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[(f5=] B#H #FK PIR-B mAb sh2&e% s & A i CD34 " 48t I 5 AL B o B P 45 4m i (Eos) 37 18 89 % w1,
Fik B e C57TBL/6] R 32 R, BEAK F A KN 44, EF A % A B4, PIR-B
mAbEF A, FA 8 R, BRIEFHEN, At 3 AR AEAKKRPFEEGOVA) EE R 5 X EH, Rt
st BB AR EN IgG2b, PIR-B mAb 7 57 27 A PIR-B mAb, & X, 48 o2+ CD34 " 78 40 f B Eos 4 it it 47 it
> H CD34 " zﬂéwﬂ@aﬁéy\ﬂcr NAe Eos R EH N AR F-HFL(HE) £ & foid 8288 A X (PAS) & &K Eos
FEAT L P 692 42 Z ; RT-PCR # Western bolt # @ Eotaxin, CCR3 mRNA #= & & & 48 3t & ik K F,

R eI ATHAERR AR BB P CD3 Amaks fe CD34 AAmie bW E S FTEFA
(P<<0.05), 3 BIikm e b 2 F A% F &L (P>0.05),PIR-B mAb & 77 4080 S AK T v w5 40 Fo 3
BAARE(H P<<0.05) ;WA I A FMaERR I A, BH P8 Eos il fe Eos B AR5 T EF4
(P<<0.05), MBI L g 2L IL 8 £+ L 43 5 & L (P >>0.05),PIR-B mAb 7 J’éﬂﬂflﬁ’;{fni’"%“”"éﬂﬁuﬁ
BHARL (3 P<<0.05), HE & & PAS £ & KW .5 EF AA0 4, g o3t ALK 2069 Eos £ L A%

Ao % B B 693 08 B B3 A, vk ek 4 fo xS R B AR 20 60 Bb R 4 sk 3R B3 e 5 ok e¥ 4 b 45, PIR-B mADb 4 ﬁéﬂ
Eos #9218 fo b% o5k 290 B 4K, "% v% 28 P 49 Eotaxin,CCR3 mRNA #e E G MAsT 2 A K- FHEFH FTEFA
(HP<<0.05) . SRR LG Eg bR £ F L4 5 & L (P>0.05),PIR-B mAb % 77 209 24K T %% »% 40 =
SRR FARL(H P<0.05); 5 Ew b, Fed A s IR Eos £ B U 27 & (P <<0.05),PIR-B
mAb & IF VA L IEARR E R A A it BAUAR L B F AR (P <<0.05) , s B IR A foZ g 2L £ F R4 H 5 &
SL(P>0.05), Z&51 PIR-B mAb 4% &% 47 4] =% w2 /)s R Eotaxin,CCR3 % ik K F, B4k CD34" 48 0 i 5 4L o
Eos é’]ﬁ:\,,zﬁk?%% R AR 2% Eos #9208 .
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Effects of PIR-B mAb on the differentiation of CD34" progenitor

cells and infiltration of eosinophils in asthmatic mice”
LI Xiaobo , HUANG Mao ,2WANG Binliang ;\WANG Xiaomi
(Department of Respiratory and Critical Care Medicine sFirst People’s Hospital of
Taizhou City, Taizhou ,Zhejiang 318020 ,China)

[Abstract] Objective To investigate the effects of PIR-B mAb on differentiation of airway CD34 " pro-
genitor cells and infiltration of eosinophils (Eos) in asthmatic mice. Methods Thirty-two healthy C57BL/6]
mice were randomly divided into the 4 groups:the normal group,the asthma group.the control antibody group
and the PIR-B mAb treatment group,with 8 mice in each group. In addition to the normal group,the other
three groups were modeled by injection of sensitizing solution and oval bumin (OVA) atomization excitation
method, while the control antibody group was injected with IgG2b, the PIR-B mAb treatment group was injec-
ted with PIR-B mAb,and the cells were counted by flow cytometry. The differentiation of CD34" progenitor
cells was analyzed. HE staining and PAS staining were used to observe the degree of infiltration of Eos in lung

