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T D REM K IFE D REREF I ELISA Al 45 1 1L-6 IL-10 K F ., floSA-M k)i s B 88k R £ K
41 it ( bone marrow-derived dendritic cells, BMDCs) ,ELISA # | £ /& i& #9 IL-10 /K-, Western ¥F i i% 42 BMDCs
P 1%k B4 28R 8B (spleen tyrosine kinase, Syk) 69858510 K P qPCR A& IL-10 Rk K-F, &R KA EZHEA,
f108A-M B AL 3248 UC /I SRR & 2 WK B IL-10 K 2 %50 Am | 35 9 76 20 35 50 TL-6 K 2 ¥ FA& ( P<0.05) .
1RO E 8 2 7%, flo8A-M i it Dectin-2-Syk 13 5 i@ % 2 Z# F BMDCs 4~ IL-10( P<0. 05) , 3% /& 4 Clecdn & B 8k
P UC ) SR #3542 T Dectin-2 69 A 4L EIEAER , i flo8 KB Sk & A2kt KR o9 5% R 4E i@ 3T Dectin-2-
Syk 5 5 BHA-FHR L MR F IL-10 4 D RSt H L LR PREPAER,
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Mechanism of mannan from flo8-deficient Candida albicans in regulating

ulcerative colitis via interleukin-10

ZHU Fangzhou, YANG Yiheng, ZHANG Siyu, JIA Xinming
(School of Medicine, Tongji University, Shanghai 200092, China)

[ Abstract] Objective To investigate the role and mechanism of mannan derived from floS-deficient
Candida albicans(floS8A-M) in regulating ulcerative colitis(UC) in a mouse model. Methods Mannan
from C. albicans was extracted using a hot alkali method. The UC models were established in both
wild-type( WT) and Clec4n knockout mice ( Clec4n™" ). The mice were administered mannan via
gavage at specified time points, and the weight changes, colon length and disease activity index ( DAI)
were monitored. The colonic levels of interleukin (IL)-6 and IL-10 were measured by enzyme-linked
immunosorbent assay (ELISA). The bone marrow-derived dendritic cells( BMDCs) in the mice were
stimulated with flo8A-M, and the IL-10 levels in the supernatant were quantified by ELISA. The
phosphorylation of spleen tyrosine kinase( Syk) in BMDCs was assessed by Western blotting, and the
IL-10 mRNA expression was determined by quantitative real-time polymerase chain reaction ( gPCR).

Results In vivo experiments demonstrated that flo8A-M gavage significantly increased the body
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weight, colon length, and IL-10 levels, while reduced the DAI and IL-6 levels in UC mice (all P<

0.05). In vitro experiments indicated that the flo8A-M significantly induced IL-10 secretion in BMDCs

via the Dectin-2-Syk signaling pathway ( P<0.05). The critical regulatory role of Dectin-2 was further

validated in Clec4n knockout UC mice. Conclusion Mannan derived from flo8-deficient C. albicans

exerts protective effects in UC mouse model by promoting anti-inflammatory cytokine IL-10 production

through the Dectin-2-Syk signaling pathway.
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i B & A ) 4N 98 RE P B 9% (inflammatory  bowel
disease, IBD)''?', IBD &—Fi8: &2 & EHiE &
SEPE I, F B 7 P45 7 R (ulcerative colitis,
UC) A58 % U ( Crohn’s disease, CD) "', [l ifi Gy
RY AR B RO RS R G R R W 1B X HL
o DR AR P U R L T A B VL 1) i 3l R el C A
HBESE 2R 321K (C-type lectin receptor, CLRs) Z % i G
A5 CLR VE M2 4 ( pattern-recognition
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associated molecular patterns, PAMPs) , J{-i5 5 /o K
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M 204 2 -10 (interleukin, IL-10) 2&—Fp &%
AT 9 AR T A 24 B 3 o 2 0 — S o8 - Ml
D5 e A IL-10 #2350 3 A
50 R G0 0] 0V M R T, DTS & 2o B2 i R
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HAEK T ( Candida albicans ) F&=—Fh 4 UL 5544
BRI, 2 EME T AR 2 S miE L
PEABEIE | U A RS R Y AR AN
L RE 2l AR 1 SR o, e R T R R
B% ( mannan ) | B-# & ¥ (B-glucan ) F1 JL T Bt
(chitin) "), BCEEEERE 1 431 b BT PAMPs, i 1% bk
T ERLER 2 AR BTSSR R A AR
WEAIEAS A, RS 7E BERES FIRE 228 Z 1) 3%
Wl flo8 J—FhIE I IRY PR A I 24 2 K e
SEDRIFT L PR B2 v S S50 A A R A A A 7 4
HNRIES O B2 ) TR 22 28567 AR URGEAH i
ISR AR LG TP A= 2 IR, A flo8 JEPRI kK
FUSER T S H 22 2R (flo8A-M) m LA i BH I AR
Ji# CD4* CD8" T BRI =35 5 IL-10 77 A= il &

