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Glt25d 1R FEXT T 2 5 HAE S 1

H B G2 AT 2% /0 B B W 4 i

R A 20 1 B T

B ERK ATHI, vt B BB, B4, RE R, Rk, H ALY, e (1AL RE IR E R U
B AR, dbEE 100015; 2.5 # AR M B iz e EALRE dba 100015; 3465 K& EE

BEFFERBE HRER S A rhly, dbat 10001Ss 4.8 B RS R AL IR BR B A& G St Fu i, b
100015 )

WE: BW MR GI25dI IR TIEHEHA (concanavalin A, Con A) FSHH & G I & H i
A ) B 06t 5 e 20 R v MR AT B o T3 LA B 6 ~ 8 JF AR 2 0 IR AR ME I Gle25d 1IN R,
L 5B AR B AR (wild type, WT) /MR, R (20£2) g, S5 AWTHIEAL, Gle25dl™ g
Y1, WTIEBARGI25dT R, R8N . i BEALimt Py ks ke 54 Con A, FIEN10 mg/kg, X
s TAHE A B R KIS . JEHE12 hfE 450/ . R/ R I3 P N R & B 5 #5 1 (alanine
aminotransferase, ALT) FR[J&XE R AT 0 (aspartate aminotransferase, AST) /K°F, M
SHF AL AU T . SR P U0 A R 00 /0N B4 R I B AR U e [ R e e 4 B B BG4

K E B FKPCR (quantitative reverse transcriptase-mediated PCR, qRT-PCR) &l AT i o £
- E W gH M4k 8 H-1 (monocyte/macrophage chemotaxis protein [, MCP-1) . EFMEZE K
P H H 1o (macrophage inflammatory protein [ a, MIP-[a) . EWEZIAUA 2 A2 (macrophage
inflammatory protein I, MIP-11) K E4HE4iE6G (lymphocyte antigen 6 complex locus G,

Ly6G) ZmRNARIAIN FikE. R WTXBAEAMGE25d] ™ A /NRALT [ (52.00 £ 18.19) U/L
vs (45.00 + 6.85) U/LJMIAST [ (168.17 +21.33) U/L vs (276.17 + 83.37) ULVKFZE R LGt %E X
(HE 3 91250.360. 1.255, P{E4H150.7263. 0.2589) . Con AEHE12 hjF, WTiEEi4H /NEALT
MAST/KF4 34 (3089.67 + 663.92) U/L.  (3099.50 + 519.15) U/L, Glr25d1" 3140 /N ALTAHI
AST/KEA5) (11565.17 + 1381.38) U/L.  (10875.17 £ 1558.68) U/L, R Em T REHAH (PH<
0.05) , Gle25d 1™ MY/ R ALTRIASTAK T4 8 2 a TWTIE M (Al 2 591585.530. 4.733, P{ESY
5)°40.0003, 0.0032) . FFALLHEGLthoR: WX HRALRIGL25d 1™ %t HE 20/ BURF 4L 404 WL 1 S 45495

Con AES12 hj5, 5WT Con A /NRAMILL, Glr25dl™ R /N BRI SEIAR T, LA IX 4
PEANMIR I B 3 . Gle25d 1™ ot B A /N BB UE Fb G 4 i Ll 451 535 v WD R (5.04 + 0.32) %
vs (348 £031) %], ZRESHH¥EN (1=2954, P=0.0131) , AMEIMM[ (026 £0.09) % vs (0.63 =
0.16) %IAIHFAF] (1.58£0.11) % vs (2.83+0.43) %P ER LGt X (HES M H1.456. 1.626,

P4y 51080.1733, 0.1351) . Con AES12 hji, SWTIEBAIAMLL, Glr25dl™ 3R/ 8R4 i
E WA M L) B BRG] (0.12 £ 0.21) % vs (0.43 £ 0.10) %, ¢=2.955, P=0.0144], B
A1t L A R 3 TH T (8.34 £ 0.30) % vs (1.03 £ 0.53) %, ¢=6.992, P =0.0002], HRAEA =040
FLl e 2 B (3.98 +0.39) % vs (3.82+021) %, t=0372, P=0.7173]. SWTIEL /N EAH
Eb, GI25d 1™ %t HE AL/ BRBAE A b Pk 40 g b 49 2 3 T (5.20 £ 0.76) % vs (2.46 £ 0.35) %,