tissue. The expression levels of Eotaxin, CCR3 mRNA and protein were detected by RT-PCR and Western blot.
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Results The proportion of CD34" progenitor cells and the total number of CD34" progenitor cells in bron-
choalveolar lavage fluid, peripheral blood,and bone marrow of the asthma group were significantly higher than
those of the normal group (P <C0. 05) ;there were no statistically significant difference between the control an-
tibody group and the asthma group about the indexes above (P >>0. 05),the PIR-B mAb treatment group was
significantly lower than that of the asthma group and the control antibody group (both P <C0. 05). The pro-
portion of Eos and total Eos in bronchoalveolar lavage fluid, peripheral blood and bone marrow of the asthma
group were significantly higher than those of the normal group (P <C0. 05) ;there were no statistically signifi-
cant difference between the control antibody group and the asthma group about the indexes above (P>0.05),
the PIR-B mAb treatment group was significantly lower than that of the asthma group and the control anti-
body group (both P<C0. 05). The expression levels of Eotaxin, CCR3 mRNA and protein in bronchoalveolar
lavage fluid, peripheral blood, and bone marrow of the asthma group were significantly higher than those of
the normal group (P <C0. 05); there was no statistically significant difference between the control antibody
group and the asthma group about the indexes above (P >>0. 05) ,the PIR-B mAb treatment group was signifi-
cantly lower than that of the asthma group and the control antibody group (both P<C0.05). HE staining and
PAS staining showed:ompared with the normal group,the Eos recruitment in the asthma group and the con-
trol antibody group increased significantly (P <C0. 05) ,and the eosinophil recruitment in the PIR-B mAb treat-
ment group decreased significantly when compared with the asthma group and the control antibody group
(P<C0.05). There was no significant difference in the eosinophil recruitment between the control antibody
group and the asthma group (P >>0.05). Conclusion PIR-BmAD can inhibit the expression levels of Eotaxin

and CCR3 in asthmatic mice,reduce the differentiation of CD34" progenitor cells and the expression of Eos,

and can reduce the infiltration of Eos in the lung tissue of asthmatic mice.
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SR W W TR PR 7 Wi o S — o S B PEE , B O —
b P 9 ST SR AE & — A 2 B LA WE R R 41 IS Ceosin-
ophil,Eos) i 1 & & M A3 e . Eos IR T H 46
CD34 " tH A, /i T 58 35 2 i oK ok U5 L Th 4 g
WAL WK R A AR 7, S 80 B CD34 " 4H 40 i 434
BRI R ) Fos™™ . BUEAY Eos 23 W6 1L /N AR 3%
A0 R 55 9 A T, 3 B SR T LR 2R i A
BRGNS, Eos R M 4R L E ik
il | B B 1 SR O R AN A A M A L 3K
il 1 B 20 B FBE v AR BT L DT 7 A AT v R R L
Wit ] 4 A 4 A AE S B A ] T2 Wity & 3 R AE 196 ~
18% ARG H T2 5 AT 3 /2 N et | g 4 95
PRAFAE 32 SO HE BEURRE (R N SE A R L b
L YEAL LB SR G AR L R 35 B R
PRIXE %0 AL 4, ™ B A R i A 2 S BURIE B A=
JIT LS E R O (43R . R R I AT 4 L HOR RiE
SEAIR L. FCX S E Bk A A2 K B (paired immuno-
globulin-like receptor, PIR-B) J& T 5Bk & (AR Z K %
J% , PIR-B & — Rl e B AR , A Tz A= Y- D6
AW HGE PIR-B M Toll #£3Z1&(TLR) ™31
KRN, PIR-B mADb 4 PIR-B #1451 , #1 ] PIR-B
I3 AT 5E 3 Z R PIR-B mAb X B2 i /] B
B CD34 " #1401 i 531k B Eos 121 B VE R, b T3R8
7 % M 1) L o) 245 ) 4 (AL SRS N S 00 SR
1 #R5AZ®
1.1 ##

32 HERERY C57BL/6] /N B iR N 2 R K 2
SCR B L, 6~8 JEY IR E 19~23 g BB E B E
(OVA) I H 2 [H Sigma A 7 ; PIR-B mAb Iy { ki
FAY TN A 1gG2b W 3 7 F Miltenyi 2 w5 5
FE NG A4 17 W [ 25 BD A R PCR 5191 5 %1 iy
H H A& TaKaRa 2A Al £ 57 M &S5 W H 3£ E Santa
Crue A ) VK LR WA H BN AFE AL T 5 B B UL A
H el T s TRIzol 7 & H 3£ B Abcam
OS5 BB ST YT SO TR T 9 I R
B LA T A R A BRA A B e A 4 B R —
A440 A 2 B Invitrogen A F .

