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Sialobiology in human health and disease

ZHANG Jia-Ning*, WANG Shu-Jing
(Department of Biochemistry, College of Basic Medical Sciences, Dalian Medcial University, Dalian 116044, China)

Abstract: Sialic acid is one class of acidic sugar with nine-carbon backbone, the N-or O-derivatives of all
neuraminic acid or 2-keto-deoxynonic acid (KDN). Sialic acids decorate all cell surfaces and locate on the
terminating branching of glycoproteins and glycolipids in most vertebrate, as a part of glycoconjugates. Sialic acid
family has more than 50 members with diverse molecular structure and ubiquitous distribution in vivo. Sialic acids
can mediate or modulate various physiological and pathological processes including development, inflammation,
pathogen infection, tumorigenesis, which are closely related to human health and disease. Sialobiology research has
become one of the most attractive fields of Glycobiology. This review introduces some recent progress of
sialobiology research in human health and disease.
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70 Z 41T Gunnar Blix S0 FEIR AR M 444
AR Fk i R P el 30 SR T 2 43 2 1 2 2 W) e 44k
P2 5 IR B M VIR, (sialic acid). UHJE, AT AR B R
TR S — A H LB I RS R oW B AT A= 4 1
KR Bl M - i 4 T I B 2 (KDN) 1 & IR
IRV R S i b e 50 M &4

WV PR () 46 h) SR R o 18 1 s kg Mo VR T
LR 9 i 4R ahity, BRC3RICo 4k, HHARC
o BRI RA 7. R G YA
IR SR ZFh 2, (HR A O g B 2
44, {4 RI. R2. R4, R7. R M RY9 4 H, R5 4

TWIRIZ OS5 8 73 ) A Z Z R Neus N- L4
R NeuSAc. N- F% £ Tt #f 28 & R NeuSGe Fl i 5t -
I 450 T i BE R (KDN)o — A Sia AR A4 & 45 1
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NeuSAc F1 Neu5Ge & P Fif B 22 (1) MV 1R, &
TR &5 0 22 AN AE T 1 AR o 7240
7 M B R N- &1 48 2 TR F A0 I8 (cytidine
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Neu: RS =NH2-
Neu5Ac: R5=CH3-CO-
Neu5Ge: R5=HO-CH2-CO-
KDN: R5 =H-

Bl RN HENS

CMAH) 1k, NeuSAc L CMP-NeuSAc [#E#
A, B NeuSAc I N- 2L el 8 S N- 72 215t
CMP-NeuSAc # 4t 1 CMP-Neu5Gc. CMP-Neu5SAc
H1 CMP-Neu5Ge 25 #A] A/ Ay e 5 I AL A4 Jim 381 22 A
PEE AW . NeuSAc FIl NeuSGe 1715 T K £ B
FLEH R . BN R, TR R 2 AR MRS
#| NeuSGe, XJ& T A CMAH JER AN 19 %
KT 92 XL DNA Fr B, 1 1% Bt DNA gw s i)
QIR T H 1E & CMAH B % 1 I 75 B2 10 B P 41
BRI, 1B AR 230, T3 CMAH MG ),
Jit LL % 5 Neu5Ge, 1H 47 15 1R 51 NeuSGe [ P ik ;
e N AR ) LA, C2A 3] NeuSGe™?.

2 EEREE S ERE R R

PG I e R Ak, RPN IR SR A
(PR B RSB ) B s 7, 2
WEE AV AT KA RE P L FH R EZL R, WS
W) B IR AL I 2 R, A DA a2, 3.
02, 6 Fl 02, 8 HEHE . W 5 M) IR M YA I R A 2 A e
TS AL il (sialyltransferase, ST) fi4b N SEILH .