KA SRR, T floSA-M REWE B E AT
IL-10 F=AE R RRE , ASBIFSE HE I L T G383 1857 IL-10
IS B G E R B AT L I 9 h AR
B, AR AL T flo8 PR P Bk i H %
EHE flo8A-M Xt 1537 1k 235 W 9 (AR 4V FH AL il
7, it floSA-M AYTE TR, AMUAT Bh T4
JRE B SRS LA T AT I R, LB i
PESE I 96 TR ST B S NV R 3R 7 H A
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1.1 EEFHH5XA

HEPE C57BL/6 /NEL(6~8 J&) W [ VIR AE 26 24 B
W B HE B4 A BR 2N W, Clecdn 3 IR Rt 15 /1 B
(Clecdn™ ") LR EAF T R, A ST A /N R
YIRFRLERIGT K2 SPF & s I, i A s sc gy
P MR [ g i o+ N REEBE s (R B 22
B HER) )7 % (445 . SHDSYY-2023-6263) #1447,
RPMI 1640 B575560 H Ki%E B CAEYHEAR AR A,
G4 1l 7 W H 35 H Gibeo 43 ) ; Prime Script™ RT
Master Mix ) H H A TaKaRa /3 #); 2 x Universal
SYBR Green Fast gPCR Mix I [ 575 2 122 552 )
FH: A BN 75 10% SDS-PAGE il V& il 1t 22 i ik
Trans-Blot Turbo 5xTransfer Buffer M4 H 3% [E Bio-Rad
/3l IL-6, IL-10 ELISA X5 & W) [ 3£ [ Thermo
Fisher 2\ w) ; A7 2 18] AN LR (dextran sulfate sodium,
DSS) W H 15 5 B Ak~ AR A BR 2 7 5 p-Syk . Syk
GAPDH Tubulin $t{& H 3¢ [ CST 23\ ; ECL %56
T iR T ARl BRA
1.2 Fi&%
1.2.1 BAAZEHERBOHRR AR (wid
type, WT) J flo8 SR k2R & Bk B 470 T 5 YPD
B dk 30 THiFRR, PRIETE7E YNB H 30 T
DikiR 3~4 h WETAIR . SR I ARGEE SR IRCH 58 SR,
BRSBNT B O SBRE (1 g 125 ) 7€ 4 mL 2%
(/PR FH) NaOH i HR AT, 100 C/RIAIIHA 1 h,
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WS IS, HTERCHI Y Feling 37 (A . &AL
£70.1 g/mL;B ¥ Bl 0.05 g/mL) i E| Lk
W DONE HH 58 B0, &/ DMATR 3 mol/L HCL ¥
TRV FRUTTED) , B o i 2 VRN 2 R TR B VT (R
AL 8:1) h A R AIE R A 3 IR R
154y, RS UTEY S IAE 5~10 mL Z8187K i
NGBS (R ARXT Btk 7000) 54T 24 h, Wi dE
ARV T BIAS 20 H i85 0%, BCA Rl 2 11 7K PR
T 0.5% , Toxin Sensor I .75 LAL P47 Z K I {5
RN N RER VKT 0. 35 EU/mg,,
1.2.2 MR ARBAWMERHBEREET /DR
SEXor W2 . H R R EVE 2 R BE 4 (H,0
B BN K B4 B A 3% B IR ) SR
(dextran dulfate sodium, DDS) XK (#H B Hik
K BRICTFAR TR AR, P DR AR Y Sk AT 4
HH #&5R B% (wild type Candida albicans mannan, WT-
M) K floSA-M VT 28T /K MR S 56 BLR 7R 18 24
A ) a0/ N BRZEA TR S, 2 50 mg/kg, X R
AHREARR 2 B oK, SEBRIPRE /N ZE SR AE, U R 58
LI bR RGBS BE RIS AR
1.2.3  WT K Clecdn™ /) R B # 5 IR b R4k 20 A
(bone marrow-derived dendritic cells, BMDCs) ] %]
% M 6~8 JHE CSTBL/6 WT K Clecdn™ /)N
BRIl DC, I 2L 40, BMDCs #
T4 GM-CSF(20 ng/mL) ) RPMI 1640 58 415 5%
FBSE 4 d JEANRL6 d SRR NI T T
1.2.4 @@ EFARN BR/NRE M, 2% 5
BCE W A, WT-M 5 flo8A-M i #4
BMDCs 24 h, 415 = FIEW A, ELISA X
R EARIMEE AL 515 17 . BMDCs 4 _F &
IL-6 IL-10 A4 HF7KF
1.2.5 /MBI 76 50 45 % (disease activity index,
DAL RAEPRE I DAL P 240, i i A5
IR A SRR AL 3 M RARLE
BV R AR RS R s ™
FRREIRT 0~4 S35 o (R T il A2 B (DA
SRR RIS IE R U BRI K
P LA LK M It B 320 PR HIR W AL ) P o 1
AP T 4 B PR A Wl SRE K i K Al A
it AR, 2 DAL R =I00E50 2 A, A 0~
12 43, S E R R A S5 1% SR I ™
1.2.6 Western 53 k4 WARZHML, il A RIPA
U (A B ) 7] PMSF) 1R 2 J5 vk | 24 42
- 806 -