1.2 ERsafaimERES

Y BB R 4 41 B W 4 A X
MR . PIR-B mAb IGITH . R4l 8 H. BRIEH 4
A BT C57BL/6] /INELER 0~ 14 K I 43 il 7 A 3K
O 0. 2 mL PEAT EBUAL B, IE W 4 7 A SRR 4=
HEROK . 5 24~26 KK EERG 4L X BRBTAR 4 PIR-B
mAb V7 41 C57BL/6] /N B AE 25 H 1Y) 45 4 HL 5%
A OVA %W 10 mL #4738 & 2B, 1E % R A
GRB A FEER K . X R BT AR AL A B A A s v
45 F % 1eG2b(ns-1gG2b) 150 pg, i & B 1gG2b 50
pg 5 OVA R4 T7/NRZE M A . PIR-B mAb if
72 Ok R IE I 1 S5 PIR-B mAb 150 pg. i & i
PIR-B mAb 50 pg 5 OVA R4 T /N E A,
WIS 48 h, JEIETEA 1 000 pmol/mL FF 2 4APrEE b
B FRKE 190 06 B B 2 B AR HE AT MR L Ak BE /N
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B FEAT AR A IR AE .
1.3 #Zmiait

AL /N BRE B A AN 0. 2 mL %R, RREEEL—
AR ERACI 1 mL R 8EE 1.5 mL B 08 P, i fT
B AR, B 1250 r/mins4 CA&METF 1250
r/min B0 5 min, I0HE FF R B 20 pL BUEE I, 14
HAKFL A 100 pL, A CD34-PE ¥3t, Fh1 A Iso-
type control 10 pL. BEYE) 4 C4&AEF 2 000 r/min
B0 45 min. F FWE WL PBS VR 2 L INA 1% 2 B H
% 0.5 mL, IR & R S 4 M it % CD34 ™ 4
YA, UUTE W IR A% H G- W B Y A 4T Eos R
it R A H LT Eos L,

SR I 0V R - R D R BT R T )
F L Af A 18G AU B S5 FL A7 M AL 358, 76 22 Wi A 7
TARE MM HEDE . PBS ¥k 3 WL mR 80 Y0 MK L BT
1. mL M LEPBE O, 4 CEMET 125
r/min B0 5 min, B 20 p L S0 Il 6 HE R, R Ay
R 1

BB - A A A R T B T /D BRUA R R B Ak
Bk ARl e 2 R, AT LN AL ZU0 B, 7 LA 25G
BHAE B Sk TR B0 AL 2F B 8 1, R AT HBSS ¥ 3
U AT BB BE A I B R AT B b 3L 4 C AT
1 250 r/min B.0> 5 min, B 20 pL B 56 40 i 2 0
RITER L.

1.4 HAZ-HFL(HE) % &

A AR HE T 10 96 rp ok F Ol A il 1 [
JE 24 hJE WA NG T TR T i 2 em, ZBEBLK . A
WA T B A 3 em V)L 60 °C B AR A
SRIGFH 100% .95 % .80 %6 Al 75 Yo B FE B 7K L T
AKHPE 3 min, YJF HE 444 2 min, B H W KB
BV R IR B R 8 T A B AR 1
1.5 dstiA XK (PASY# &

Bl 20 20 3 pm A 10% Fp o YRS [ 5 M0
Camoy [EE W T 4 CAREE &, ZBEBK, — H 2R3
B A A, 100 Y R SR AL I /E 10 min, Ji K
WYk 5 min, ZZAH KPR 2 WK, Schiff & Ye i o e 4
30 min, A 0.5 % ) B E A% FR 49 Hh R Uk 3 kL 41k
WK PPE 3 KL 1% AR £ BE 41k, B kK vh vk, IR
KW IR S A,

1.6 RT-PCR # #l PIR-B. Eotaxin, CCR3 mRNA
Rk

15 Tl 4 2O SR AL L ¥ E TS A PBS PR 3
W5t LI A EP 45 A 100 pL =& H ke f1 2
mL TRIzol i FE34 5], B AVKAE R H1 10 min, FNA
300 mL S INEET 4 C&MFF 2 000 r/min &0 10
min, & FEW . MA 2 mL 70% 20, T 4 C &4
T 1 500 r/min &> 5 min, il 3¢ TRIzol $2 B &
RNA K B RNA ¥ 5 5% 2 cDNA J5 17 PCR K »
PCR & % &1 :90 “C 5 min;95 C 30 5,72 °C 20 s,
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60 “C 5 min, 3t 45 NMEIF, LEHEKE 3 K, KN PIR-
B.Eotaxin,CCR3 mRNA #f X} & ik 7K ¥, 5] ¥ ¥ 51 1n
1,