TEERL A k%, Ui BV R Sia(NeuSAc
H1 NeuSGe %5 ) #F CMP-Sia A (I #E1L K, 7F CTP
AFAEIY, A B 5 1 7% AL it & CMP-Sia. CMP-Sia

R EABEEBIREYSTRE

T a2, 3 a2, 6 a2, 8
N-ZE#F  ST3Gall  ST6Gall Polya
ST3Gal III 2, 8sialyltransferase
ST3Gal IV ST8Sia II (STX)
ST8Sia IV (PST-1)
O-%B#  ST3Gall  ST6GalNAcI
ST3GalIll  ST6GalNAc II
ST3Gal IV ST6GalNAc III
ST6GalNAc [V
i N ST3Gal I ST6GalNAcIIl  ST8Sial
ST3Gal V ST8Sia V

WENRURBEAR TG, (0 M L 7% (ST) 1L T,
JLrP Y Sia #4585 A8 1IE A 5B R SRR DX S T )
WA, Lha2, 3. 02, 6 F1 02, 8 fl L N- 28k,
O- FWE JOWERE IRz, SEIURE &6 W 1 i v IR 364k
HAT, &/ KIA 6 Fh a2, 3 MR B ERE . 6 Fh
02, 6 MEVRBEILEEAEME . 5 Pl 02, 8 MEVREESL AL G .
cDNA w4 L], HILAEE LR, &
L e Y L e B Bl TT R 1, B T iR
FEAR s — i) AP T I IS E IR 7 41
K53 e B 9l kA W I 5 P (sialyl motifs), ‘& H)
REJE YY) CMP-Sia TR &5 A7 i MV LI 75 g
(M A AR ek, S ) HA )RR ek
WL 1R, a2, 3 MEE LR 2 0L N- 8%
O- &0 S Wi G2 A4 (1) Gal AW, ‘B a2, 3 154
(IR 5 02, 6 MV JOE 5 2 A T - B0 e v P 2 5
2 N- BHEP Y Gal. O- SR 0E K T o (1) GalNAc,
A 02, 6 ERLIERIR 5 02, 8 MR LI R 1
TG R i % A N- OB AURE T 1Y) Sia, AR K
02, 8 IEFLIHER IR, Rl 2 MR . 5E&AEYA
(), D A A A o AR P s 2t 2 Tl — 0 85 4 v e A e A
WEESY, AH T A sk (RIS, B IR & — 1
AN, A I A R AN T B2 CMP i Ak, 1]
DNEE:2 77 2N

EAF—FR I, VeV I 2 A G e L ) e R 1
FAL N, AR CMP-Sia H Sia 1) 45 1) 5 2%
2R, ZUHEE S FEREAGE S, T H R
AFAT 2 ol e 30 19 3 45 7 =X, AT Wl 9480 1 5 A 1)
Y)——MERE AR S S R EE. BT
WV I A S A T A R R B R 1 b,
I, MR BSOS A RA )RR R AU
Felth s A MRy R R Ay R R . B HESH IR N
T T M Y R U AR 25 B M VR R 45 & ' 1, R Sk
b 2 G A AN TR Oy oM IR 1 B i ) BB IR T
A, NI R IEAS [ DI BE 5 10 &M PR 998 JsL i 2 A i
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AN FRE 7 SRR KR R 4 17, ROV GN
e b

3 MEERERAITNRE

WEVR IR HAT 2R 2 FEI DI RE . 1 TR B
SRAKPEFFAAT SO A, A7 T 40 0 TR 43 WA R 2
IR, AR AR N A A A PR A B A
Ve AR Y A7 HEL Ay A 20 2 M TUA A0 AT B e,
G T MLBAE A  J8 3 SCRI A MRAR FL AR o W R 7
20 A MO PR i 5 T 2 1200 B /N IR RE T A K5 1 1Y
REPEThREME A G SR B, 2 BV R B 1)
IERAEAR SR T AP ] e R B 1 N & 2 1
R, R L AORESE, [ HABORE e K A%
ORAP H 5T 90 52 B A Mg B A, 1T S M £ 19 B
TEM o T M0 D 2 A A P e A R R AT 3 1 U
VERT, T LTS B A= W0 st e Dl i 1 & e o i
EIRFITRN, R HESh R N MR, — 5 i
A TR ol ol VR 1 e £ 3% 4 A T A Dy A R 2 A D
s S3—TJ7TH, W JRUORN 28 9T 45 O Tk A I
SZ AR LA P
3.1 MERRERNEMERRREZNGES

