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Leukocyte Transmigration in JAM-B Disrupted Mice
Takehisa Sakaguchi (Division of Developmental Biology, Research Center for Genomic Medicine, Saitama Medical
School, 1397-1, Yamane, Hidaka, Saitama 350-1241, Japan)

Junctional Adhesion Molecule (JAM)-B is known as one of the members of the immunoglobulin super family
and is involved in formation of tight junction of many types of cells including epithelial and endothelial cells. It
has recently been demonstrated that, in response to inflammation, JAM-B present on the surface of endothelial
cell forms heterophilic interactions with JAM-C on the leukocyte during transmigration from blood vessels into
affected tissues. The formation of JAM-B — JAM-C complex strongly suggests that this heterophilic interaction
plays an important role in the transmigration of the leukocytes. To address this question, I generated mice lacking
JAM-B. Subsequently, I examined leukocyte transmigration in JAM -B-/- mice by Contact Hyper Sensitivity (CHS)
model using oxazolone as sensitizing agent and thioglycollate-induced peritonitis model. From these analyses, I
found that levels of leukocyte transmigration in JAM - B-/- mice were similar to those of wild-type mice. Thus, our

results established that the gene is dispensable for this event.
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ME 725N 2 A MERD RAEEORIFRICER Lz &
T, FIMBKIERAEEBAITIRIE LT <L RIEEALAND
FImERDOIRME, RENCHKTE U7 N o5 5
B> TSN, oL EHMmRBXTMmENK
IR DR N FEBL L T B 5D 70O EAEH
DG LTWSEY. KIENWEL B & Z DR MEN
Feifaz g b U, WO FIC & 7 172 581
9 5. MR 7ZRN 5 JIMERD ISP EET 5 &
TODAT Y TELUTDEL S TH5. i, Mmikthz
N2 AMERIERIEIC K BHICISE L THE Eict
LU F23B L, RIESALEEOIMERE Ficih-> T
fiz[m] (rolling) 9" %*°. T, 7 EHA ITL D HImER
toAr770 772U —D1DTdH % lymphocyte
function-associated antigen (LFA)-1% < EH N,
LFA-1& M NEMAE LICHBE L TW S 85D T
intercellular adhesion molecule ICAM)-1 & OFHEAE
A UT, BBk MmERE FIcsgEICHS A (Triggering
and Tight Adhesion) 3°% 7. ff&ic, & LIzAiMmER
(3 M N BRI O [ 72 38 it8 (Transmigration) U 2 i

WEERRET /) LEAge o 2 =84 - oL - FARERM
(PR 17 4511 A 11 H 52 4+4)

M 179%. DT &<, rollingds X U triggering
and tight adhesion B L T2 < DM EEINT
B, MRABEZA NI BXUOTrEAHA4VHEEG LT
WBZENHENEZS>TWS. TDOK I, Trans
migrationlC BV T, HIMBRAYA R IR Z2 $# L o
H5E21ICL AT S &0 ON—RNEHER & 7o
TW3BA, HILEkE NEAITE & D735 LIV TOMA.
TERNCRI U TR E N TV Z .

