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Abstract

Objective : The aim of this study was to investigate the effect of Mori Folium herbal acupuncture at
5t36 on ovalbumin-induced asthma in mice.

Methods : C57BL/6 mice were sensitized and challenged with OVA (ovalbumin) for 12 weeks (once a
week) Two experimental groups were treated with different concentrations (1%, 0.1%) of Mori Folium herbal
acupuncture at Chok-samni (St36) for the later 8 weeks (3times/week).

Result : 1. Lung weight of the mice group treated with Mori Folium herbal acupuncture decreased
significantly compared with that of control group.

2. Total Leukocytes in BALF of the mice group treated wtih Mori Folium herbal acupuncture decreased
significantly compared with those of control group.

3. The number of Eosinophils in BALF of the mice group treated wtih Mori Folium herbal acupuncture
decreased significantly compared with that of control group.

4. The number of Gr-1°/CD11b, CCR3", CD4", CD8’, CD3e’/CD69", IgE’/B220" cells in the lungs of
the mice group treated with Mori Folium herbal acupuncture decreased significantly compared with that of
control group.

5. The concentration of IgF, IL-13, IL4 in serum of the mice group treated with Mori Folium herbal
acupuncture decreased significantly compared with that of control group.

6. The concentration of IL-4 in BALF of the mice group treated with Mori Folium herbal acupuncture
decreased significantly compared with that of control group.

Conclusion : We conclude that Mori Folium herbal acupuncture is effective on OVA-induced asthma of
C57BL/6 mouse.

Key words : OVA-induced asthma, Mori Folium, Herbal acupuncture
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2. k&

1) In vitro FACS analysis

FREo] dE AFAM R W Hzze
A YR 5 collagenase® Ndte shaking
incubationg &3 MRS st SEEs)
3 kel rIL-37IL-52 fidte] incubationsd}s
B AR 843" Az #mews st
of 48pFf) B9t HE A F EXFBES KE
A|#H FACS HA43}9ich

2) Asthma mouse model

AE 137 200109 OVA/alum (500ug/ml),
2.325 o] = 1000 OVA/alum (500¢/ml)-2 A 2
o] ks #8 (.p)atAch 457 A o HigE: 5ol
100u2) OVA/alum (500ug/me)S FEHE (.t)
&9t} 5-8% A 7HA] = 2.5mg/me o] OVA/PBS 40
wg, 8-125 A 7+A) = 5mg/mle] OVA/PBS 4040
£ air compressorE F|H3te] 2087 AR
oh. 283, 5EAEE 857 33 R=E K
1%¢2} 0.1%2] F 3 gehil (100.0)& AR

MFP-Herbal Acua puncture
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3) Bronchoalveoler-lavage fluid (BALF) 9Bt

BHAE M B BES 93 £E59 1%
FBS/DMEM medium& Y& FHBS #HAS}
I oz ZRo HEES £, 10% FBSYDMEM

medium 3/ {EIEA A Sr8EsT )

4) Photomicrographs

4rEEE BALFE ¥ sl A Cytospin centri-
fuge )] 1000rpm . 2 543 .05 8BSt Bl A

%l J5, blood smears staining set (Merck

Germany)E I Yt st R A
B4 A7) f5 bright microscope (Nikon. Japan ;
400x)2 #lsgst it

5) Fluoresence activated
Analysis
Aol s B EEE A U B
collagenaseZ fnsle] incubation @3] 4783l
W fHRgol BRI E KEAIA Flow cytome-
ter2 ArfrdTh.

cell sorter (FACS)

6) Enzyme-linked immunosorbent assay (ELISA)
analysis

Wik ELISA KitE A3, AFANA 8k
3t BALF$} serumofj Al & cytokine® S i3}
At Hreytokine A7 T H H 96well plateo)
BALF E£& serum& fiste] KEE A7l f5 49
SRt 1 f5 biotino] B E $icytokine
FAE st KEE A7 5 49 kst o 7)
of straptavidin-HRPZ ji5tod Elisa-reader&
FlFE st Wl staich