YR Ay SR R B o, AR B
M AD B R T, Bsh YRR R T,
J8 Ay A LA 45 D IR T A 2R B AR AR o HL AT
AT HES) W 1A N W80 1 5 5 W A PR B AR 3R 0T - JR T
C MBHAR X ML HE 35 (Selectin) J& T 1 B BEAE 22 11)
W YT 405 5 i 2 R A OB X I Bk 4 3R Siglec(sialic
acid-binding Ig super-family lectin) DL f& 1 A 43 Z5 11
F*MAE 7 H(complement factor H).

311 CHUBHERILHER

W, WREEER, & K5 AaMmrisiT
HUIM KK C R MR, WHiE-. P-. L- 1%
BERE A, o B- B RERIAEROE N B
AN L, P- B ES R AK AR PO (R I/ INASCR P R 41
b L- e B R A S R A T A Al R T b
R E T TR, &SRR R A TAE T
RAEAT I 8 40 B A A P9 B A0 M R R B, O
A SR A0 1) A LR 85 ) “ UL (homing) 7

75 1% #E 32 N Kb 47 C BB TR &5 4 38 (car-
bohydrate recognition domain, CRD), 157 iR 5 kH &
HWIEC . E-. P- ORI L- 3 B 3R (% L R R AE 2 L
CRD 7 Ca* {716, WA 02, 3 HEREMRIR B
(1) Lewis SE 0% X, R RKARACAA & A5 1 Sialyl Lewis
X(SLewisX). PSGL-1 /& E-. P- I L- 1k %k 2% 3t [A]

(1) R SR 4. PSGL-1 (1) N A iy J7° 41 3% e 47 56 T
Core-2 [f] O- EHH 45 K4, 1% &5 ¥ AL 5 SLewisXo
Ak, PSGL-1 184 3 5T O- BEEALAT AU S 24
R R AR IR A . WEFER I, A N K741 4% 1E
R AT VR R AL . B R AR R B M S
P- & %t 2 1) CRD A4 &5 4 PSGL-1 [ N K %ii /37 41 .
JEA M, L- 1Bt 2% 30 i 5 5 Uk 00 45 v oA R A
(high endothelial vennus, HEV) 3 iA [ M i f5E 44 A1l
IR A SERE LewisX, MM /5 L- 16528 BHPE ¥ itk
LN Ak EL 45 5 HEV Fhif .

3.1.2  IALEE4E F Siglecs

Siglec J& 1 FRIL Tih I RGN e REH)—
MRS SEARE, BT IMBEERNEEA.
Siglec-1( 4 F& Sialoadherin/CD169) +& #z 5 & 8l 1)
Siglec G U o MR HE— 2 25 K4 PR AR AL R AE 3E 4k
RS, BT, Siglee S K B4 A AN E 5K
WG s o B — AN K% Y R 57 &Y Siglee, B A
Siglec-1. Siglec-2/CD22. Siglec-4/MAGHI
Siglec-15. & OIS BT A WAL P, el —Fp
JE N, AT B D AR 25 8 F A R A
25%~30% ; (HAEA[FF B, BATTIREAN S5 % A
SEREAOR S B R . B AN KRB AR A
CD33 #H2K Siglec(CD33-related Siglec, CD33rSiglec)-
Ej {57 A Siglec N[, CD33rSiglec 5% ik i i 7E A
() e P PR dde A, AR (R — N g5 A b A [
Pk F] 50%~80%. CD33rSiglec ZX B b1 A5G = A
% Siglec-3. 5~11. 14 ; RKKF)Y) Siglec-16 ; M
W25 Siglec-3. E-H 2% U1,