CNE TOMZET, HIMERD Transmigration 51>
T, AL/ 70a7) A—=)—T7 31— (IgSF) D
1 DT % Platelet-Endothelial cell adhesion molecule
(PECAM)-1 WEHEZHEZ/RIT T ENHASMICE
NTWV3 Y, PECAM-1iZ [1fn BRI & O if & P4 B2 Al
JIXRMEICHE L TED, invitroDFRICI W T Trans-
migration DFRIC, RET 4 Uw ZICHETHT N
RENTVS. EERIC, HUKIC K S PECAM-1D T 1
F T OEETIE, AIMERORIEMNRAK TI0%E <
AUz, UL LEDS, /w79 < Az 0
Tt 5, PECAM-1ME < T H RIEABALAND 1L
EROIBEMDEHZE SN, AR A LHKRLTE KX
TRERNMENC EHRENTEY. ThabBE, Thb
DFEHRIZPECAM-1 A H IMERKIZ T O @RI i B HE
—DNFTRENTEZRLTWA. 2D, Hifl
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BROIZIEICEE 59 21BN RN XU HMmER Fic
FH L TV PECAM-1UND D FZ2FIET 57280 D
e FE NI e E Nz, ZO4E, CD99, Vascular
Endothelial (VE)-#1 RV 9 Z U CIgSFCH %
Junctional Adhesion Molecule JAM)-A, -B,-Ch7 o —
ZUTENYT, ZFNEFNHAEMER & s R
THEERL, REO@RIC W TEERKEHZES
TEMHELMER ST, CDIEAIMERE X I N
KA EOWFICHL, RET70 Vv I ikiEEEL
TWVWBZERHENICES>TWS. CDEHURTT
OyFr 795k, B/9A FOIREN10%IC X Tk
DI ENHMENTVSY, 51T, CDIITH T
3HikDHFH7% 53, PECAM-1IEOKRET 4V w 7%
HEHERSPATTay 37958, T/ 14D
RN RICHHIENE C ENHEN E A2, F
7z, VE-71 RN VIEN ORI REL, N
MEELETCRET 2 U IV EEEZ LTS, LML
A5, HIMBEKZE ORI BV TIEZ ORI
DIBHTENHBNTVAESY, o &, PR
O AE S ZEL T5 T LT, HIMERMRET S C
EEYR—FLTWVBEEDEEZONS.

—J3C, JAM-AZIME N, LRfilsXlT
MERRHMAT D — 2 bR < 1F & A & DD LI FH
HLUTED, MEEORIEIC X > THREENELT S
LFA-1°PECAM-1 & 135272 0, Z OFBUIIME N E A
fa_EofimcEEMICRSNS. 51, TNF-a 7z
EIFN-y D K5 ZRRIEEREDY A b h A VD E
N3k, JAM-AlZWNEZHIREORIE D S TE FANC B Ed
5. ZLUTHMER, FICE/ YA bFECEELTWS
LFA-1&ENTa 7 0 Vv ZICHEELTE/ YA FDRR
WAMTONBE T EARENTVE®D, L LAEND,
JAM-AZ Z DO IR TOHE TIEZHRET 2 U v
JICEFEBT BT EDHOMICENTVEDTY, T
DJAM-A—LFA-1 DS & MR E R IR RINZ & O
BDH, BBHWVIEHNEMIEE [ mERHE & OF5E LI
THLERLNZONE, BEE TOREITIEDbh>TW»
TV, JAM-A &3 RIRmIC, JAM-BE X UTJAM-CO
FENC LU TEE O R/H L TWws. JAM-BD
FENX, mMENEMEE KT >Rl B 551 % High
Endothelial Venule (HEV) ® ICfRfF &N TH v, il
ROBHEB I T VRO AR—I VIS LTWS
TEMNRMENTWS, JAM-CIX, &N EMEs
KOVEMRAIER |, FRCyEMER T HIc B LT
W3, Z LU THMERDIR ORI, JAM-B & JAM-C
EONTaT o U IEHENEELTWHWBET N
FHEBRIITRENTVB?, E5ITDOFFRICHBNT
JAM-BId eI B B 1M Hﬂkm<%ﬁbfm
C EARERN, CD56'CD3'NKTHIM, CD56'CD3'CD8’
IAFREPETHINE, CDS6'NKHifa L fEEd 52 EMNIAS
MTENTWAB?. chsofiffikm ik, JAM-C

KA

BHRELTWSH, JAM-BIZFEE L TWEWL. £z
in vitro DRICEBNT, JAM-BH T N5 Ol 2 H
WICHBJAM-CZEZ N LU THET AT EARINTVS
Wo>T, TNEDRERNS, RIEFNICIBNTJAM- B
OFREEMNHEINT 52 & T, AfBkZY 7)L— kL
FTWREZHEZ TWEEEZLNTNVS