1 ZEHE PCR3I¥EF

wH SIBIIG —3) PRI
(bp)

PIRB  iEfil  ACCGTCGCCGTTTCTATGGT 237
I CCCTTCGCCAAGGCGTTTAT

Eotaxin  1E[il  AUUTCGCAAAGUCUACCACGA 306
I GGATTGCAUAAAGUGTCGCACG

CCR3 iEfil AUUGGCUTTTAUCUACCACGAU 144
K GGATTTGCTCGCGUGTCGCACGAU

GAPDH iEfil  CGTATCGGACGCCTGGTT 395

& GCTTCGCCTCTACTTCUG

1.7 Western blot # 3 & & PIR-B.Eotaxin,CCR &
kR

K RIPA 28 g 42 U 20 20 40 it L 4R BUEE 1 40
pg ¥ PIR-B. Eotaxin, CCR 33K 7K -, H Uk % 5 kb
B ARG R SR AT 5% B IR 4R W5 B 2 hokg
R & M (PVDFE) B 5 # B 19 PIR-B. Eotaxin,
CCR3 —P1(1 :+ 1 000 7E 4 CFH I ARG TE 37 C
THMBEN ZH (1 50 000) M 2 h, &5 H 2 h 5
TBST W% 3 . M ECL &Gk #) & & 1 #:17
W, A Image ] #4531 BRI FEEAE .
1.8 X @mailn Eos £ EH R

V4 it 2H 2R TR T 9 A A P 0 8 a0 R R 1 SR 2
AW, PR 406 2 R W B [ 2 30 min, PBS ¥ 3 K.,
T 300 L 3 %6 44 IfiL 375 3 2 11 3 P AR A S M s, i
20 min J5 2% bR B PR B A0 2 6 AR T 1 5 6 R
PG E (FITC) , Perep 45441 CD3(145-2C11) \FITC
4541 CD11b PE 2543t CD11c F¢ 5 PP A x40 ity it
Fge o M bt A CD34™ ik, % iR OLIE T 24 h.
Z—$H1 . PBS ¥k 3 ¥, A Fluor-488 FRiC i) — 4. I &
4 hy BP0 5 p L KB IR g W AT B A L 38 0
9t U UL 5% 40 A 43k 1 O B0 {d B LSRFortessa
X B 4E i Flowlo #4647 43 #t
1.9 %itsam

K SPSS18. 0 %5 4 4b B B ¥ , 3 B %R R A
xts Fon L AL FL R ¢ R, 22 20 18] W LE 3
FH SNK-q 5, DL P<<0.05 HZESAHS %5 X,
2 % e
2.1 P& RN A o X AR MR SRR B R
CD34 " 48 4m joL st 55

W Wi 28 Ah JR I L S A48 I U O VR R L R P Y
CD34 " FH 40l He 451 A1 CD34 " 4 40 i S 80 & s T 1F
WL (P<<0.05) , X IR PTAR A DL I 48 b 5 0% g 41 HL 3
ZER LG FE X (P>>0.05),PIR-B mAb &7 4 LA

=3
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bR AR T R R X R PR AL 22 R A G
B () P<0.05) ., WL 2,
2.2 BADRIA b X AEMAELR,EHEP
Fos b

W Wit 2H A0 JR) I L S0 T 6 v R LB RS T Y Eos
Ho B A1 Eos B0 8. &5 F 1E % 41 (P <<0. 05) . X HR 4T
LI ERAR S 4] L 2 R RG22 B (P>
0.05),PIR-B mAb 47 41 DL I 48 b b 35 1K T 1% g 41
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At RPLR L. 2 F A G E L (3 P<<0.05) . W
%3,
2.3 HE # & PAS £ & n 484 Fos % H L
HE J: ol PAS Qe 25 R B oR, 5 1E % 41 L,
W i 2H X T8 404K 40 10 Eos 18 32048 i 45 4 Bl iy
152 V1 FH S T 02 i ZE RT 6T R BT A 2 1 8 T o0 0 1 B
A 5 R 4H S, PIR-B mADb 1897 4 Eos 1Y
) 00 280 Y 0 0 e I D AR, DL 1