VE o 2 3R B 1 B K I I, Siglec I RFAIE
SEREE RN R 1AV R Ig g5k, 1~16
N RN C2 B Ig S 1 ANES B IX 4
fitw it &5 F 4 . Siglec [V Y Tg &5 44 358 4 1R 51
G5 MR TR 45 MY . C2 TR Tg 45 Mg el L A T B A
I, BN AR o 1) VTR R R 45 A 45 A e
) b 30 5 40 M IS 5 [N, C2 A A R R 45
T VR 7T 1) S BRI R IR R A WG . N Siglec-12,
K Siglec H T AE ML b T & HE R bk 4B T 58
A, DI R T MR 45 A . K2 4L Siglec
72 T (1 45 A6 v A — A S A A M ) e
52 AR S R AL /7 (immunoreceptor tyrosine-based
inhibitory motif, ITIM), HARSF/FHIN (V/VL)XYXX
LVYX AR IR ). Ak, EH A Ei4
JZE IR ITIM FF S5 A 38, BB RR AL 1Y TTIM ¥ 554k
T K S W R s SHP1 Il SHP2, B34 5" LK
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8 1 Tl DT 9 B 5 A RS A . AT
Siglec, WA Siglec-14. -15. -16 LLEK /N Siglec H
ARV A BT TTIM &5 K43, {EE o LA i b
DX AE AR AT IE AT ) 2 SRR AR L, B E A
DAP12 #1 DAP10 #H 45 &, il i DAP12 Al DAP10
A G 52 AT 24 R WG B ) (immunoreceptor
tyrosine-based activatory motif, ITAM), FEWEHE
Redi i .
3.1.3 CD33rSiglecH] RARFL AR

5 {57 1 Siglec K AR, CD33rSiglec % %
VRN MR IR 45 & i 1 F E R IR R g8, HIjhe
WH LY, -3k CD33rSiglec 1R AR B A4 S 0 5%
FRZ

Wiz 2 fror, HEGAT % CD33rSiglec K AR AL 14
4B LD ol PR BE A 11 (al-acid glycoprotein,
AGP) /& N- 8t 1, DLk AR AE T 1 2 v,
RNRE 5 L AGP MR RS A2 4. BFSUER B,
Siglec-5 /™5 AGP 5| ¥ b 4H i o 5w [V, f Pife
VI T A YL R Kb B U] 4% 1 F AGP 5 Siglec-5 f#) A1 B AE
. #2275 : AGP & Siglec-5 [ RIRB AR, X 24—
A~ CD33rSiglec A7 4E RARFLAAR I S8 4% e IS,
R E $5 H DSGb5. MUC16 1 CD24 W] fig 43 il /&
Siglec-7. -9, -10 [ RARFELAR ", HE, BT
HE— 0 I ELAE R S0 UE B
3.2 HERBRSHREMEMNES