WA S, HE1T 10% SDS-PAGE HiJk , 52 5 J5 ¥
FEHE T % % PVDF B, A4 05041 1 h, i
A—#T Syk ( D3Z1E ) XP , Phospho-Zap-70 ( Tyr319)/
Syk(Tyr352) .GAPDH ,Tubulin ( TAEHE 1:1 000) i
A, 16 h J5 PBST Vi 3 3, AN —$T Goat
Anti-Mouse/Rabbit IgG HRP( T/E# )& 1:8 000) %=
7 1 h,PBST Pk 5 i, ECL &R, LU EHik
) B 9E [ Cell Signaling Technology 23 Fl

1.2.7 RNA 4 B & qPCR  fii H{ TRIzol X}
BMDCs #1754 , >k R B -S4 0515 43 25 &5 mRNA
1 B 2 S0 6 RNA F% 554 cDNA 1 g A
e, f#F 2xUniversal SYBR Green Fast qPCR Mix
R & 1T qPCR 325, L GAPDH fE A N 2 K6
FIEIER A F3k . L GAPDH 1k P 246 I 4 56 3k
Rl ik, PCR S b & 40 &, i 48 %, 95 C,
10 min; 281,95 T ,5 5360 T ,34 s; 3714 40 NMEH,
JIVE5E WG, ARG 45 3L G Ce Al B 2744 331
FE AL R AR X R IR FE . Clecdn FE PR A B /)N B
Y8 WAEYE 94 C,3 min, 94 C,1055;65 C,30 s;
72 C,1 min; 3% 35 MEEH, 51 mATAEY T
( i) Bedn A BR A R A R, W3R 1,

=1 s|9FE5

Tab.1 The primer sequences

2R S5 —3")

qPCR 5|¥)
IL-10-F

ATAACTGCACCCACTTCCCAGTC

IL-10-R CCCAAGTAACCCTTAAAGTCCTGC

GAPDH-F GCCTTCCGTGTTCCTACCC

GAPDH-R TGCCTGCTTCACCACCTTC
Clecdn HE R/ NREEES 19

Clec4n-KO-F AGGTGAGAATTCCTGTCTCAGT

Clec4n-KO-R ATATTTCACCCTCAGGCACCT

1.3 %itsas

Jir A S it o S K 3R 22 i 34 38 58 GraphPad
Prism M58, XF T PR 20 25090 (8] 1% L3¢, SRk FH AU
B t %5 (two-tailed Student’s z-test) #4745 1143475
DT 2 2R (A1 ) F A, B Sl ik SR R 7 25 70 A
(one-way ANOVA) K3 J7 22 55 1%, Bt J5 {i FH| Tukey
Z T UK ( Tukey’s multiple comparisons test ) WAt
HMIMSEI2 AR, P<0.05 HESAGIEE X,

2 &5 R

2.1 floSA-M 3T s Rk T b 25 i K B A 4R 3PE )
AR HT W E ST & R, flo8A-M RE % fL & 75
5 BMDCs ;=4 IL-10 TR H -, 6T IL-10 £ %18
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RITFE G5 Flo8 FENBRIE A ASERE H #7 SR T 1L-10 A 505 M5 I 58 BFLEIAF5E