7) mRNA SBEF 4
@ Total RNAS] i

& HBRFY AFdA doid Mk
homogenizer& FIMste] 53FEgt #% RNAzol®
(Tel-Test, USA)S FHSI total RNAZ
sgich #hikd RNAEL DEPC (Diethyl Pyro-
carbonate)E BT 20009 KA BHEAA

=11, RNAE #EZst7] 98to] RNA 4pe8
EtBrO] £9]%l+= formaldehyde buffer®} 4io]
70°C oA 1053 denaturation A7) #, forma-
ldehydeE 22 1.5% agarose gelo] loading
dye9t &7 loading st 1 E& FERSHTH
2% RNA+= RT-PCR (Reverse Transcription
-Polymerase Chain Reaction)of B 3s}4 ).
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@ cDNA AR

s FRES ¥HEE total RNA 3ugol 8%
e ge 75CAA 104 < denaturationA|
7)1, o] denaturated total RNA 3ugoll 2.5.49]
10mM dNTPs, 19
hexanucleotides (25pmole/254), RNA inhibitor
24 109 RNasin 20U/gl), 149 100mM
DTT 9 409 5xRT buffer (250mM Tris-Cl,
pH8.3, 375mM KCl, 15mM MgCl)E B43h
#, 109 M-MLV RT 00U/p0)& &gt #
DEPC 29 ZIRKE tstd ik F57} 20
w7t H=F Ak o] 2049 K& BAWE
Z 48 5 EOoHESHY 87T Bl KA
605 9 IEAA first-strand cDNAE 45
3t g, 95ColA 104 &< K&t M-MLV
RTE BEHELAIZIZ A €322 A of
24 arkel 5£TH first-strand cDNA= PCR
(Polymerase Chain Reaction)o) {#/83l4c).

random sequence

® cDNAS¢] PCR B8

PCR& Primus 96 Legal PCR system (with
high pressure lid, MWG in Germany)E FJH
st TSR RHES olnl AmE 1pxee]
first-strand cDNAE F#o 2 A £
o]l A3t B -actin, IL-4, IL-5, IL-6, IL-13,
IL-18 , TNF-a , ¥ INF-y o] i3} sense prim-
er (20pmole/y0)e} antisense primer (20pmole/
S EASH 1 E sk, ohAl 3yt 2.5mM
dNTPs, 3u4 10xPCR buffer (100mM Tris-
HCI, pH 8.3, 500mM KCl, 15mM MgCls) 2
0.184¢ Taq polymerase (5U/ut)E &M oS
Bk 77t 30 H=& WEKMEAE et
predenaturation; 95°C, 543, denaturation; 7
4C, 54, annealing; 55°C, 14}, elongation; 7
2T, 14r& 25cycledt | postelongationg 72T

- gAY -

o] #-ol¥

A 354 S MEfo2 PCRE BfFslAth
% PCR products= 2044 1.2% agarose gel
o)l loadingste] 50V feftol A 305 B KE
& i@shel ATt

Oligonucleotide®] |7]Wjd-& oh-&3 2o

ﬁ_

actin

sense_ oligonu-
cleotide

5 -TGGAATCCTGATCCAT
GAAC-3’

antisense oligo-
nucleotide

5'-TAAAACGCAGCTCAGT
AGTCCG-3

114

sense  oligonu-
cleotide

5-AGCCATATCCACGGAT
GCGAC-3

antisense oligo-
nucleotide

5-GCATGGTGGCTCAGTA
CTACG-3

IL-5

sense  oligonu-
cleotide

5'-GCTCCTTCAGGAATCT
GTTC-3’

antisense oligo-
nucleotide

5'-GGCTCATGTACTTTCA
TGAG-3

IL-6

sense  oligonu-
cleotide

5 -ATGAACTCCTTCTCCA
CAAGCGC-3’