t=3.836, P=00028], SMNEIM[ (0.67+026) %vs (1.96=0.77) %IFIFFI] (3.68+133) %vs (3.76+
1.12) Yl R dnp tb i BB 2 R (Ml 20 51091.078. 0.039, P{E 235717503040, 0.9698) . Con A%
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1205, SWTIEBLLNRAALL, GI25d1 3 REAL/N 841 & b v 4 i b A7) 5 2 PR (1.37 =+
0.22) % vs (1440 +2.72) %, t=4.782, P=0.0088], FFIEr S WEgmio b & 2 Tl (8.08 £1.93) %
vs (1.64+0.71) %, t=3.788, P=0.0043], MM ZERTHIZFE L] (5.81+£0.84) % vs (596 +
0.42) %, t=0.176, P=0.8621]. WTXHRZ/NEMCP-1 . MIP- I a. MIP-II }Ly6G mRNAAHX] %
LRSI RH0.66 £ 031, 1.08 £ 023, 1.04 £ 0.17, 1.05+0.19, GU25d1" X FRA/NR ik FeFR5r51H
0.60 £ 0.13. 1.56 = 0.11. 0.77 £ 0.07. 0.92 + 0.16, ZRFHTG 23R (PH> 0.05) . WL/
FAMCP- I . MIP- I a. MIP-II 2Ly6G mRNAAHX RIA &5 41.29 £ 041, 1.11 £ 0.18, 1.16 £ 0.19,
0.90 £0.20, Glr25d1" ¥R /N R IR FEFFS> 7 092.51 £0.26, 4.72 +0.45, 2.62+0.36. 2.36 = 0.59,
Gl25d] A B E4m TWTIERA, ZEREGEIYHE L (PH<0.05) o 4 Gl2sd I3 K]
INE /N Con AT 1 B B G MERT 45, BEARAT A i B Mg 4 i fn o Mok 20 il L g5, T v B P EE e
WA R R A, GRS TSR T iMCP- T . MIP- T an MIP-11 B Ly6GH /K It 5
KR Gl2s5dl; B HREMERT 4 EMEAI; Pk

Effects of Glt25d1 gene knockdown on macrophages and neutrophils of mice with autoimmune hepatitis
induced by concanavalin A

Gao Meixin', He Linglingz, Ye Xiaohui', Yang Junru?, Li Jia%, Zhang Manka’®, Zhang J ian’, Xiao Fan®, Wei
Hongshan"? (1.Department of Gastroenterology, Peking University Ditan Teaching Hospital, Beijing 100015,
China; 2.Department of Gastroenterology, Beijing Ditan Hospital, Capital Medical University, Beijing
100015, China; 3.Department of Center of Integrated Traditional Chinese and Western Medicine, Peking
University Ditan Teaching Hospital, Beijing 100015, China; 4. Department of Institute of Infectious Diseases,
Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China.)