Y PERRAS P K FEAS AT s Bl A 3RSV T, T flo8A-
M W] BEXT 595 P45 I R B A AR VE . AR IS
i % 3% DSS Tk H7Ki%EF: CSTBL/6 /N ERUEE 37 15t
PSS I R R84S 7 d I, B 1 d XL
HIEAT floSA-M, WT-M HE B, Xt B8 41 F K 1 7K
B WEIN B SR AR R B, TR TR (5 0~7
K ) S 55 % HE 21 52 BARABL A9 1A o £ T R e B
i flo8A-M J# H )5 (2 7~15 K) , LI 41/ A
i R T R AN R T R R 22, LA
1A, WIHAIEH , flo8A-M FEMSXT DSS i 5 1/ Bl
VS RARITAER] . [, WT-M 52 55 20 5 %
TRLH/NRUA IO B & 25, WK 1B,

A
110 —=— H,0 rns

— —— floSA-M 53
< 100 Y
290t
§H 80
=70 L
=

ol3%oss |

0123456 7891011121314 150fa/d
flo8A-M I T T
B
110 —— H,0
_ —=— WT-M
S 100
290+t
"r‘j
= 80F
e 70
, S%DSS

0 1 1 1 1 1 1 1 ] N
0123456 7891011121314 15HfE/d
WI-M b b b )

E1 floSA-M % WT-M XI DSS FSH/NR
R RNIEEER
Fig.1 Regulatory effects of flo8A-M and WT-M on
DSS-induced mouse ulcerative colitis

A flo8A-M SEHGZH 5%} B4 /INBRUAR T it 22 K BT s B WT-M 5055
2H 55 % B2 /N BR M T it AR R IET 5 P<0. 01, "P<0. 001
it — VA, floSA-M X571 25 i 4% (R A3
BN AR f B TN RE A K R, AR
R B TR IR flo8A-M WE 15 4 /N B 45 K B
FRAE H 5 RE /N BL(Unsti 4) 1945 1 K % G
FE5S WE 2A 2B, R, flo8A-M HE B 20 /N K
DAI B0 B4 I & R, LR 2C, #2718 flo8A-M fig
WA R btz TR 45 W 9 Im ARIE AR
HARTE flo8A-M X} 15t 925 14 235 i R AR VE A HL
il AHIFT BN B8 i 21 238 3 ELISA 256 5E 47
B T HRSCSAE R 1K . G525 o A T KK
B2, flo8A-M W B JE Rehs i E KR IREs A 2 IL-
6 S5 T I kK, B35S IL-10 JrR 71

7oA UL 3A 3B, IS 4518, floSA-M iE i 175
SL-10 ARG L A B E A

A 3%DSS
Unsti H,0 f108A-M

L4«

N= X
1 %]

11 l

B ns C
7.0 ook " 15 Rk g

g6s & § " .
i =
2 6.0 s
R E s
& 55 R

0
Unsti H,0 flo8A-M
3%DSS

5.0 - .
Unsti H,O floSA-M
3%DSS

2 flo8A-M RBZERE DSS FSH/MR
R LI RS B R IE I L
Fig.2 flo8A-M markedly mitigates colonic inflammation
in DSS-induced mice ulcerative colitis
A NREHE R B NSRBI C /N I SR AL
S 7P<0. 01, "P<0.001, “P<0.000 1,ns: P>0.05

A B
20 000 *

T 15000
10 000

5000

IL-10(pg*

0
Unsti H,O floSA-M
3%DSS

0
Unsti H,O floSA-M
3%DSS

3 floSA-M REiFS/IMR IL-10 M=%
Fig.3 flo8A-M significantly induces the production of
IL-10 in mice

A B: ELISA #:/ NS Z5IAZH4 IL-6 IL-10 7K F-; "P<0. 05, ™*P<0. 001

2.2 flo8A-M i# it Dectin-2-Syk 15 % %hif-F BMDCs
=4 1IL-10

HFE—IE R flo8A-M Xt Ttz ME 45 7 9 AP
YERIBY 53 FHL, 7325 /B BMDCs, ffi FH WT-M Fil
flo8A-M 433 #ili% BMDCs 0,30 .60 min , Western E[137
VA DN NBUIE P 2 BRI ( Syk ) FRIBTE O, S5 R BR,
flo8A-M et i %1755 Syk MImERfL, UL 4A, [F] AT
135S BMDCs 43 IL-10, 3 Fi# IL-10 % mRNA
FRIKF-, ULIE 4B AC, XLELERF | Syk 7E flo8A-
M %% IL-10 AR EZREEH . CAIF2HRE
{118, Dectin-2 1E2h C RIBEE R 2K, RS I H 55 2R
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BETHGE Syk X MA@ "™, LB Dectin-2