FRo X 51c, HimERD Transmigration i< 351F % i
R, JEFICZL O TFAMEE L, REMIHENTY
BOVEDZ V. ARICEBE VT, HIBROR @RI
BlF % JAM-BOEEER NS 121, JAM-B /w7
TN ARERIUMRT L7z, 2 LC, %9 Contact
Hyper Sensitivity 1< & 2 RIEFEE T IVEBRZITV, 1R
U 7= Tl 7z figh L 7=, 9 7 5 oxazolon & ffi
L7zBNMDOENDOIEE 2 B RN IS JAM-B /v 7
7R ADMTHE Lz, hOENOY 2
L, HRERIC X 2 =M ORI B X Tk X
BBttt 7. & 51, thioglycollate |l K % JH
RERI K OE /YA Fx & DBz FACS 7% v
T LTz, ARTHE SN RIE, JAM-BEA
FORIERHUC IS U e AfBkiZiIc B 5 L Tna C
LEEELEVETH, TOXVR7EMEL LE T
DBHGUCKE ez 527002 &5 M LTz,

FESSUMH

JAM-B /v o7 0 R{ER

R—="FT 4 VTN Z—WEED =8, I JAM-B
IR FEEZ 1N—F 2 2FHOBEHLR L7/ Loa—
VPP S N )V L T2JAM-B cDNA% Jua—7 ¢ L7z
C57BL/6 5 LNZ T 77—/ LWDNAS A 75 1) —0D
A7) —=v ik ra— kL. TNFhoy
J L7 a— 7 HIBRE% 3 HindIIl & EcoRI Tk 9 %
&, 92kb k56 kb ODNAWIH BESNZDT, Zh
Tl & S HOMFAMEE E Lz, & 5ICJAM-Bi#E
ILFHEOLTFY V3 5LTFY V5%IRES -geo’x
WTCHEIT A5 LIk, RIT 0 TEIRY— A —
ELTHWEY. £, 2T ERELTUE, Y
TJT7U7 hEYrOD-AZHWEY, 25 DODNA
Wr & 5 AH A fE K, IRES fB-geo, 3'AH[FEIfEIK, DT-A
DEF TpBR322\ 7 11— = 47 L j= (Fig. 154).
100 ugD R —75 4 > 7 X7 Z2—72 HlRE 2 Notl T
Hibg s ickbE#EIRICL, TT2 ESHifgic T
L7 braRL—yaVickDEALKE ZLTCO
ES# il 1& Leukemia Inhibitory Factor (LIF) % & &5 &
HE(K) 75 ES AT FH RS 22751 G418 (300 pg/ml) Zdin L
THE Uz, LERICEBEMEE R eAImMtEan =——
EEYIT7vITL, Fhooan=—=247 )V
L—hCBL, Zhsoflahrar 7Ty Ml
BETEELE TnThor7a— LT, ¥9
ZHRIRA oy 7 IS, 5RO Y0z, MEHEA 238
UINATVEAY =23 VBXUPCRTY = /&2 A
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TR T Bz D ) LDNAFHEL & U7z, fH
Z TR, 195 NI HHERL 2 AR ESHilia 72 S 52k
WICIHEAL, BIEERICRY 7 ADFEANRT T LIk D
FAIRT ARG, AT AL C57BL/6 B4
By AL BB AT AZE%, NTa TR
FALERZRET % LIk RERERE. EENZR

T ADBEL RN, EBEE D/ LDNAZ R LY
PUNA TV RA Y=y 3 VBXUPCRICK D IRE
L7z, 10 ug®d %/ IL\DNAZ% EcoRI, Sphl, EcoRV®D
ZTNETNOHIBEERETHEL, 1% 7 Aa—RX7)VE
ST L1, FAavRICiZE L, *PTo
)V UTZJAM-Bi#E 5+ 0O 5 ek, 38, i OFIc Neo
Ta—TNATVEALAXT B LICKD, KD
JAM-BiE{n 7 IS H A A 28 C U 7o a7
JEE D PR B2 X A 5 H15 X % DNAWT 2R L
7z. PCRICK BV /) ZATE, I¥—h—BxTTiHE
9 2 REEIC A 9 % JAM-B%° / L | &£ IRES f-geo
WIZ T I A —%&Ri Lz, TOESNZLLFDEED
Tdhs. JAM-B7 J LD T 5 1< — ; 5-CAGG
TGCCTGAATTGATAGCTGCTGCAGAACCC-3HB X T*
5-CAGCCAGAGCAGAAAGCTTGCTGATCAC-3’,
IRES B-geoND 75 A <— ; 5-GAACTGCAGGAC
GAGGCAGCGCGGC-3'# X U'5-TATGAATTCCGA
AGCCCAACCTTTCATAG-3 TH5b. ThFNDT S
A —_XTIFPCRICHBWVTZNZN550 bp I X T 700
bpDY A AT 5. TNHAFEHEO TS A~ —7%
FIFFICIEA L, 1pgd%” /) LDNA%ZT VT L—h &
L CPCRZTT- T2, KItnF94°C T2 2 K 1%, 94°C

