A AT L B SM, PRt AE
U SM 4 2529 1) RE TR RT e S VA B R 6. AR
BT R EhR LB AR K I, A A E5 B R EM AT SM 145
HVAFAE 22 57, SMEL EM 58 25 5 % 20 i 5 5 5. EML A
SM HE 3% i 1ML - i 5 [ 76 41 B S 56 W 82 3], 4
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X EV 145 HE B R, 17 %6 EM R SM (1) $8 B s

FER BN,
2 NVEPHIRBS5LE

NVEP )73 B J2 % 58 W 58 L AE ) 22 Dy e S
FERLHTH) SR BERA T o £ESERR B A, AT AR 4 B A4
DL FEEE PR E R ER YL &, LIRS R &
¥ NVEP # i .

21 HHEKR

73 2 EM A SM 1) 77 1% 5 2 72 B A A AR
X FR 3% 77 55 Casymmetric field -flow fractionation,
AF4E,

FE TR 00V« A Ji TR A Y T Y 2 S
Koy B RK/NAS R B ROk % 77 7538 1T 300g B0
15 min Z: BRI, BIFE GRS 10 000g B0 1 h B
SHMLAE ¥ ISR I 0.22 wm I E AR 1 B8 S
2167 000g B5 0> 4 h 343 EV. # F 5 i 4k 25 L)
167 000g 250> 16 h J5 345 EM, 44 b5 7K 4k 22 DL
367 000g &5 0> 16 h 3K75 SM™ ¥, Z 7 ik 4 1E i,
RERS — IR PEAL KBRS, & H il &H T 70
EV.EMFISM (771, R U2 FER 0K

AF43F:: AF4 5y B35 BB N = BEAE 50~500 wm
Z AV P 40 IE o R AR R KR
MON [ Fir i 20 0. AF4 R B R 5 1
R, A8 LA 73 BAN [R] R/ RE o I LA AR e ) R
PE™ . AF4 73 B 07 V5 A0 AR T A 7 (3 AR
(< T WAFEEE, IFRELLR 72 #8231 nm) 7 B 40
KPR e AR ZAAE TN B EA W, XL
ARG LB EM 2 SM LA 2 5256 75 K, HIX o) &
FARMI L 1A . BT AF4 5y B2 B (1 Ui ae
JIA R G T AR ) B W S AT 8 O IR A
FEA,

22 RrTik

Y TE EM A SM 1) 77 5 32 EASE IR 1 ) B R
(atomicforce microscopy, AFM) . % i H - & 7l 5%
(transmission electron microscope, TEM) « 44 K i 1
FR % 43 BT (nanoparticle tracking analysis, NTA) FlRE
E R ARSI T

AFM % 5E « A TAF BB R IR AT 5 R
R R 8] B s AE 0 SRR BOR, 12
TOULRUBE _F 0 A 1R F 0 0 38 B 40 1 AR M ik A T
FoU, WY TR DS NVEP AR J7 28R L KN &6
HE Ry BE Z 18] (AR SR L. EVVEM A1 SM £ A1)
TR AR KNGS K A 72 57, HAE AR

HRIR B BEZE 4 L IE WA, #OAT L AFM % E
NVEP™. AFM HIHLAE T BE 0 B4 0N A i ) 73
T 5 RS589, 10 70 7 6 R ah AT R R AL B, B K
A5H BE AR, W B EF 0 S AR R B

TEM %55 : TEM 73 Hr 40 S ol 25 4 S %2844
B 43 26514 0.1~0.2 nm" . TEM 32 B2
TULE EV TR A B AR RN, o] DUH T W 82
EM A1 SM (T &M B AR RN, JRT, TEM N # (
ANHZEAT, T e -3 o 51 RS B 475 AN S R K ) J A
FER T RE 2 B WA BT UL S JORE (1) T8 28 FR /N, JE 7R
TR AS BB B 0 UK T, WA HE B, DA TR 22
SE R HERARTE