Abstract: Objective To investigate the role of Glt25d1 in concanavalin A (Con A) induced autoimmune
hepatitis, and its effects on macrophages and neutrophils in this progression. Methods The specific pathogen
free GIt25d1"" mice and wild type (WT) mice born in the same litter were randomly selected, the mice were
all female and 6~8 weeks, the body mass were (20 + 2) g. The mice were divided into WT control group,
GIt25d1™" control group, WT Con A administration group and GIt25d1"™" Con A administration group, 8
mice in each group. Mice in administered group were given Con A via the internal iliac venous plexus with
a dose of 10 mg/kg body mass, while mice in control group were injected with the same dose of saline. Mice
were sacrificed after Con A challenged for 12 h. The levels of alanine aminotransferase (ALT) and aspartate
aminotransferase (AST) were detected and the liver histopathology were observed. Flow cytometry were used
to detect the percentage of macrophages and neutrophils in blood, spleen and liver single-cell suspension of
mice. Quantitative reverse transcriptase-mediated PCR (QRT-PCR) were used to detect the relative expression
of monocyte/macrophage chemotaxis protein I (MCP- [ ). macrophage inflammatory protein [ a (MIP-
I @) macrophage inflammatory protein II (MIP-1I) and lymphocyte antigen 6 complex locus G (Ly6G)
mRNA. Results There were no statistically significant differences of ALT [ (52.00 £ 18.19) U/L vs (45.00 +
6.85) U/L ] and AST [ (52.00 = 18.19) U/L vs (45.00 + 6.85) U/L ] in mice between WT control group and
Glt25d1"" control group (¢ = 0.360, 1.255, P = 0.7263, 0.2589). After Con A administrated for 12 h, the ALT
and AST levels of mice in WT Con A administration group were (3089.67 + 663.92) U/L and (3099.50 +
519.15) U/L, respectively, and in G/t25d1"" Con A administration group were (11565.17 + 1381.38) U/L and
(10875.17 + 1558.68) U/L, respectively, the levels of ALT and AST were significantly higher than those in
control group (all P << 0.05). In addition, the ALT and AST levels of GIt25d1™" Con A administration group
were significantly increased compared with those in WT Con A administration group (¢ = 5.530, 4.733; P =
0.0003, 0.0032). HE staining showed that there was no significant liver injury of mice in both of WT control
group and GIt25d1"" control group. After Con A administrated for 12 h, compared with mice of WT Con
A administration group, liver pathological section of mice in GIt25d1”" Con A administration group had
wider area of necrosis and showed more significant infiltration of inflammatory cells in the portal area. The
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WT control group [(5.04 + 0.32)% vs (3.48 + 0.31)%)], the difference was statistically significant (r = 2.954, P = 0.0131).
There were no statistically significant differences of macrophage percentage in peripheral blood [(0.26 + 0.09)%
vs (0.63 + 0.16)%] and liver [(1.58 £ 0.11)% vs (2.83 % 0.43)%] between Glt25d1"" control group and WT control
group (¢ = 1.456, 1.626; P = 0.1733, 0.1351). After Con A administrated for 12 h, in comparison with WT Con
A administration group, the percentage of macrophage in G/t25d1"" Con A administration group decreased
significantly in peripheral blood [(0.12 + 0.21)% vs (0.43 + 0.10)%; ¢ = 2.955, P = 0.0144] and increased in
liver [(8.34 £ 0.30)% vs (1.03 £ 0.53)%; ¢ = 6.992, P = 0.0002], and there was no significant difference in
spleen [(3.98 £ 0.39)% vs (3.82 + 0.21)%; ¢t = 0.372, P = 0.7173]. Compared with WT control group, the
percentage of neutrophil of spleen in GIt25d1™" control group increased significantly [(5.20  0.76)%
vs (2.46 + 0.35)%; ¢ = 3.836, P = 0.0028], while there were no significant differences in peripheral blood [(0.67 +
0.26)% vs (1.96 + 0.77)%] and liver [(3.68 + 1.33)% vs (3.76 £+ 1.12)%; ¢ = 1.078, 0.039, P = 0.3040, 0.9698].
After Con A administrated for 12 h, in comparison with WT Con A administration group, the percentage
of neutrophil in peripheral blood of Glt25d1"" Con A administration group decreased significantly [(1.37 +
0.22)% vs (14.40 + 2.72)%; ¢t = 4.782, P = 0.0088], and in liver increased significantly [(8.08 = 1.93)% vs
(1.64 + 0.71)%; t = 3.788, P = 0.0043], there was no statistical difference of neutrophil in spleen [(5.81 +
0.84)% vs (5.96 + 0.42)%; t = 0.176, P = 0.8621]. The relative expression of MCP- [ , MIP- [ a, MIP-II and
Ly6G mRNA in WT control group were 0.66 = 0.31, 1.08 = 0.23, 1.04 = 0.17 and 1.05 £ 0.19, respectively,
and in GIt25d1"" control group were 0.60 £ 0.13, 1.56 £ 0.11, 0.77 + 0.07 and 0.92 + 0.16, respectively, the
differences were not statistically significant (all P > 0.05). The relative expression of MCP- 1, MIP- I a,
MIP-1I and Ly6G mRNA in WT control group were 1.29 + 0.41, 1.11 £ 0.18, 1.16 + 0.19 and 0.90 + 0.20,
respectively, and in GIt25d1™" control group were 2.51 £ 0.26, 4.72 + 0.45, 2.62 + 0.36 and 2.36 + 0.59 in
Glt25d1™" Con A administration group, respectively. The above indicators in G£25d1" Con A administration
group were higher than those in WT Con A administration group, the differences were statistically significant
(all P < 0.05). Conclusions G/t25d1 gene-knockdown aggravated Con A-induced autoimmune hepatitis
in mice. Deficiency of Glt25d!1 reduced the proportion of macrophages and neutrophils in peripheral blood,
while increased the proportion of macrophages and neutrophils in liver, and also induced the increasing
transcription levels of MCP- [ , MIP- [ a, MIP-]I, and Ly6G mRNA.