307, 55°C 30%), 72°C 30 &1V 7))L & L, &it30
YA 7IVKIRE BT, BEIC72°C 103 MO ERIGZ
iz,
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AR 2 %1275 % K 9 I 4-ethoxymethylene-2-
oxazolin-5-one(oxazolon) Z 7t ks >/ AV —T7 A A )=
LADVERICTAN LTz, BRI Y AB XU JAM-B-/-<
v ZDOMEE & FIFE L, 100 nldD 2% oxazolon iA#k 7% [IE
HICEBA LTz (day 0). 7z, 7R br:AV—TF A
AR D R LTz Azay ha—)b & L.
day6lc~ w7 ZDEHOMHEIC 10 pl 3720.5% oxazolon
Bz Le. GEHIEaY ra—)L e LTRIRDH
WA LTz, oxazolon 7z BT AR L T b 24 K¢ 7%,
HAOMNZZA T IV v 7 3% X7 — ¥ (Mitsutoyo)
Z Ve Lz
RBELRE

N AZEEFEEE %, BNZYUIRL4% /85
TAIVLTIVT e RTUBEMT CTREE Lz, ZDi%,
30% A7 11— XA /PBSTAIR T 1 B&iz L, OCTa /%
Ty RICa Uz, 20%, 7UA A% b (Leica) I
K0, 20 umDEE THNADOYJF Z/FR Uiz, fsi
Bd 1 kPifke LTCD3, Gr-1, 2 Xk LT, i

<7 A1gG-Alexa594 (Invitrogen) Z {6 L 7=.
Thioglycollate < &k 2 BEREXEE

8-123 i D B M I K U JAM-B-/-< 7 A D fiFJFE
1 mlD4% thioglycollate X 7 ¢ 7 L& EGf L7z, 24
KifE 1%, ~ U AZZZEEE 8 TH SIEPENIC 10 mlD
RPMI1640 X 7 ¢ 7 LZEA LS X v =2 LTH
SAE (EifEk) 8 2 R U7z, 153 5 N7z F ek
& 7% FACS 3=+ 1) 73— (Becton Dickinson) 7 i T
fiffT U7z,

FACS

Thioglycollate I & % R iAE THEPENICIRTE L 72
H Bk D 5& & R 300 pl 72 500 x g T 147 [HiE 0%, 50 ul
@ Staining Medium (SM; 3% FCS, 0.05% NaN.,) i 5
WL, IKET30MA > Fax—FL7k R, FR
L 7zFc blocker %2 50 ulfinz, & 51K ET305 /1 >
FaN—hk U7k K TS R EEICH R L 72 FITC

THERE NIz Gr-13 X U F4 /80 HUATANR (50 pl) DL
TN MNAIK ET307MHEOE L TifiE L7z, &I
SM CHllfa 7z > 7214, 500 pld > — Rk /0.5% 7 +
VLT IVT & RYAWRIC & LFACSS + U 7 N— (Becton
Dickinson) 72 U CTH#ERT L 7z.