NTA: NTAZ —FfFE TO6 2 R BRI B R, 3
B T RE B P A KRR R KA 73 AT S R EE AT
BHPRAE o« AZHEART DG HUS AT B2 3 1A,
108 Tt ' TR Sl K BORL , f8 H  AR EUR G, AR
T I LR e 2SS A B AR G A T RORE 1 RS
WEFIZEREEFE B, TEERE, SMPR
S AT BE /N T NTA BEWS R SEAar il 1) Y 1, 78 )5 227
AT AR R B [ VA — A A B R TR AT

S8 B R ED T EV IR R A bR
CLZE W, DU 5 R L 3R P ¥ CD9 CD63 A1 CD8 1
DL S i 5y I3 [R] 101 2 2H 25 1 (recombinant tumor
susceptibility gene 101, TSG10D/E N EV FIE A&
P, ESERER FE N EV I MEAR B . #E NVEP
R KX L EV (18 FAR B, I AE %€ EM
B SM B B 4 T EAT I BV 1R 8L A AR B, DLHEBR AR
K EEEV T RETE . Zhang 5 R I, N4 H
J¥3 98 41 9 DiFi () EM 45 synteninm-1 25 [ 171 SM 71 7%
A synteninm-1 % [, EM H #40K 5 85 1 70 S5 R
13 (heat shock protein 70 kDa family member 13, HS-
PA13) . TGFBI. /& BEA B o (a-enolase , ENO 1) 145
1L By (y-enolase, ENO2) & [ 7K "F1RAKIM SM Hix L&
HERE . R ERKI, XLLX 5> EM A SM bR
EVIEA— GG T A0, (R AE %5 5 Ko Fh 4
JLHT EM AT SM IR, 75 53-4% A0 A L AT BAIX 70 EM A1 SM
MIARED) . S4bh, 15 %5 € EM B SM I, 34822 [F] 1) DA
A 4 0 SR ARV ATE it R, DR BRAE AR o HG A 40
S ET . BT EM AT SM 2 3 4E K T R B )
NVEP, i A w] 3& £ 2 Rl Al = 4 (1 NVEP 1)
AR EY), Tt — P IRER.
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EM F1 SM )5 A< Th g /& 40 i M R, &6 & H
R RAZIR S 2 ME S0 7. REEHES
531 B NVEP JREZH MRS SR 5 5 38 3 41 e b i

Cell releasing EV,
EM, and SM

Intercellular

communication

TR FH AR B P I SR AT A, B8 I i g R K R
5 0 18 B 370 A 1) S AT B 5 T A S A Y AR S R
HES ST, AEEMEN S Mg (E D.
NVEP & 7] 2 5 5y JE 8 5, 582 1 #0240 i 1) A6 38 % 9
HE R, JF S R SRR A 4 R DL R IR B
5 mRNA . miRNA F1 DNA 25 1% 43, 5 8l if 42 5 K]
FIEPY,

Target cell of EV,

Lula i
am

Regulating
— cellular structure ||
and function |

EV: extracelluar vesicle; EM: exomere; SM: supermere.
1 REiE B EV.EM #1 SM SC 140 Al (6] 188 MLt AR $E 4R R 45 A AN Th BE TR B

Figure 1 Schematic diagram showing intercellular communication by releasing EV, EM, and SM

3.2 A ma s R (extracellular matrix, ECM)

ECM 2 40 i & B 73 W 2 40 i A0 K2 1
RIS RS 25 2R I 4%, E 8 IR R A AR
AR R A RS R RS A,
G AT AE 4 3 T B L 2 TA) . ECM AT BN
I 52 ik 45 4 SCRE, 2 5 20 I Ta)E R, R 45 22 Bl
MBS T BE , A4 40 i B R BT L 39 58 4k 12 AR
AR A

NVEP VE A4S R G o2, 7T 5 ECM K
Az 22 TR AR AR ELAE TR FE P PR BT A 55 A
JAG T i 5, ECM )2 BRI o7 5 Wil 4 i f1%) &5
RN T AE, JF 2 550 K RERE M EE 175 NVEP /]
P57 IR URE 2 BB AR 1 B R 4, TS
ECM P & F 50UR 22 Bl 1) 5 i B ot 7, T e 38
ECM [#143 FHI™ . NVEP I %5 ECM 3 AH %
Ml 10 3% R BR R TA K, T 3 5T 4 8 R 8 (matrix
metalloproteinase, MMP) 14 J& &% [ i 2H 23 417 1] 771
(tissue inhibitors of metalloproteinase, TIMP) ™, Jt
L8 NVEP & % 5 ECM H B AN 5 7 SR 71
a1 miRNA K 5% 3E 4 15 RNA (long non-coding RNA,