Key words: Glt25d1; Autoimmune hepatitis; Macrophages; Neutrophils

H & % T4 (autoimmune hepatitis, AIH)
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T BB sy, 1R B S R R R AR
T REEENEH . NS KREDFREY, fEAIH
IR ERE M 20 R e R 40 i e 0% A2 25 A
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2 7L R B8 2 W 2 FUBE OURE 1% 2 2 i JE 0 R R
ik HE b, M 5E BT e T AR SR AR AE At
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T Re 5493 /N B 5 e 4 i R0 e s 41 i 7 4 2 40 41
o AT ) 5 R AT IR D

1 BERSREE

1.1 £83h4 Glt25d] SRR (Gle25d1™) /N
B RS A TR, BEDR A TV S B A K
SCHR MY N R IR T AR R SR 2 s B s )
ORER IR RS E, HERE (22+2) C,
BIE (50 £ 15) %, FFEAUALT T 12h B /12 h
R ERIE, N EBHKE. K.

12 %X 5 Con A ¥y KW H 3£ [H Sigma A &,
CD11b-PerCPcy5.5 $iff. Grl-PE i fk. F4/80-APC
Puk M H 3£ & TONBO 2 7. TRIGene & RNA #2#
WA £ [ 26 [ GenStar AR, W kA1 £
H H A TaKaRa A w]. & M4k /)< ¥ (polymerase
chain reaction, PCR) TagMix [ H 3& [E Promega
AF]

1.3 %7k

1.3.1 /N A M I R B g 2 5 10 BE AL Y
6~ 8JEMENEGI25d 1™ /N Je 55 o 1R & AR K BT A
A (wild type, WT) /MR, #iiE (20 £2) g,
S RAWTKHRAL . Gle25d1™ % W4, WTi k4l
Gle25d1™ JERL, RS /IR . A4 JE i Py ik
FrkIE S Con A, F&E ~N10 mg/kg, XL T4
[F) 55 AR B K . G2 WS, BREE/NEL, 1
R BREMEEL, SRS b S0/ N, B8 UM % P
H

1.3.2 FEEAYA 48 hR Rl @ it Olympus AU
27004 H Zh A AT AL, SR P A ) BRI
FNERE LM (alanine aminotransferase,
ALT) I RA WM BAEE B (aspartate
aminotransferase, AST) 7K*F-.

1.3.3 JHAHZHEG # B 2B T4% 2 5%
] g, T R R R B s AL IR B e
BT v KHEG s, ) )R FE 94 pm.

1.3.4 A Hr W B EUHO A0 i A A0 2H 24
1) £ % B A PR R, SR FH L 4 R g AT SR Y )
o BFVE 18] 55 40 fg i 1 40% Percoll 580% Percoll
W FEBA LB A SR AT o e ) A G I B A RO
150 pl/ZE TRAE T, FEMAL ul CD11b-
PerCPcy5.5%i4%, 0.5 pl Gr1-PE#ifk, 1 pl F4/80-
APCHUfE, 4 C#HEYLt15 min, PBSiELEG AL
. EHs Fflowjo 7.63% 445 #T o

1.3.5 FFHZURBRNASEEU & 8107 5%PCR (quantita-
tive reverse transcriptase-mediated PCR, qRT-PCR)
K Trizol i RNA$E BUR G IR BUH 4L ZHRNA,

i . 39

KW )5 T-80 CIRFF. qRT-PCRAK R K S B
AR 7 B Promega) F UL H AT
ABI 750078 SZif 5% 0t 5 EPCRAXK I, 15 FCt
fHo CAHMEE-3- MM E M (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH) , @il
MR S A B stk B2 91 (monocyte/
macrophage chemotaxis protein I, MCP-1) .
EWEAHM & 2 A [ a (macrophage inflammatory
protein T o, MIP-Ta) . ELWE4NHE % P& A2
(macrophage inflammatory protein I, MIP-1I )
JoE e HiE6 (lymphocyte antigen 6 complex
locus G, Ly6G) mRNAHIMX RIEFE. 5I¥FF)
WHEI1,