antisense oligo-{5
nucleotide

5-GAAGAGCCCTCAGGCT
GGACTG-3

1L-13

sense oligonu-
cleotide

5-GCCGGGATGGGCATTC
CACGTGTG-3

antisense oligo-
nucleotide

5-GGACGCCAAGGTCAAG
AACAGTTG-3

sense  oligonu-
cleotide

5-CCTCTTCTTGAGCTTG
CAAC-3

antisense oligo-
nucleotide

5'-AGCCCATGAGTTCCAT
TCAC-3’

TNF-
a

sense  oligonu-
cleotide

5-AGCGGCTGACTGTCAG
ATTGTTAG-3'

antisense oligo-
nucleotide

5'-GTCACAGTTTTCAGCT
GTATAGGG-3'

sense  oligonu-
cleotide

5 -AGCGGCTGACTGAACT
CAGATTGTAG-3’

IFN-¥

antisense oligo-
nucleotide

5 -GTCACAGTTTTCAGCT
GTATAGGG-3

8) KratiRI2
#iets student’s t-test2 3T

- 108 -



RERMO| WBMHILRO O BN ol

mz =

1. in vitro FACS analysis

1) Granulocytes/lymphocytes population (%)

B #ile & 2o HAso] controlo] A=
26.8%°]1% 11 MF-HASo|AHE= 11.9%2 #ids}

R ch(Fig.1).
wr R OVA-control
) -/- =) +/+ rIL-5/IL-3
Granulocytes
T % » ®
2 = e
% § ) 10X 414
?E Lymphocytes (43.1) EE .
653 o0 623
. OVA-rIL-10 . OVA- MF-HAS (1 %)
2 +/+ a +/+ rlL-5/rIL-3
10.8% 11.9%
=) % .
R
B B
% 2 2
2 . 494
1623 © 1023
FSC —>
Fig. 1. Effect of MF-HAS on granulocytes/lymphoc-

ytes population (%) in mouse OVA-indued
asthma lung cells.
CH7BL/6 mice were injected with OVA for
6weeks (I.p:3times, 1.t: 9times). The mice
lungs were taken out, chopped and disposed
with collagenase.  Eosinophils were
activated by rIL-8/rIL-5. The lung cells
were treated with MF-HAS (1%) and
incubated for 48hr at 377, and analyzed by
flow cytometer.
WT : Normal C57BL/6 mice.
OVA-Control : OVA-induced asthma lung
cells.
OVA-MF-HAS (1%) : OVA inhalation and
MF-HAS (1%).

- OVA-rIL-10 : Positive control.

2) CD3e/CCR3"

JifElE & CD3e/CCR3" #ilel Hizo)
Controlo| = 92.2060]¢] 21} MF-HASo) A=

80.7%2 Fobzt (Fig.2).

—

CD3e

CD3e —Pp

wT

QVA-control
-/- &

+/+ rIL-5/rIL-3

&
2

=4

1wt 10t 0P 18t 10t

l2.7
%

* 10" 1 10t 0t

2
=
5

OVA-riL-10 OVA- MF-HAS (1 %)
+/+ e +/+ IL-5/rIL-3
3 6.6
':c_, 3

75.5

w1t 1wt 10t

CCR3 >

Fig. 2 Effect of MF-HAS on the percentage of CDS3e/

CCR3' population (%) in mouse OVA-indued
asthma lung.

3) CD69'/CD3e"

fifi ik & CD69'/CD3e’9] Hi#ko] Control
oA 46.8%0]%ovt MF-HASOA&= 29.1%
2 #{$I= 93, CD69'/CD3e’ 9] HAsS Control
M 34.9%0] 0t MF-HASo| A= 42.9%
2 #miict (Fig.3).