IncRNA) %5, 1% 26 73~ 0] ji 3k 8 4% ECM AH 9G24 K] 11
Fak KM ) He
3.3 iAiEmAnIgA

NVEP i 20 Jitg 38 5 A = 2 45 4E B, HALH
R A5 5 S | L DR 2 3k R 4 g ) 3509 4 45 2 AN T
[l NVEP #5474 & 15 5 7 T WA K H 155 2 Fi
A 1 PR 5, e s WO A 4 N 1S S ik
2, VA 20 B PR B B R AR (T . NVEP #5747 1)
miRNA . IncRNA S5 % 1R 73, W] 38 i 52 i A O 22 [A]
(225 T A MG . BRI NVEP X 21 it 38 5
() 18 32 A FH A B Ry S S 98 B A 5 2 7 4 ek 98 45 1)
TBIT TR A
34 HAbhRe

NVEP Rt i R A SEE, 25 9z d
FRL TS ST, s Gy BB I FR S 45 R
EM 1 & 5 5 2 1 42 AU B 4 ) A2 W T i A
mTORC1 A& 12 AH < 2 1, 3275 EM AT 52 i 41
Y1 B A AL, B 2R T BOR EM B S R
T AT 8 2 1 R0 SRBE N T oG BE BE , UK EM AT
RE A 1T S0 e PR B A
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4 NVEP 5%

EM F1 SM 1 2 2 P 5 95995 AH OC 1 28 1 A
BR S S5 40, AT BRAETRE 4 2R AT PR B Y
768 DR 975 B Ml 8 N0 I 785 995 2 1) R A R R 4 TR R
B, X NVEP (RN T, A B4 7~ 5 L 555 11
T LRI ML AR G B T A
4.1 JEIE

TGFBI 7 I8 21 Bt 386 48« 1 5 A Rl AR T e kg
EHERBEBMERD . N4 41 DiFi f1 A
J iR 95 41 0 PANC1 23 W4 (/) EM AT SM R & K &
TGFBI, A L 40 il MDA-MB-231 43 WA SM 55
B E KT TGFBI™ . GPC1 £ 22 P i g 4 i v 22
K KOF TR T2 rF R GPC T S S S 0 ik s 1) e
JECRIRE S R ZE Wb 0% o e Ji b 3 411 Jfd PANC -1
A IE B NI N Rz 41 il HREC SR 5 4 EM F1 SM
g KB GPC1™ . miR-1246 7E fifi e Al FFeE oot
FIE, B e 3k iR 4 B 1 I B R A P iR i B,
DiFi 73 WA [ SM H A7 5 F & 1 miR-1246", iX 1%
W T 4% 7~ EM AN SM 1] B 7E i 40 i (1 386 5 L 1T F8
12 B RN 5 78 rhk B AR F , 9 7T RE A7 E A = 1% 1)
i AH O AR P bR A, X6 PR R B 0 1 R
J UG VAl B O E 2

DiFi 40 MR 7501 SM 2 32 LR 703k, /) B i ik
T S DiF 2 i SRR 1) SM R AR ik 149 A o AR i /K
-, RN T RE AL B I AKT A1 ERK1/2 15 53 i 4
S, P2 B (cetuximab) &2 I YT Le 5 Ay
i (P B0 ) 259, 3ok 55 3R J7 2R KPR 52 44 Cepithelial
growth factor receptor, EGFR) &% &, BH 11 Jif 83 241 g 11
AN 20T ) P 2 BT AR T 2 1 DiFi 48
J, FERE TR SML R {0} 78 2 1 B o FE U () DiFi
YT A 7 A i 24 1, 3 B SMLRTRE D 2 A B (1 i
2 A 3 1 RURK 1) i e At ™
42 ApZBITHER