*x2 ZANEAN TEEMBEXB. R CD34 HEMELHIF D EELE (2 +5)
HNE I S IR g
215 CD34 " H141d CD34 " #H4NH CD34 ™ M1 CD34 ™" #H4H CD34 ™" #HL4MHd CD34 ™ #H4NHL
HBI Y0 MB(X10°/1) LB (%6) BE(<10° /1) H B Y0 SB(<10° /L)
EH4 0.52+0. 11 5.97+1. 63 1.4240. 35 0.4740. 31 45.78+14. 49 2.640. 63
N2 1.1840. 21% 11. 2241, 69° 9.38+1.15" 7.8241.76" 85.34+12. 65 5.51=0. 69
Xt BLIAL 1.1640. 22° 10, 98+1. 79™ 8.92+1. 24 7.66+1. 85" 84. 7312, 64 5.21+0. 73"
PIR-B mAb J&¥7 4 1. 2440, 33 7.1342.01° 3.49+1, 21° 2.42+0.79" 59.24+11. 37 3.0540, 71°
F 7.853 10. 239 8.759 6.784 30. 464 7.815
P 0.021 0.011 0.019 0.033 <<0. 001 0.022
“, P<<0.05, 5IEw A A ;. P<<0.05, 5 PIR-B mAb &7 4l L#% .
x3 ZENEAN . ESEMBEXR.FHEF Fos tE AN B (2 +5)
S JE . L [Egiii

41 Eos L4 Eos B3 Eos Hfl Fos HAk Eos L1 Fos M4k

%0 (X10°/L) (¢2)) (X10°/L) 0 (X10°/1)
EH4 0.79=0.17 6.57+1.29 0.16=0.07 0.050. 03 1.6840.16 22.78+2.71
A 3.7940. 62" 31. 4645, 79" 28.85+1. 03" 20. 0345, 37" 5.214+0. 36" 66. 7345, 21"
Xt RRIAL 3.7340.58" 31. 2345, 78" 27.534+1. 22 19,9441, 22® 5.63+0. 31" 64.2743. 94"
PIR-B mAb J&¥7 41 1.79-0. 27 12,2943, 06" 3.2940, 93" 4,0341.37° 2.9140. 34" 40, 374. 06°
F 18. 465 25. 781 26. 476 23. 365 12. 784 36. 468
P 0.016 0. 005 0. 002 0. 007 0.028 <<0. 001

" P<C0.05, SIEW AL E ;. P<<0.05, 5 PIR-B mAb 41l 4.

HEZ &

PASH:f2
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F 4 FHEMNMNRM AL Eotaxin,CCR3 mRNA FIEBHHRIE (2 +5)

4151 Eotaxin mRNA CCR3 mRNA Eotaxin & H CCR3 &EH

i # 4 0.6340.97 0.9870.13 0.4170. 36 0.494-0.03

I i 2H 1.6140. 14" 3.27+1.16™ 1.24+0. 33" 1.040.07™

Xt HE B A4l 1.8240. 13" 3.65+1.18" 1.29+0. 27" 1.1240. 08"

PIR-B mAb j#J7 4l 0.7640.29 1.71+1. 22° 0.6140.18 0.71+0.09°

F 36.762 19. 371 36. 562 16. 785

P 0.003 0.007 0.002 0.012

4, P<0.05. SEHAE;" . P<0. 05,5 PIR-B mAb 41 H 4%,

2.4 e R PAAL P Eotaxin, CCR3 mRNA #e
=R E &

B0 2 H Y Eotaxin, CCR3 mRNA 12 4 ¥ &
T IE R4 () P<<0.05) X BEFUIRL DL 48 bR 5
Mg 41 H 3R 25 57 48 i1 B L (P >>0. 05) , PIR-B mAb
YRIT LA AR bR BH AR 02 g 4 R X BRPTAR A L 22
BEita L P<<0.05), W3k 4 fE 2,

2.5 PIR-B mAb sf & 48/ & Eos 3£ 69 %

PR 40 M AUAS I Eos SR B, 5 1E % 4 1L
B, W 2H RN % IR UK ZH Eos SE4E M B JF 5 (P <<
0.05),PIR-B mAb I8J7 4l Eos 55 4 5 1% i 25 F1 % #g

YU 4H i 2 FEAR (P <<0. 05) , XF A BT 4K 2 A1 2 s 2
Eos F#4E 2 R G E L (P>>0.05), WA 3,
E®A M2 BB IARLE PIR B mAbj; ‘*rﬁ

——.-_—-
CCR3

Eotaxin

& 2 Western blot # il & B /MR 2B 22 1 Eotaxin,
CCR3 mRNA fiE AW ERIE

2.63 48.27

R4

3 3 it
Eos I T E8E i) CD34™ #H 40/, CD34 " #H 21 fifg
P54 I AL K B Eos, i 2 1T 8 2 40 E 1 f1 K,