CD69 —»

10° 40' 102 10° 10

—>

ao° 10! 10? 107 10¢

CD69

wr . OVA-control
-/~ B +/+ rIL-5/rIL-3
!
10.4 .
£ 684 |
10" 10* b 10t o*
OVA-riL-10 OVA- MF-HAS (1 %)
+/+ g  +/+ JL-5/rIL-3
e 29.1

Fig. 3. Effect of MF-HAS on the percentage of CDE9Y
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4) CD4" 3 cDs’

Bl = CD4'2] HaEo] Controlo] 4t
41.6%0]g1 ot MF-HASOAE 40.2%2 &4
3, CD8'e KA Controlo] 20.1%°]%l 2y
MF-HASO| M+ 26.32 #EJNC Fig4).

cD4  —p

—

CcD4

1100 a0
k- ™

[

~

wr . OVA-control
-/- & +/+ rIL-5/rIL-3

41.6

2 2
g_. ;. g_-_p - 20.1
ot RC R T R T TR [
. OVA- MF-HAS (1%)
=3 +/+ =3 +/+ rIL-S/rIL-3
2| 36.9 z 40.2
B B
E 2 ——
3 -3 ~J€263
o* 10° 10t 0t 10 10t

[

Fig. 4. Effect of MF-HAS on the percentage of CD4"

and CD8" population @9 in  mouse OVA-indued
asthma lung cells.

5) CD23/B220"

Wil & CD237/B220%9] HaEso| Controld]
ME 1.59%0]1 oy MF-HASO| AL 0.87%=
A= At (Fig.5).

CD23 —p

CD23 =P

e 10t

1010
N
Wy
~N
10°_10

102
10?

wr . OVA-control
+/+ rIL-5/rIL-3

1.59

SO F 224
o* * 100 10 s 1ot

. OVA-riL-10 JOVA-MF-HAS (1 %)
=4 +/+ = +/+ rIL-5/rIL-3
2 0.82 ' 0.87
"
b
1
2
R 0.6

1* et 1at w0t 1ot

B220 >

Fig. 5. Effect of MF-HAS on the percentage of

CD23Y/B20" population @9 in  mouse OVA-n-
dued asthma lung cells.

2. in vivo

1) Lung weight

A A HE FHdte qxliﬂ(’if:% frk
@ B WESIATh I #R MPHASOA:
controlo] A Bt} weight7} A3t} (Fig.6).

—_ 0.45 r
§ 0.4 b B Lung weight
g 035§
®o3; * **
= 0.25 ¢
b
‘s 0.2 ;-
f,, 0.15 |
g o1t
= 0.05
0
W Control 1% 0.1%
MF-HAS(Chok-Samni)
Exposure  not OVA OVi OVA

Tg. 6. Effect of MF-HAS on hung weight in mice with
OVA-indued asthmatic mouse lung weight.
C57BL/6 mice were injected, inhaled and
sprayed with OVA for 12 weeks (once a
week). Two experimental groups were
treated with different concentrations of
MF-HAS at Chok-samni (St36) for the later
8 weeks (8times/week). At the end of the total
experimental procedure, the mice lungs
were taken out and weighed.

WT : Normal C57BL/6 mice.
OVA-Control : Ovalbumin inhalation (con-

trol).

OVA-MF-HAS (1%) : OVA inhalation and
MF-HAS (19%).

OVA-MF-HAS (0.1%) : OVA inhalation and
MF-HAS (0.1%).

Values represent the means + SEM of
2-3mice ( * : p<0.01, ** : p<0.001).

2) Cell count
@ Total cells in Lung
A # oA e Lung collagenaseE sl
A incubationg B3 gL MMeE RBC lysis
buffer2 FIAA FRMLKS BET S5 count 3}
Aok 1 #FE MF-HASH M FAZ47} con-
trolof| A Hot wiA-Fct (Fig.7).
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180
B ~160 - @ Total lung celis No.
ER=)
2=
£
- O
T8
82
sE
gz
WT Control 1% 0.1%
ME-HAS(Chok-Samai}
Exposure nat ava VA ova

Fig. 7. The number of total cells in OVA-indued
asthmatic mouse lung tissue.