JEH floSA-M PR Syk i B SCHEZ K, MR
4&& AFEIZH N Clecdn K& [ il 5 19 /N B 408
BMDCs(Clec4n”” BMDCs) , Z5 3% il 7, Dectin-2 [1) it

A WT-M floS8A-M
fE/min - 0 30 60 30 60 M(x10%

p—Syk|
Syk [ |
GAPDH | i 4 4 4 % |

70

B~ 6000 o Cug 50 o

= 40

g ®

= 4000 ® 20

:2/ stk _% 20

S 2000 SO e

»—Il [

= =

0 0
Ctrl WT-M floSA-M Ctrl WT-M flo8A-M

S5 PHWT T Syk AUBERRIL IL-10 A4 23 I LA K2 TL-10
() mRNA 753k, WL 4D~4F, %5 I ARBFFTIESE flo8A-
M il i3 Dectin-2-Syk {5 5 i #% % & BMDCs = 4
IL-10,

b WT-M floSA-M WT-M floSA-M
ffEl/min._ 0 30 60 30 60 0 30 60 30 60 M(x10°)

p-Syk| M. -

R rss

WT BMDCs Clec4n~- BMDCs

E_

= 8000, WT s

- A=l —

£ 6000 Clec4n

g 4000

= 2000

=

0 0
Ctrl WT-M flo8A-M Ctrl WT-M floSA-M

4  flo8A-M if 3T Dectin-2-Syk % 57~ 4 IL-10
Fig.4 flo8A-M induces IL-10 production through the Dectin-2-Syk signaling pathway
A Western AR WT /N BMDCs B2 1L Syk 7KF; B ELISA Al WT /) BMDCs #Y IL-10 ik /KF;C: qPCR Kl WT /M
BMDCs 14 IL-10 261k ;D Western E[IEAG Clecdn JE[H FlR /)N B BMDCs 4ii iR 1k Syk /K F-;E: ELISA #&:ill flo8A-M 3% BMDCs i)
IL-10 F3k7KF;F: qPCR Kl flo8A-M #ili# BMDCs i IL-10 Y mRNA 2235 ; “P<0.01, **P<0. 001, ***P<0. 000 1

2.3 flo8A-M i iT Dectin-2 13 5 iB % J£ 57 5 M 45 W
Kb R ARRIPAE R

R NHIE Dectin-2 AR P T, BT
JH Clecan KRR/ ( Clecdn™ ™) ¥ 2 1t 37 1 45 1

PAEAL FFELL WT /N X AR 76 DSS i 45 e

B, Dectin-2 R 2 BHIT flo8A-M HE H 512 1) /)N
SRR, WK SA, I Has AL S5 i R IL-
10 72427k F- DAL, & i Dectin-2 82 23 53 floSA-
M Tz PSS R AP E R 58 425 2%, WLIE 5B
5C 5D, %L, ARWF5EIER] flo8A-M i i Dectin-2 15

] floSA-M HEH K EKRE B X IRaE , 45504k TR TS 2 TR AR E I,
A B
1o ity s 0 701 . —
# ﬁ###,u **: i
100 R rww;‘#ﬁ 6.5+
}( 9t § 601
X ol B osst ns
e — WT+H,0 ¥ sol -
B 70 | —— WT+fl0SA-M =
= —#— Clec4n™-+H,0 =454
60 [ —— Clec4n"-+flo8A-M
40}
o IODSOR oL 1L 1 1 1
0123456 7891011121314 Hu/d H,0 f108A-M H,0 flo8A-M
Slo8A-M kA ) WT Clec4n"-
C D e
15000 * 15¢
* ns
% 10000 | s Bl — it
& =
& s
S =
o500 ﬁ = st Fﬁ
= . K
. e [ .