DiFi 41 it 7= 4 i) EM £ SM & 4 APP, SM
APP (1) 2 K T EM, %% B % K BLAE EM A1 SM
Hh 32 B0 APP ¥ M AM 25 R 38 (2 2k N R 3D 5 1T DiFi
A0 M 2L AT £V 32 22 APP [ PN 45 R e
B CoRum™ . APP 5 B[ /R SR B3 25 U AH G, EM
FITSM 2 759 J A 7R % 3 3RS 1D 9 WL il L4 3 —
2T

5[] 2% 55 1 Ccalsyntenin, CLSTN) /& —RE5 45 &
A, EMERGHREZEH, 5% AlU5 5 1%
3565 R 5 fid F AT BRI Y. CLSTN 78 4 2 L4 i

Hh R 3 i 20 O R B 35 T MG SR RE T 5 1 <8 AR Y
CLSTN1 i P ;s CLSTN2 J2 Hfili 2 B Jle R 4 22 7T
AELAH L R 7 1k 2R T AR 54, T AT R 42 ST I 23
AEH s CLSTNZ 3k i 25 45 B 1 1) 45 & A1 5 fid 1) 25
B G4, S AN A5 T 1) e TR0 SR Ak ) W] S A
M2 5 2 S RICAZ S N FUE RE s S R /)N B AE
e PP BE 5 A H B9 %)) SR A7/ CLSTN2 A CLSTN3 %
BT IRAIE ST R I ERIE . DiF 40 JRE 0T EM AT
SM Hi 474E CLSTN1. CLSTN2 il CLSTN3, } 1 SM
SR 2D, HEN EM AN SM 1] G835 f 4 2238 47 1 R
T3 B AL o
4.3 #HA AR K

NVEP 1] fig 5 37 B 56t AR 5 75 /2% 4% (corona virus
disease 2019, COVID-1Dfifi % 5% . COVID-19 fiii
& HH T E UM PP 25 A IE 56 R 9 B 2 (severe acute
respiratory syndrome coronavirus 2, SARS-CoV-2) 5]
AL ERE N 2. KA COVID-19 35 76 A\ A A
AP =N FINAT S 7 d B IR A, Al v
EM & #,30 d )5 ¥ B o AAR R A B a7, K
DRG] 7RVE MR /R B AR S bk R Al F S8 AT EE
WS s I I (0 EM EE 32473 /D, 320K I R EM

8 BRI E B COVID- 19 T 1) = ZE 4R bR

DiFi ZH 1K S 1 EV A1 EM 184+ 5 I E Rk R
AL 2 Cangiotensin converting enzyme 2, ACE2)™,
EV F1EM 1] ACE2 ] LA 5 SARS-CoV-2 2551, 4
W EM R 401 SARS-CoV -2 & YL 4 il , & ACE2 [y
EM B AT H T ¥ SARS-Co V-2 J& 4t .
44 S d AR

Z 50 MU P B VA SR I R AR AE T EM
HISM Hr, G ifi 8 55 7K 3R 4 45l (angiotensin converting
enzyme, ACE) - ACE2 . FII 8 [ % 44 B Al 525 1 2% 9
(proprotein convertase subtilisin/kexin type 9, PCSK9) |
AGO2 FITGFBI, #2715 NVEP 1] G 7E o ML 52975 [ &
AR RS R E AR . B AT R T B
A 1) PCSKO 11 51 & 1 D N2 FH T R BE A R0 B
R AEL 7] 12 7K P 00 3 5 50 ok ok Ao 5 A2 o ML/ 50
FHAEHE O WU ZE 2 FIZE T B KU, BA R
AL/, PRk PCSKO 111l 771 7 o ML P A LK
BF 70 3¢, T NVEP o (¥ PCSKO 7 7T B2 35 S0 1L
RS o I A8 B RS A 4E 40 i (vascular
adventitial fibroblast, VAF) 7E Ifil % 5 #) f i # ZAE
HI7, VAF 5 B CEV, (2 35 1~ 1 AL 40 i 1Y
FEM o ARSI 5 I R R I E R A i I A K B (spon-
taneously hypertensive rats, SHR) VAF % i '] EM fi&
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HE T ST LA P PR B E A AT A, 7R
[ERINEREY ey etk SE S (AE R