@ Total leukocyte in BALF
BALF¢] RBCE I&E3 celle countdl oot
a1 #R Hstol  MF-HASo A
leukocyte”} BEESHA WA FTh (Fig.8).

countol o]

= 900

b3 2800

= =

= 5 700 Total leucocytes

e % 600 No. in BAL Fluid

S

2 5500

-]

; '_EJ400

- 2300 -

<

,_: 200 e

) 100 - *

0 === .. B
WwWT Control Yo 0.i%
MI-HAS(Chok-Samni)
Exposure  not OVAa OvA Ova

Fig. 8. The number of Total leucocytes in bronchoal-
veolar lavage fluid (BALF).

® Eosinophils in BALF
BAL Fluide] &% eosinophils®] (2
count sttt 1 #HE MF-HASo| A controlo
H# o) A eosinophils9] #5171 #HAF T (Fig.9).

&3 Eosinophil No. in
160 + BAL Fluid

*k

[ 3]
[=~1
pempeen oy Y

Eosinophils in BALF
(Number of x 400 photo.)
8

&
=]

n
=]
S

WT  Control % 0.1%

MF-HAS(Chok-Samni)
Exposure  not OVA OvA OVA

Fig. 9. The number of eosinophil in bronchealveolar
lavage fluid (BALF).

3) Photomicrographs of eosinophil in BALF
Blood smears staining set& FJEHS
BALFE #uf63}o] #53t &8 controlo] A eo-
sinophilo] £ @02 HEF =qlon], RIEMEH
(MF-HAS)o| A o8& BALFo| 4= eosinophil
o] EEESHA AT (Fig.10).

OVA-control

&5

Fig. 10. Photomicrographs (original magnification, x
400) of BALF cytospins from mice

4) ELISA
@ IL-13 in Serum

EHERE EACIA BT AFERH R
skl ZFiRolA 3k R J5 6500rpm o=
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2045/ 20CollA HL BESH] serum$ 48
k. SEESE serum& WK IL-13 ELISA kit
(R&D Systems. U.S.AE FAsY 4473t
th. 1 #R controlo] H#Es|A MF-HAS A
IL-139] 4ra7t #l= At (Fig.11).

~ 00
(5]
2=
£ B IL—13 level
g 0 in Serum
< 190 |
T !
£ .
2% o B e
o )
WT Control 1% 0.1%
MF-HAS(Chok-Samni)
Exposure not OVA OVA OvA

Fig. 11. The level of I1-13 in C57BL/6 mouse Serum.

® IgE in Serum

EHRE HRANA BT AFZRE Ko
3t oA 3R 7S 5 6500rpm o2
20531 20CoA EH.L DSt serum S 48
gl 4EESE serumS iR IgE ELISA kit
(Shibayagi. Japan)§ FIf3l sl 2
#&R controlo] LA MF-HASo|A IgE2]
a7t = Aok (Fig.12).

E 400 BigE level in
= 350 + Serum
E 300 | .
8 250 - P
£ 200 +
E 150 ¢
% 100
- 50 |
o . , .
WT Control 1% 0.1
MF-HAS(Chok-Samni)
Exposure  not OVA OVA OVA

Fig. 12. The level of IgE in C57B1/6 mouse serum.

d2d -0l #0188

® IL-4 in Serum

ESRE FEHAA MEY AF25E &M
a3t} ZiRolA 38R RES f§ 6500rpm o2
20531 20ToA BL o#ESH serumE 48
Pk 4B serume WK IL-4 ELISA kit
(Biosource. U.S.A)E o]-&35lo] 44rstict 1
#65 controlo] H#s|A MF-HASo|A I1-49]
7t = ok (Fig.13).