RIS Eos 18 W Wi 19 & 6 hile % B % B B A1
M. Wi Eos 24 BURNTE AL . 25 50 fift 22 F 4 5 A 2
S P S A O i LS 2 A A K i S R L AR S
UG &R R R R R R A R AN R .
TERERE G, Eotaxin F B F 5T F &4 M Eos
t, AT SR KA AL 1YY . Eotaxin 5 CD34 " HL40
i B A CCR3 #1454 .55 CD34" tH 40 /9 3 £ AT
fb. Eotaxin A5 Th2 ik B 40§l fish & i R AE X
BRI S g, B S R R Y . CCR3 & —
Tl 52 R 2R 11, A 5 A0 i 4 A 0 40 i 3% fE 3k BT B

fIYEH . CCR3 7E Eos ':F'_‘Fj_%ﬁ,Eotaxin it \l L
ERE A CCR3, 58 Eos IF 8 &S 18 4H 21, BEUis v
YL 5 R AGE & R R, SRR '%”ﬁﬁﬁ@ﬁi*ﬂ

K.

TBﬁhﬁsﬂ
& 3 PIR-B mAb X & A/ R Eos H&EHF RN

PIR-B mAbj&7T4H

AR S B W o 0 g A SR I 9 T RV A0 )
I B R A CD34 HH 40 A EL 1) A CD34 " 40 A i %X
HH A 5 1 IR AL 6 BRI 2 DL L 98 A 5 g A e
JCH 2% 5, PIR-B mAb 37 41 UL L F8 b5 B KT 1%
ﬂméﬂ%ﬂﬁﬂﬁﬂwﬁ W Wi 2H 52 SRS Il U VEE R L A R

B8 H Eos ] il Eos MEH & T 1F % 41,
X HRBU R4 LA 138 br 5 12 it 41 BL 4 T B B 2% 5, PIR-
B mAb BT A DL 48 bR 1 3 AR T 2% M 25 00 R T AR
4. ZHAKEER 2" BF58E B CD34 " K120 i i 50
% ,CCR3 Kk 2 I FF, AT #F CD34 " 41 41 i 11
A RTEAE AR E Eos Ay AR . WEN R B Al B K
1 3 RS 23 4y WK = AR B T L 7E Eotaxin A
PIR-B i /£ I F . CD34 " 4 41 §fd 3% 54 43 1k 1 Eos.
KARANT 255 i 95 6 B, 30 D0 2% S <08 il 36 38 o
AN AN E LAY CD34 ™ A1 41 il 3% 2, BrdU 48 A ik K
CD34 " FHLAH M 3 591 o5 S =04 T 6 0 Y N A JR o 1
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T8 YA 86 % L AR AE h CD34 T HH 41 A A 1 i 4
A IEF A B L,

AWFIE R B L B0 4P 1) Eotaxin, CCR3 mRNA
A 5 IE 5 4 LR B I 3 & 6 IR BT R 41 L dE b
Sz tb % T B 22 %, PIR-B mAb (T4 L I
6 bR B A T 0 o 2 R X PR TR 4 s 5 OE A H
B Wi 2 X BB TR 4 Eos S5 E W B THE . AR
PIR-B mAb JA¥7 41 Eos 54 B R AL, X M1 ik 41
Mgzl Eos SR LM W 22 5% . M S 4E T E /b
() Eos X i 41 ZVEAT — R B 30403 588 157 ik 1 51 72 A<
T8 SN SO N Y kA R R, FAR R B L PIR-B
RENZ AL HE Eos 40 i Bl 2 L R4k Fn 3 1k L S8 5 43 i K
B A A T A A A L X W Y R A R
FE/ERD . PIR-B mAb & PIR-B 41 1 7] . fig
#il PIR-B Ay 2 35 A1 40 M A9 20 4657 . A BF 58 % B,
PIR-B mAb AL GE M il % g /)N Bl Eotaxin, CCR3 3
K L o RE VAR 0 i /N B B 41 21 Eos 1Y I3 T8 55 48
AT X /0 BRI i 4 A S e A 0 4 1

Zi b fr i, PIR-B mAb &g 9% 40 #1 2wy /) &
Eotaxin,CCR3 FKik7KF, &Ik CD34 " #H 44 Jfd 531k A
Eos SR8 D522 i /N BUBTHS 41 20 Eos B9 .

2% Uk
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