Ve 914 2 322 T 4 TR 3 TR £ 11 FOBE T 2 1R

R2 AKSiglecH) EEER

TR T EERIA AN W Y 2 25 AN Mipygiteda T RARBCAE
Siglec-1, Eg A i 02,3>a2, 6>a2, 8 o MUCI, PSGL-1CD43
CD169,
Sialoadherin
Siglec-2, E ) 02, 65045 A ITIM =5 B4 i 2 44
CD22
Siglec-3, B A AN 02, 6>a2,3 ITIM S
CD33
Siglec-4, CNSHi#, 02,3>>02, 6 ITIM YERFHES, GPI-#i 2 & 1, Nogo Z 5k
MAG PNSHG# E{IGEL NSRS
Siglec-5, RN 02,3 =02, 6>0a2, 8 ITIM S AGP
CDI170
Siglec-6 B4, Sialyl Tn ITIM 5352 R SR R0
i)
Siglec-7, NK 41 fifg, a2, 8>>a02,6>02,3 ITIM s = DSGb5
p75/AIRM-1  FARZ41 Y
Siglec-8 WE TR PR 40 Y 02,3>a2,6 ITIM S5
Siglec-9 rpR N i, 02,3 =02, 6 ITIM HIE S MUCI6
NK 41 i1,
Az A
Siglec-10 WEIRTERIANML,  «2,3=02,6 ITIM k5 CD24?
R R 41 i,
NKA i,
FAZ A
Siglec-11 WEIRTERIAN M, 02,8 ITIM G =
B4,
A
Siglec-14 THHEAN M, a2, 8, DAP-12 Hisfs
A M Sialyl Tn
Siglec-15 0 4 g, a2, 6, DAP-12, WoE s S
MEDCAN i, Sialyl Tn DAP-10
W ELEEDCA
Siglec-16 =R DAP-12 BIEES
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Uiy, TR AN E AT VZ 23 A AL AE S A A P
PR AR Sy 1A 3 B B A E ) 2 A B R a3k 3 o,
e 8 PR 5 0 D Tk 2B ) 5 R R S M S e VTR 1) &5
K B HFEETT AT R. ARBR TR S A LI
W b 5z 40 e IR 45 5 A ST LR AN
NSRS YN T S & N
D0 B o 204 7 MV 28 1) iy 44 AR L3R 1 PR B 2
Fl2s, funifn %t % (Hemagglutinin, H 5% HA) Al i
1% (Neuraminidase, N 5% NA). HINI J& 5 — M4
Sy BB R BIFITR B, AU B ) e K
LI 22U ) PR T W T B e SR A R L e
R BAER . N0 75 gLl 1 4 g )
NeuAc 555 ML#EZ T AR RIS 455, s
LB BE 45 A A AR 1 E 4 M) NeuGe.o  7EMEV
MRy A b, NG B i R 255 N EIPIR
B LR s S a2, 6 ERERER, 1 &R
JE B I 45 G @ e b R A R a2, 3 R
WV o It S B P S A R P2 45 5 R e 1 A2 U T
TR B I % 25 5 226 ALz SRR P . N2
BEMLAEZR A 226 AL RIS S 2R, 188 it I 1%
[R5 226 A 2R AT 2 Wl o X 22 A N T Ak
TR UF 45 5 a2, 6 TR ME IR, 85 RA 7 I
UFEs G a2, 3 BRI MR IR . T L, 1 S MEVR PR 1Y)
oy s T S IR S R L A e
TIREMAEY 51 ENE G, (B2, 516 gk
W £ 1 SO T v 9 IR 1 &5 6 B o B R R I
Uhe BIFFEREH, G A 40 2 1 ZRBE e Bk R
A EAERH, WaEtA GRS AN TE 401, X,
oA LR 524k, e 3 84 5 A (Integrin) 7E W
MRECIRSE A5, RAEALE I B 40 PR TR 1 2
HAEfE EANNR N S R TR S, R MR
il 25 B A 2 40 MR T 5 52 A B VR, A ALK
I BE ML A O SR RS TR an SRR IX— DI, B

3 BEMENS AAREEE RN ES"

i It aditin TN S A MR TR
N EEA  MLEER Siaa2-6Gal(NAc)
BWERGA MR Siaa2-3GalB1-
NRBORERC IR e 9-O-Ac- Siao2-
FE LR HR Galp1-3GalNAcB1,4
(Siao2-3)Lac-Cer
T Js EBA-175 Sia02-3Gal1-3
(Sian2-6)GalNAc-O
A EEAT R R Polysialoganglioside

I PR SabA Sian2-3Gal on gangliosides

7P TR s i RURE A FBT S5 1 40 i 3 1 R 7 52 A
SEA AN BERE AN M 023 18], 54 0 40 B A 3 TR i
B, BT, e I 2 M T A PR 5 52 Ak e
VIR T e HA RO 5 19 B NA B 746 FH
FHEL P P 4