E oz B IL-4tevel in
\2 ; Serum
~ "
E i
e
QY
[}
£
]
-
2
b3
-
=
WT Control 1% 0.1%
ME-HAS(Chok-Samni)
Exposure  wof OvA OVA Ova

Fig. 13. The level of IL-4 in C57BL/6 mouse serum.

@ IL-4 in BALF
A9 Lungol A 4#igk BAL FluidE ik
IL-4 ELISA kit (Biosource. U.S.A)E |3}
SHetgch. 1 &R controlof HEsiA MF-
HASo| A IL-49] 437} #if= 2ot (Fig.14).

g8 IL-4 level in
BAL Fluid

o4
n

o©
=
=

ded

IL-4 in BALF (pg/ml)
=] ©
8 ~

o
(=4
=

(=1

wT Control

1% 0.1%
MF-HAS(Chok-samni}
Exposure  not Ova OVA Ova

Fig. 14. The level of 114 in bronchoalveolar lavage
fluid (BALF).
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5) FACS
FACS4rtrell ksl % HMEHE fiEsisich

® Gr-17/CD11b’
Gr-1*/CD11b*#fae} CD1lb+#fifa rEeaEE
o] ul3le] AHCR-HASO|A Hidstgot (Fig.
15).

3 Gr-1/CD11b+cell No. in Lung
£ 500 - CD11b+cell No. in Lung

Exposore  not OVA OVA OVA

Fig. 15. Effect of MF-HAS on Gr-17/CD11b" cell
number in OVA-induced asthmatic mouse
lung.

® CD3/CCRS3’

CCRS cell-2 controld] H3te] ME-HASH| A
WA st H S (Fig.16).

=
£ .
-5 480 O CCRa+cell No.
= in Lung
=
g
pd
24
=
[
1723
o)
Control 1% 0.1%
MF-HAS(Chok-samni)
Exposure  not OV OvaA OovAa

Fig. 16. Effect of MF-HAS on CCR3" cell number
in OVA-induced asthmatic mouse lung.

® CD4" = CD8*
CD4'celli} CD8'cell-& controlo] k3t
MF-HASo A #iAstact (Fig.17).

411 CD4+cell No. in Lung
/ CD8+cell No. in Lung

_,§ .

Absolute No.(x1¢* elis/ml)

50 b
o T e
WT Control 1% 0.1%
MF-TTAS{Chok-Samny)
Exposure  not OVA OVA OYA

Fig. 17. Effect of MF-HAS on CD4" and CD8" cell
number in OVA-induced asthmatic mouse
lung.

@ CD3e'/CD69"

CDS3e'cell T CD69%cell-& controlo] H.a}od
MF-HASo| A #AEe & 4 Ut (Fig.18).

ml)
h

g e

8

g CD3e+/CDE9+cell No.
in Lung

Absolute No((10¢ells

WT Control 1% 0.1%

ME-HAS(Chok-Samni)
Exposure  not OVaA OVA OvVA

Fig. 18. Effect of MF-HAS on CD3e"/CD69" cell
number in OVA-induced asthmatic mouse
lung.

® IgE'/B220"
[gEY/B220" cell i} B220*cell:2- controlol H:3te
MF-HASO| A #A3E & 4 Aot (Fig.19).
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Fig. 19. Effect of MF-HAS on IgE7/B220" cell num-
ber in OVA-induced asthmatic mouse lung.

6) RT-PCR

RT-PCRS st wel &8 WY o
& cytokine 59 mRNABEES BES #ER,
TNF-q, INF-y, IL-5, IL-4 %2 mRNA Zg50]
RELFEBA (MF-HAS)|A controlol 3}
o FRE S| WAstaeh (Fig.20).