14 it 432 FTA HE K FHSPSS 19.08 43k 17 4t
itorire ALT. AST. EME4HMLLE]. kg i
EE 51 LK BT A 40 i DR -F mRIN A AR %o 36k B 2 i
BT S IES A, x* s&oR, RHABILFEAL
4. AP < 0.05 8% %A i 52 Lo

2 45

2.1 Con AZAEATEWT s RA=GI25d1™" s ST 8
FFeaLR R 32 WTXHBAL S Gle25d 1 5 IR 41 /N fRALT
FAST/K 22 57 oG ik 5 5 3 ({4351 250.360
1.255, P{E437140.7263. 0.2589) . Con Aififi
12 hjg, &M/ N RALTMAST/K T EE T
KIERA (PH< 0.05) , Glt25d1 A /N R
ALTHIAST/K P35 5. 2 & TWTE R (B 7370 N
5.530. 4.733, P{H4r5]40.0003. 0.0032) , I
#2. MFAHSHEYA R WTXHRAMGL25d1" %}
AN R ZUR W 2445, Con AF5F12h)5,
5WT Con ABEREL/NRARLL, Gle25d1™ SEREA /N R
JHMESRZE AR BT Y58 X 28 1t 40 P 32 i) B Yl 2%
WHETL,

% 1 PCR R MR RS|IHFF

HEZ B3 HEZ V21

GAPDH L3314 5°-TGGCCTTCCGTGTTCCTAC-3’
TF#514: 5°-GAGTTGCTGTTGAAGTCGCA-3’

MCP- 1 E#314: 5°-GTCTGTGCTGACCCCAAGAAG-3’
T3 4: 5°-TGGTTCCGATCCAGGTTTTTA-3’

MIP- T o Ei#%3514): 5-CAACGATGAATTGGCGTGGAA-3’
TFi#514: 5-TGTACCATGACACTCTGCAAC-3’

MIP-II L3314 5°-CCAACCACCAGGCTACAGG-3’
Ti#35|4: 5-GCGTCACACTCAAGCTCTG-3’

196G L3514 5°-GACTTCCTGCAACACAACTACC-3’
TFi#514: 5-ACAGCATTACCAGTGATCTCAGT-3’

¥£: GAPDH JyH il -3- B EHE, MCP- 1 iz B e
Mtk A 1, MIP- [ o AEMIAMERE 1 o, MIP- [THER
MR PEE T 2, Ly6G ok B4R 6



0 - BE -

2.2 Con AZEAZRT /& &-20 s RS B dn. PRREA=RFRE T E
S amAR ] Gl25d 1Nt W2/ BRI T o 2 A L
BB m TWTRHRA (r=2.954, P=0.0131) ,
A0 JE It A A A A L) 2= R S T L
(HE B 1.456. 1.626, PIH % 51790.1733,
0.1351) . Con Ai&#i12 hfg, HWTiEBI4/NEAE
EL, Gle25dl 3R /N 54 M I 4 it b A1) 2 2 B8
ik (¢=2.955, P=0.0144) , FFWErH EREGRIE LG5
ZE (1=6.992, P=0.0002) , JfEH B0
WERTEG T FE L (1=0372, P=07173) . W&
3. E2.

2.3 Con AZAER /& &4 )> I B e, JELAE AT AT o
M smin ] SWTRHBA/NSARL, G254 %R
2P/ R R e 4 B A S 2 T (¢ = 3.836,
P =0.0028) , A& AT AT Ak 4 B LA 22 R

WT Glt25d1*

AL Con A I HE

ConA12h
C D

1 WT /NRFL GI25d1™ /N, Con A I8 BT/ AF4R A HIE
YIFE (HE &, x200)
VE: AR WT XTREZH, BN G254 XHHR4, C Ky WT itk
M, DA GIt25dl™ iR, AL B W4L/NRATASUR WL B85, C.
D /N RAFAESRSETIA R T VL X R A pRR i B2, Hhia
Sk TR GURTEIXK S5k, B €0 i Sk 3 om 28 MR iz v

FT 2 FRL ConA ¥E#EK Con A ¥&#E 12 h [ WT /N FN
Glt25d1™" INGR ALT #01 AST KE (X +5, U/L)