RO DIz, < ADEEREK D200 ul
DIMKRZFRAL L 7z, Z D S5 B D50 ulic Fe blocker 7z 1
ulinz, =HiRT109MEHE Uiz, i, SRS N
72CD45.2, CD4, CDS8, Gr-1, Mac-1D fifk =1 plhn 2
Fi T30 MM L THrE L7z, £ D%, 1x FACS
Lysing solution (Becton Dickinson) % 500 plfill 2 1047
MEMEE T 5 T & TrAM LTz, RIi%IC500 x g T5%
[iia 0%, PBS CRllidZz ey L Th 5 500 pld > — A
R ¥ U FACS Tt LU 7z.

fm R

JAM-B./ o770 D X{ER

H I BR O IZ RIS 351 % JAM-Bi# {5+ D ERE
TAXRDZT=2DJAM-B/ v 777 b A7z2{FR L 7z
JAM-BEEFETFY V1-100 650, A—T ) —
T4V T =L 290D T 2 /e a— R332,
Fig. 1AICRS & 5 ICJAM-BEIL T2 WES 3 725D
R—2PT 4 VTN T Z—iF, JAM-BZ VNI EWR R A
coxrrvaryoayiR—3xr e UTHKIET S L
TWEZR2DDA L/ 707y UitEZad— R LT
m%ﬁﬁ‘(&%x#‘/ >3-5%1RES -geo CEH#1T %

Tt LTz, &7z, x 70 7#ERELT, VTT
U/F$//A%7—?%4Vﬁ&7ﬁ—®3%$%
Krnu—=>7 Ul 5, 3OMEEENE KT
FARA T VIR FNIC T — T EEL, 155
NI E T UNA T ) BRA B —2 3 > CHERR
L7z, Fig. 1Blc "3 &K9ic, XU ADY / LLDNA%
EcoRI £ 7z SphI TYIWT L, ZhZHucsfl, 3o
Ta—=TJEHNTNA TV EZA = a BT &,
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Fig. 1. Targeting disruption of JAM-B gene. A, Top, genomic locus of JAM-B gene. Middle, targeting vector designed to insert
an IRES- 3-geo cassette into the JAM-B gene. Bottom, targeted locus. The 5 and 3’ probes were located at the outside of the
homologous regions present in the targeting vector, while the NEO probe was recovered from a portion of neomycin resistant
gene. Restriction enzymes indicated were as follows: RI; EcoRI, Hd; HindIII, Sh; Sphl, Sp; Spel, RV; EcoRV. B, Southern blot
hybridization analyses for genotyping of mice. Genomic DNA isolated from tail tips of mice were subjected to Southern blot
analyses to determine genotype of mice. EcoRI, EcoRV, and Sphl digested DNAs were hybridized to 5, 3’, and Neo probes,
respectively. Expected size of the genomic DNA fragments were as follows. 5" probe: 20 kb for wild-type and 11.6 kb for targeted
locus; 3’ probe: 14 kb for wild-type and 9.3 kb for targeted locus; Neo probe: none for wild-type and 8.6 kb for targeted locus. C,
PCR for genotyping. PCR was performed for genotyping to obviate Southern blot analyses. Two sets of primers, which amplify
the deleted region of JAM-B genomic locus (primers a and b) and a portion of neomycin gene (primer ¢ and d), were added

together in each reaction. Primer sets, a/b and c¢/d give 550 bp and 700 bp DNA fragments in reaction, respectively.

BRI 7 2120 kb 35 K UM 14.6 kb D AW HE &
NZO0IHL, "NTRBIXUTREHZAEKTIZ1L6KkbE
K G933 kbDWi D ENS. £z, 7/ LLDNA%
EcoRVTYIW LA~ A & Vi FO T a—7 7%
FWWTENT T % A< 207 ) LRI E
Ng, NTuBXUREESGIKDH T 8.6 kb D DNAW
FhHENS. NS O SIAE S NizJAM-B
w7 b= AL, BETHRE EEEARS Y A
XA TERD., T, HBAGBEICEALTE
AR 2 LI RETARIANE G- Tz £,
AHERENICEAL T H, T aESEET ORI B
THREHZEED A VT IVOFERID SIAF S NS 5HE T
BwBonkzcehs, BERNT VDo 72 (Table 1).