H,0 floSA-M H,O floSA-M
WT Clec4n'-

B 5 floS8A-M iEiT Dectin-2 {5 5 if 8% 7£ it

H,O f108A-M H,O floSA-M
WT Clec4n"-

T R R E R

Fig.5 flo8A-M exerts regulatory effects in ulcerative colitis via the Dectin-2 signaling pathway
A: flo8A-M HE'H WT Clecdn & B w55 I 4 /N B 2H /0N BRI i 1 A8 4k WT+H, O 205 WT+f108A-M 40 LE, "P<0. 05, *"P<0. 001,

WT+H,0 205 Clec4n™ ™ +H, 0 ZHAH L, ™ P<0.01;B; WTClecdn & [H ml /N 4

LK EE 23T, *P<0. 01, *P<0.01;C; WT . Clec4n

FEPIERR /N IL-10 Rk 8007, "P<0.05;D: WT Clec4n £ [H# [/ DAI 2047, “P<0. 05, P<0.01
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£ DSS S0 7 T 25 W /N BB AL ) S8
Bl R F A R T U AR | TS S IS it A
ROERTT  AHIE 58 1 HE 45 F WT-M | flo8A-
M, 455 Bn WT-M X F 3%DSS 75 5 19 15t 97 P25
Wi 5 Jo i & R R, 3 — 2 REIEAG T flo8A-M
/NIRRT  AE L 45 K B DAL 40 R 1
I IIKAE Z IR AR 45 R R floSA-M AbHLZH |
IRFEARY B LT X B, $27R flo8A-M X DSS 7%
SRS I 5 HA W AR, X — & B
SRS R AN 25 R AW A, B floSA-M REfZ
300 3 R P A R A0 7 A R K F 1 TL-10 kR
RAESCRE  EAN, B A IR flo8A-M T T
Jei 9 Sh A8 Ak K X e 2 A 14 52 i th (B A5 — 2
W, B TOAPRERY, &2 MReas i IL-10
1 TGE-B 25 56 5 41 i P4 7 1 26 381 P ot i )
flo8A-M I REHLA W 7E (14T I 88 VE T, 3k — % 75
B I SRS N LASSUE 38— 2P i B A
MURII RS54 5 D)fg, H 2 MR & A 2
FE S 1 5 5 TN b 93 96 I R N Y
PEF

C AUt 45 & 52 /K Dectin-1. Dectin-2 , Dectin-3 /I
mincle 5T U B SR A ANALEE B-HIRAE o H ER
M, AT I st e D L B 1) 51 R TR 7 P i 2 I
W) R P IR TR ( spleen tyrosine kinase, Syk)
Je— il 27 A i R U, 2 T o i 4 e R
ik, HTE G IE Z RTS8 T b AR S F
WA CLR 5 57 26 T Syk MIBERRILINTE, A
IR AT IR 5 K BR, 18 e pEAN M R 1HI A C 7
£E K Z K Dectin-2 AEIEF7 5 MR A o- H 2 R HH, -
HERE L Dectin-2 5 Dectin-3 & 7 — %
A B Syk {5 530 A0, TR 1 B E &
BRI ARBFIE R, flo8A-M RE A RURI
BMDCs i Syk {5 =i i , 730 Syk mIwsiefk . &
i Clecdn RN E /N, #F—HEH] Dectin-2 25
P flo8A-M I Syk #E , Xt Tt i M 45 i &
PR E R, JERTIISE RS R A flo8A-M HE S B
ZF CLRs B , AHERR HADAZ 1K 2 51151 flo8A-M
IS TS R X R JE ST E AT, I
Hh BIFGE K B Syk 1EZ B g rh S H ek IR i o
s U Je AN () MG B AEE R ZE LR | 5 i iR ik
2T RIE, floSA-M Rt Syk 3 [ 4 4% 7E Bt i 95

S LA HE AR X,

L5 L TIR  AEAS IR G A o g ST 2 B ) /N BB
PEZE i e WS | 2R Bk T Al /N R4S 0048 B, UE B
flo8A-M XIF Ut 45 R A WE R ER ., ML
il E Y, flo8A-M j# 3 Dectin-2-Syk 38 B%% 5 IL-10
A DT 48 HO6 15 95 1 465 W % B R AR T, X
— RIALIESE T flo8A-M TE 5t 47 V45 W 4 45 Al vh
ThCRR I G2 IR T T BB, o 15t 9 T 465 W R IR T 42
BT A0 S BRIV LE TR T R, AR i —
HARE flo8A-M TE IR YT T BT AE R TN (B, A
TE L FET B 2B AR T AR AL BRI AR

FIMRER FAGE FAREEAEY R,
EETEAEAA A4, TR F R SR
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