207 ALT AST
K% Con A AR
WTxt Hé 8 52.00 £ 18.19 168.17 +21.33
GIt25d17 5¢ FE 4 45.00 + 6.85 276.17 + 83.37
Hi 0.360 1.255
Pa 0.7263 0.2589
Con Ai#4£12 h
WT A48 3089.67 + 663.92" 3099.50 £ 519.15°

Gl25d1™ #4540 11565.17 + 1381.38° 10875.17 + 1558.68°

Ha 5.530 4.733

P& 0.0003 0.0032
E: 5 WT R RAVNRAALL, WT R4l ALT ' = 4.574, °P =
0.0060, AST bt=5.642. "P=0.0024; 5 Glr25d1™" WA/ RARLL,

GI25d1™ 3 #E4H ALT °r = 8.339., P =0.0004, AST % =6.790, ‘P =
0.0010
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Tt 3 (HE 7N 1.078, 0.039, PE 7
40.3040, 0.9698) . Con Ai&i#12 h)jg, H5WTi&k
WA /N ARG, Gle25d 138 5 248 /N B340 A if o
o7 2 i EL 51 B2 25 A (¢ = 4.782, P = 0.0088) ,
JHF O R 5 0 B L) B 2 T vy (¢ = 3.788, P =
0.0043) , BT A B W o L) 22 R e St 2 X
(t=0.176, P=0.8621) , W.74.

2.4 Con AZARHT & &4y R840~ SAF2A 4R  MCP-
I. MIP I 0. MIP-1I ZLy6G#g46 % K-F WTXHE
HE5GI25d1 % R4 /N R FFIEMCP- 1 . MIP 1 a.
MIP- Il &xLy6G mRNAMIX Fik & % 7 LG it
B (P¥> 0.05) . Con Ai&f#12 hj5, 5WT
RS /NBRAH LG, Gle25d1 &R /N R MCP- 1
MIP [ o, MIP-1[ 2 Ly6G mRNAH X} ik 45 &5 3%
FE (PH<0.05) , WES.

%3 K2 ConA BN ConA &8 12h [§ WT /NRFA
Glt25dI™ IR ANE I FRAEFN AT A h E BELRRBANEL (51 (X 5, %)

Ea: ¥l 1) PR AT RE
k% Con At AL
WTf 848 0.63+0.16 3.48+0.31 2.83+0.43
GI25dI" 34 /B8 0.26+0.09 5.04+0.32 1.58+0.11
Hh 1.456 2.954 1.626
P& 0.1733 0.0131 0.1351
ConAi#4#£12h
WTig A48 0.43+0.10 3.82+0.21 1.03+0.53
GI25dI" #4848 0.12+0.21 3.98+0.39 8.34+0.30
Hh 2.955 0.372 6.992
Pla 0.0144 0.7173 0.0002

F4 KREZE ConAEIER Con A E4E 120 /F WT /NEF
Gle25d1™" NGB ANE ML B B A0 BT B o o 14 i 4 B A4 B 451

(x £s5, %)
Ea: %l S JE) A )i %A AT RE

K% Con AvEAE

WTst 8 280 1.96 +0.77 2.46+0.35 376 £1.12

Gl25d1" 3 PR 4a 0.67 +0.26 5.20+0.76 3.68+1.33

Hi 1.078 3.836 0.039

Pih 0.3040 0.0028 0.9698
Con Ai&4£12 h

WT#ARLL 14.40 +£2.72 5.96 +0.42 1.64+0.71

Glt25d1" % A4%4m 1374022 5.81+0.84 8.08 + 1.93

Hi 4782 0.176 3.788

Pih 0.0088 0.8621 0.0043




& 2 54 Con A EHEF0 Con A EHESS 12 h WT /NERFD Gle25d1™ NERAMNEIM, BRAE. FFAE BN 4RAa R R 4RRaAR 54

5 K% Con A JEHRH Con A MEHEE 12 h WT INRFA Gle25d1™ NRATAE4AAEEF mRNA 3 HRIZE (x +£5)

205 MCP- 1 MIP- T o MIP- 11 Ly6G

K% Con A& AZ

Wt B 20 0.66+0.31 1.08 £0.23 1.04+0.17 1.05+0.19
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