Fig. 20. mRNA expression of B-actin, TNF-a, IFN-g
, Orlb, 114, IL-5, IL-6, and IL-13 in the
lung.
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Teell So] Qldl, o] & CD4"Teellz} CD8*
Teelle ZFHMo]A EES RFS iFgect
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CD3e/CCR3" A|Z4:, CD69/CD3e’ A|Z2:,
CD4* A} 24:, CD8'A|Z4=, CD23Y/B220" A2
2431, in vivoA Fol A= lung weight
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=

eosinophils in BALFE =743} ¢ o}, ELISA
analysis& E3lo] @AY IL-13, IgE, IL-49]
TH %, BALFR IL-49] ZH|%-& 24690 &
3t FACS analysisS £3slo] iR Gr-1'/CD
11b"A|Z <>, CD3/CCR3'M|&£4:, CD4"HZES,
CD8' A= 42, CD3e'/CD6I A=<=, IgE'/B220*
Nz+E F36t3, RT-PCRE o] &3t iR &
23 e o8 cytikine5 9 mRNA¥ELS #7
et

In vivo REiolA ol FA), flio] Kt
BALFR FHIZ140k S4kt4= MF-HASY|
A controle] s Rtk HAstaitt (Fig2-l,
2-2, 2-3, 2-4). =31, Blood smears staining set&
FIAste BALFE Qefasto] BMEEC 2 Bt
53 eosinophilo] MF-HASO\ X ZRZEs A i
ot (Fig.2-5). fiid] HEEMNE K& € fEX
of FRES BORSHY, MHORA Mgt o
= S MRk, YT, AEME % R 42

f

% REHE REE 927 MilgSol FiEd @
o wHES M-%-% ’% %W’H‘% RIERGEE

e AR EM %ﬁ%ﬁfﬂ MY K
ER EE 2 EEd iRt e 2o
Bl

ELISAS ol A = MmiFERe IL-18, IgE, 1L-4
o] s, BALFY 9] 1149 43 & ] MF-HAS
o A controlell- H3l #HI=IAH (Fig 2-6, 2-7,
2-8, 2-9). IL-4, 11-13& B#lRE fskslte] IgE
TS RN 7] 3., FEERS] BES Bk,
Th2fiiee) #me S=oh® debs 113,
L4, E EvujgFe] BAE & ul FEEgyHol
I1-4, 11-139] 4AES HHTG 24 BHETY
EHEL e 1gEe] A4S Hdlsts ks
st EEIWER A R Bogtdl
=%

In vitro FACS analysis #5%, [illg &
Granulocytes®] H# 0] Controlof A= 26.8%09]
Qo MF-HASoOlAE 11.9%2 HEidstga
(Fig.1-1), CCR3"/CD3e #i}z2] HA= 2 Controlo]
i 92.2%0]9) 2u MFE-HASOAE 80.7%=
YolHrt (Fig.l-2). CD69"/CD3e"9] HaEke
Controlo = 46.8%0]% 21} MF-HASO| A=
29.1%2 =93, CDE9/CD3e’e] Az
Controlo] A= 34.9%9°] 21} MF-HASo| A=
429%= #m3ct (Fig.l-3). CD4'Y AL
Controlo| = 41.6%0]%1 0.1} MF-HASo| A=
40.2%2 AP T, CD8'9] HALS Controlo)
20.1%9°] 2} o MF-HASO| A= 2632 #ER
t} (Fig.1-4). CD23"/B220 9] H#2 Controlo|
At 1.5%%01 o1k MF-HASO AL 0.87%=
= Aot (Fig.1-5).

A8e 23 FACSHITIAT fhR
Gr-1'/CD11bA Z 4=, CD3/CCR3' A4, CD4/
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=

Q) o
P /\——

in vivo
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CD8A| 24, CD3e'/CD69" N 24, IgE'/B220" 4)
E4:7} controlo] }3te] MF-HASO| A #4389
t} (Fig.2-10, 2-11, 2-12, 2-13, 2-14).
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T
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.
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At (Fig.2-15).
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