5 NVEP BN B

NVEP A MR (1) B A4 IE F0AE 9 2205 1, 7
AW 5 UK AR FIM KR 555 2 A4k 35 e 2
W IR F1. B FENVEP 75 A ¥ 122 2 40k 1)
LR A B4 7 52 6 5 55 1) # R L i R
T PR R, 3 T R I S 1R S P b B A B
R AR TR T A -

51 HAEBITES

NVEP 75595 1 & A2 A0 g b Bl BB AR,
NVEP H 1 73— 25 s A 5 2t B 5 9 (14) % Je i R B
Ak, TR T A7 A i 8 5005 1) e S VR o TR S .
HIV-1 TAT A8 H.4E F 25 1 2 (HIV-1 TAT interactive
protein 2, HTATIP2) j& —Ff e #1011 (R -, R8I
/U Bl 38 T ek R 11 7 TR, 6 i R 4 B 1 42 28
AL S . Hoshino 255" 426 171 24 23R 1 2% 4
AEEEUA EV A NVEP BEAT 421 (1 85 2 B 20 52 507
S BULAE it B e BB v HTATIP2 A A AE T i yig 4 43
FIEV A NVEP H, 11 £ 88 1 3 2H 23080 3 i g 2H 24
() EV AT NVEP H 35 ok & B HTATIP2. 38 i 46 I A
[ 4 W9 A KR MK P ) NVEP, R 7632 Ab#5 78 R
AE 2 HA I 2 NVEP H (1) 52 26 Joffg A7 56 731, $&7
PEFR B NVEP 558 73 7 A g S S e A I ) 4= 47
P&

Xiao 55 PR I 5 rr i e Jk L 25 R 38 35 4
H I R 3 55 K R EM R ot HR 2L 2, T 48 0E
PEHR S 58 S5 KR BV AUE I 2 0 7R BB AR Py i o
P N B A KB T I6I7 5, IR AR I PR 0
BE P K EM B3 kb . Usenko &M I /B G
SARS-CoV-2 Fif /R i A4 /R 85 48 S bk R I E = A7 5 1L
W EM £ b 2 A7 38 D . X e g AR IR NVEP
R AR A Bh T I W 1 R R AN TS
5.2 AR Hhanit ik BAR

DiFi 40 ff Sk Y8 () EM A1 SM A] LU 2 A4S 2% B dn
B il B o I R I, 3 AT ek afi i 5
Bt /N SRR i SR S D 40 SR JE 1 EM AT SMA]
DA BEAR /IS B 5 1 7K~ R0 A 9 = i
TX U 3L 2 B EM AT SM AT 4 41 At B T R 4% A 4%
1 25 R AT T RE A S 3275 EM AT SM o] /E R 25 4)
IR RIFEER -

NVEP B A w825 & K AF PRI E) A s 2R R
FH B S5 55, TR N SRR IZ 326 2597, 3 4 R 2 Fol

A WL R & I K0, 7] DA T 24 4
ER R, CXC AL R T 2 Ak 4 F B
ADM3100(Plerixafor) A& 1647 i S5 B IR (1) 54k 24
W, B ZGRBN 22, AR B 22, IR T ol
PRI FH 2538 ADM3100 [ 44 K Sk B 6% 38 ik 1 fi
B B, A 0 B TR B A AR ) 3 B, 3
ADM3100 1l A A4

6 DESRE

EM AT SM 2 4R 3 K DL NVEP, EATE A

Z I E ERE T T, B S 40 M S, AT SE

30 JR) 0 5 A7 B 5 114 200 o ) R, 3 17 R R 4 L

G55 TRE . EM AT SM AL B SCRETICR  , B BT

BAE 5 TR H, AT BELE S LE I ) A BL ] o

RIFEEAEH . B, X EM M SM A7 IR AT,

A B 4B 7 A 2 IS Y B T AL R JF T e R LR

SO RS S A AR B . BB AN, EM ORI SME &

LR A 23 i A B IR T B 1 B 7 77

Flan iR AR
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