HH ok N RS (9 90 8003 B (P AR AL, AATT SR
e TN ST e 8 ) NI bW e R 1
HE 2% HA B 226 A7 20 LRSS AR I, 12009 23 0] M i)
TR ISR FIPE R AR X, A5G 8 a2, 3 45 IR e v
TR I 45 E N 02, 6 FEHIME IR . — BRI 75
MY, @K&, LHEEE, Wk, LR a
A 02, 3 ERA a2, 6 ERZ MR R, HE TR
HaIER . BRI, B B B R A\ 8K
B b2/ ke Az, R SE R AEAE 1918 SE LI ORI
17, VUG S HA A — R RAS, A
TRARE M, ST A RTIRER A
(10 NI G 7 R S 1) T B R I R AL, AR
7, TREAE t TN (R B IR i 2R TN
R, SRIEE NN 02, 3 EREAMERR S &
F)f%& [13-14]O

4 MERERS AXRRSRR

4.1 [HEGER ST IRE

A iR 2 A NS AR Ay AU BRI 2 —
5 IR A S AR BRI, Mg 42U e 4 it 2 1
WEEEh M R AR AR, S0, R IR R R R
AR ARSI R A R 1R 2R
R ATG A RAHIC, A AE K s b 0 4 sl 7
JERR LA, AT BE A IR S R T IR A

Wik 4 ffros, PR 40 iU 3% 1 Sialyl Lewis X/A
FIEWIN. Sialyl Lewis X/A J&Zh Mt 2> Tk lt &1
e, e | I AT B T R 4 5 B P R 4
it 2 1T R 10 B- B RE 5. SO (10 L /N T ) P-
et 2 LUK LA M B L- e A LRI, A
TR IR AR P BORFEAE T 1 38 IR AR e
CA19-9(sialyl Lewis A T Ji ) 7KV = #E 7 &5 o 7
JEANR . BAT 7RI, A6 W b R 4l i Ik
U Y I HE AL 1K) Lewis A(disialyl Lewis A), EI# 02,
3 1 a2, 6 WUME R 3L AL ) Lewis A. Disialyl Lewis
A JERIET EVEAH I G 3% 3 52 44 Siglec-7 A -9
(RCAA,  FEAE PR OR R T A 2% B R 0 s V-1l . 7
gh W R AL L, RIS AL PR 02, 6 MV ESE
H R W ST6GaINAc VIfFIZIL, Al o2, 6 MER ISk
D, 02, 3 MEREEEEAL ) Sialyl Lewis A FREE B, 47
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®4 5EMEREE LR RIEX A E AR

FE R ik FIFERE MR IR FEF BRI X

e 5 1 32 2 77 2 MRWIERNE  BIERER
KEH R Siaa2-3Gal LewisX/A  Zi&EHA bR & ARG ARES
gl FLIE. FESUE  Siac2-6Gal N-ZR BHHR NESTIENR IS
AL | Siaa2-6GalNAc Tn FHE A LR AVt 7/ N S i =

G VR T AT

IV - = ek Sia02-8Gal N-ZRH DN 7 e R A A e A R N S S 2 4
i 9-0O-AcSia02-8Gal GD3 FUERREY i) g AR B B 1GD3 A ST
9 1ML 9-0-AcSia02-6GalNAc  O-ZEH s TG br& )

P 1A R AT B 9ORE N B e Siglee-7 F1-9 L
Disialyl Lewis A AHH 1 F (1) 5 U8 Rtk 0 Ao 1

Jr 8 2 0 2 18 R B 2 1 B, 6 43 BL K N- OBk
FIE B, A T bR AN B G B R4 28 e 1.t
ST6Gall 75 ) 02, 6 MR LIS o A7 T N- SEBE IR
Uigo SHTEEFSURIN, FEFLIRIERL AN b, St6gall
TR g o 18 o LR e 0 Ak, A 2 (Integrin) 5 %5
TSR FE L BN (focal adhesion kinase, FAK)
()45 1 K3 284k, 15 FAK 1) Y397 BRI 2%,
1M AE St6gall & A i B % FL W 8 40 M & 5 %
St6gall 5, Bl &G F G 5 WM PG, xukst
FAER, N- SO0 10 a2, 6 5 (14 Ve Y 195 300 ok 448 7
Bl HEA A5 T m s, WA HIhR 4h ik 2R AR o4k
42 ERERSRIE