Table 1. Analysis of JAM-B Heterozygous Intercross Progeny
Wild-type Total

51 (26.4%) 93 (48.2%) 193 (100% )

Heterozygous Homozygous

49 (25.4%)

JAM-B/ v 2 77 <D XIcHI} B IEE G R E AR
DIERE

F9, HMERZEO L)V EMEFS 2, BAER
EJAM-B /v 777 s = AT OIERRL 57 DR AL
WKW C 2R T 5720, TNTENDOYT AH
5ARMIMZ LRI L, SRz U 72 FACSfRfTIC &
DNz, THlRO~—H—& L TCD4, CDS, ZL
TBfiffaD~—H—& LTB2207% e, F -5k Bk
DIX—H—&LTGr-1, E/ YA hDIY—Hh—¢ L
T Mac-1 0§k % iV C I BRI 72 et U b L 7z,
Fig. 2ITR T XS ICHERBRT /v 77T b TR
ICBWT, THIME, BHIfE, HFkER, /Y1 bown
TNDORDZ L L THATEEE R AR RN &N
MRS Nz, £z, FRifuek, AR S CGlcn< ~ 7
1V y MEEOMEHIAREICEE LT X7z (Table 2).
ZORER, EORTOEEZ A TEENZRVT & HE
mTE .
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Fig. 2. Normal distribution of cell population of peripheral
white blood cells in JAM-B-/- mice. After preparation of
mononuclear cells from peripheral bloods of wild-type and
JAM-B-null mutant mice, cell populations were determined
by fluorescence-activated cell sorting (FACS). Representative
FACS profiles were shown which were obtained from CD45.2
positive/propidium iodide negative population of the samples.
Cells analyzed were as follows. Top panels, CD4/CD8 double-
positive and CD4 or CD8 single positive T cells. Middle
panels, Gr-1 positive granulocytes. Bottom panels, Mac-1
positive monocytes.

Table 2. Hematopoietic Indices in Wild-type and JAM-B-/-

Blood contents Wild-type JAM-B-/-
White blood cells (107/ul) 52.3+21 42.0+3.6
Red blood cells (10*/ul) 699+139 683+4
Hemoglobin (g/dl) 9.4+1.7 9.57+0.1
HCT (%) 38.146 38.7+0.9
MCV () 54.7+2.3 56.7+1.7
MCH (pg) 13.3£0.3 1420.3
MCHC (g/d) 24.60.5 24.7+0.3
Platelets (10*/ul) 74.0+14.3 65.2+5.4

Contact Hyper Sensitivity

THIFEDIREIC BT, WEMIEDOJAM-B & THild
DJAM-C & DHEMEHAEEE N TS ™. Lizhi>
T, Contact Hyper Sensitivity (CHS) ® € 7 )L % i FH
5T LICKD?, CONTROMEERHOEEE %
Mt Uiz, TOEBRRTIE, K LICFEESTS IV
JUINY ZRRaNEAG U 7z oxazolon 42 L, V) >/ SHi
ISR D THIfEIC Z OF R ZIRRT 5. Z L TZEICHE
WTHIFEDEE L E NS, TOFRBREHWNT, B
R IZABECIAM-B/ v 777 T ADMTO
TP SE M DE NN, AT S XU JAM-B-/-
XU AICEBWT, HEEIC oxazolon A L TH 56 H
%, FKEICHEU oxazolon 24 Uiz, HEIXTARED H
EBRfLCaryba—)be L, ZOURMZRICED
ENZHE L. LM LAEMNS, Fig 3AITRT X IIC
AR E JAM-B-/- ClEAREEOENESTH D, K
EhhaRIEHE Doz, RIC, oxazolon 2B L
THENOY A ZER L, HE&EY % 32 %% - 7z (Fig.
3B). ZDHEH, MITDOX T ATH U LXN)LOHIfER
RN E NI, EHIHERLUEENMDOUIRZHy
THRERMIC K B 2170, RIEMAO RO H|
&7z g U7z (Fig. 3C). THIfE R B TS ki Bk 72 F
HIBdDx—h—L LT, ZNFNCDS, Gr-1iC
I BPARERH V. ZORRELT, WERABIT
JAM-B-/- T 2T RUCHENTE, RIETBNIC KT
BizEMEOBEGIC K EZ I, > T2, [>T, CHSD
SLZERD B JAM-B D R I% IS 2 8B PRI & iz 1

B R 20T RS Tz
Peritoneal Exudation Cells

WTAEDMEIC K B L, JAM-CHOMUFHHERDIZ IR
HLTWB T EWRENTWVBEP., ZhIck b Lif
HFEROMIRER THEL TWVWAEA YT 7Y T 7 2
) —Td % Mac-1& NEHITEICH % JAM-CHNT 1
T4 Vv ZICHEGL, TORGZN U THFHERDZE
ITBHLVHTED, invitroF X Tin vivo TDJAM-C
DOHRIC KD Ty F 2 TRIGHERICKDHS M &
otz Tz, JAM-ARRE /YA FEmICHEHELT
W5 LFA-1 & DM BAER 75 5 I JAM-AJR LD KR €&
T4V IkEGZNLUTE/ YA FORMEET R—
FLTWBZEERINTVEYP, fitoT, WG,
M IS FEBERAL O W 5 I BUWTJAM-C EFELLL TV
%JAM-BAS, JAM-C &R 27878 & [RAIRRIC R ER D %
WEE /YA FOIRIICES L TWAAEEENE Z 5
N5. €->T, ZOnREMEZMHEdT S Lic L. ¥
ERIB X UJAM-B-/- T RICF AT ) al— b7z
JENTESTd 5 C & TR ZFESE, BRIENICRE
LT BHNRBIUE /YA bR L Z D%z
PUATHE LFACS Tilik7z. LA L7ah 5, Fig. 41
R LI, JAM-B-/- T RIHBEW TR LIZHE
Eﬂfj?*ﬁfcr%trk%ﬁﬁﬂ?, T/ Y1 boORIGE, B
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RITAELHILUTEFERULNIVTH- . #E-> T,
JAM-B D /RIS HIMBR D RIETRALNDIRIFIC 1T K&
B R BEZ N EHRHLMIC RS T,

z

JAM-B-/-= 7 A%, FBAEREB X UZFO4bERE
ICBWT, BHE LB 527002 EWNARFEOMNT T
A Emote. TNE TOHEND S JAM-BHRIE
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60 |:| -Oxazolon
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WEo HMEKIZTICE 5T 5 2 e AEZSNTZD
T, TOAREMERGIT B Lic Lz, ZORMC, B
ARIEJAM-B /v 77 b <7 ADBTARR MO
AR T ICED N E 2 ERR T AT &l LTz, ZOD
FEIR, U 2 SERR M U PRI BR R D I ER DR A7 1,
BAERNG NS /w77 R AMTRIZIEFRUTT
H5T EDHERTE I DEZHIRBICBNTE,
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Fig. 3. Normal response of JAM-B-/- mice to oxazolon-induced inflammation. A, Measurement of ear thickness of mice
subjected to oxazolon-mediated inflammation. Wild-type and JAM-B-/- mice were applied to contact hypersensitivity model
using oxazolon as an inducing reagent of inflammation. Thickness of control (right) and inflammation-induced (left) ears
was measured using a dial gage. B, Histological analyses of inflammation-induced and non-induced ears of mice. Normal
and inflammation-induced ears of wild-type and JAM-B-null mutant mice were used for histological analyses of hematoxylin-
eosin staining. Left two panels represent control ears, while right two panels represent inflammation-induced ears. C,
Immunohistochemical analyses of T cells and granulocytes. Sections of inflammation-induced and non-induced ears of wild-
type and JAM-B-/- mice were subjected to immunohistochemistry using FITC-conjugated antibodies against CD3 and Gr-1 to
monitor the levels of infiltrated T cells and granulocytes, respectively.
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Concentrations of Leukocytes Exuded in Peritoneum Cavity
during Thioglycollate-Induced Inflammation
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Fig. 4. Normal response of JAM-B-/- mice to thioglycollate-
induced peritonitis. A, Comparison of amounts of leukocytes
exuded into peritoneum cavity in response to thioglycollate-
induced inflammation. Numbers of cells were counted
under the microscope. B, Cell populations of transmigrated
leukocytes in peritoneum cavity. Cell populations of exuded
granulocytes and monocytes were compared between wild-
type and JAM-B-null mutant mice by means of FACS. Cells
analyzed were as follows. Top panel, no antibody control.
Middle panels, Gr-1 positive granulocytes. Bottom panels,
F4/80 positive monocytes.
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