TE5 )% R, MERIR I D e 24 LR LAt
(1) MV 2 S AR & L . T 4k & id
FE, ST3Gal-1 i i, IXfRBESE M “ 35 0E " M
TR, BRI AEBERUUN. B AR A LR,
02, 6 JE I R VR 08 S0 3 T . (2) MR A ik
Wt K B AR BT 5 10 o WV IR A 5 1 40 B A afi
BN R RS LA R S A 52 40 R A AR
I 3 T S AL B R AL Sialyl Lewis X /5 L- L&t 5
TR 25 1R UH S S (3) R VR TR 2 4 45 4 28 S
S 7 P 0 5 IR M VIR S P T P M R O AR R
CD33rSiglec ZXEHIELAA, 1 CD33rSiglec 1l il H#%
B A% SR 4 ITIM A1 ITAM, S0 B0 0% SN o
L2 AN, 1 G % A0 ME ), A B R T e
WIREIE T Y.
43 ZBRERRSWHEAE

% BEMEVR R (polysialic acid, PSA) & M i 1
PLa-2, 8 B MA IS — IR EY), CHHNZER
e 9 9 E %5 7% Wi ST8Siall A1 ST8SialV i 1k &5 ik,
BB A & A M R B 2 (neural cell adhesion
molecule, NCAM)". PSA & 1fii [f] NCAM 7 it Jis

RN AR ) LY BU )2 2Rk, A5 Y B2 2k
Dy AEAE RSO I R A 8 R A RS A T e DX S0 A R
B, i FIX (SVZ X)), FIMEKIFITR @A
o T PSA I ZRE YT & PR ORI Ji& (1) e 45 44
SRR T AR 11 [] > 48 i R 8 > A 408 4 i
1] NCAM 7> T IIAHEAE . PSA Xf NCAM &1
M R G T T A EAER], o] gesgim s
fik o] SR o Nean J DAL B8 26 W 1R Y D) g 2
F& PSA [5256 % W], PSA & i 1) 00 25 40 fitg 55 B 2>
T HA RS AR ALY K E DR dE— 2t
SR, Y StSsiall B, StSsialV H. 5 R e, o
T PSA RIEATE K, /DA HHA 25 D)
e LUy 240 . 24 StSsiall F St8sialV 1 F [A] [7]
IR BR I, SRR R 5 A B R, /IS BT A 51 2 2R
PR, R R R B R e A A B D) )
MAL IR IE AL 852 B 50, 177 40 28 0 R A 22 0 T 40 it
SEALSEH . AW PSA IS, R 5T 4H M AT A N RN A
A A TR s PSA B/ BRI 28 1 5 4 bk i
YIRS AT 4 R Pk 2 1 A 38 0, R M4 g e 7%
[ 5 R - PAXG6 [P RIA N e, X ubgs B, 5K
W 918 T W 42 A i A e R 2 O T S 4 R A AN
PRI i 31k P

5 RE
T, HARH T “HEWRER4L” (Sialome) 1)
WS, eSO s FRE R E. s, A28 4

EIGIY 0 0 45 2 T P W 5 R P SRR S5 (1 R AT I d
TR T MR IR A (R I ST R A A B

WY IR B )AL B AL 2R PR A 2 (1) MR
A 5 GE R RS 22 FEE 5 (2) MEVRIR B M R &
WiERETT N2 RN 5 (3) VN &5 5 M VR £ 1 Bkt
RRDHEIE . MR ) A0 SO 5 R
ERNBEREY . SRR SYIERNE AR, f£X
A =0 R R AT HERR R AR L AT I LA
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$23%

Mo MR FEOREMERE. WEAYREAS B
HIREIE RS ER. TPRMER IR AN R
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