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Genetic analysis and transcriptome profile

characterizing pathogenesis of host response to
Sendai virus infection in mice

(T RABIIBEEY T4 T4 VAR T 2EBEREORKA %
BT 5 EEFNBITE NS VA2 YT =TT 774 0)

PN LNBEDOEE

T EALTANR (SeV) BT o BWBEICEELFREFRELFIERBBITHEREETHD .
specificpathogen—free DX RFEE L LTHLHRLVEER VOO —D2ThHd, ERAARE
T ARBNTIESeVERIIH LEZHRRLERAERKERFET I LHEOLATREY . &
ZHERFEOMEK L LTDBA/2 (D2) . EHRERKEOAR L L TC57BL/6 (B6) BEHH TV B,
AMETIIZOBMAMICBV TS VREDOREZMHE HBAMORELROIBEMNNLL, B—FET
TEGEENERT»D, EZETHSVEREOHMBBONFT VR 7YV T h—LTuT774Y
UL REE S/ BREE LT REMEN T o,

B—ETIE, D2LBERRE L TELNEZFIKEIERE2RELTEONERELXBEXEF
108MCizSeVE B S, TORZME EAME (KESNEL T 20T») 2RABL LT
quantitative trait locus (QTL) fE#Fr %17 o7, FORKR. BEMTHEERQILE L THE4Y
Bz SeVIB BB ENTE, BiZ, 3 _RTO~A70YFT 54 MEMIZDOW Tepistatic
interactionfBITZ T o =R . A& /tepistatic interactionBNFEET ZQTLE L TEIRE
KDSeV2l BIALRBEDSV3ERET A LN TERL, FZTIBEOR LRERXHEFE Z
o3 -oDQTLsDBEFRHOMBEDLETHET D L D2LB6DSeVRARIZH T 5 B4 /1K
RMEOHBEEINL LB T I &R TE =, _

BT, D2RUB6~ U AIZSeVE BRI &z, MERKOMBAIT, MORBEH
2, ROMMBMIBICRRT LIV A bIA L, TEIA LV, ROENLOZRBFBOGEEEY O
FuTr AN VT ETol, FORBE. D22 TARBNWTIE,. BB YR ICERTwIa7 7
=, FEER, VN RLENRECBHL, REEERATRIVRVWHRPEBIND L LD
iz iz B W Tikinterleukin (IL)-18 ., IL-2, IL-6, f ¥ — 7 = @ > -y _ tumor necrosis
factor-a , granulocyte macrophage colony stimulating factor’2 X OEFEEH O REMN
FRLTWE, TR0 ARV TEYAS PIAVEIE, B5W0EHA vbAa
VAP —ANBERBIEN, THMBD2TY ZADSeVEARICHTAIERZHOERL 2o TW
ArLENTEREN, E—ETRHENEIS>DQILsEBICFET I ELEEFOREDOE
BRI NLDOERZBERBILTVWBEZ ERNTRENS,

— 746 —



PR LEEDEY

EE OB E RKER B &
B E # K KB OE
B & #EE fEAk E R
B & #EE 4 W i

¥R X E K
Genetic analysis and transcriptome profile
characterizing pathogenesis of host response to
| Sendai virus infection in mice

(R 2ZBITFAHEY VLI 4 VABRECHT 2EELEDKRE»
BT 5 BEENBEITE NS VA2 =070 7 74 )V)

AL TA VAR (SeV) 12T o EBICRER UREREEB LS SR TRERTH Y,
specific pathogen—free OXIFRHWEMLR L LTHLHRLEERLODO—D2>TH D, ERFAR
Fw U AR TIL SeV BRI/t URGSEMERAFE & MR MBITFET A Z L BMbNTE
D, BEMHREOMREF L LTDBA/2 (D2), EHERMOMAF L LT CE7BL/6 (B6) 23H5
TN B, BEEE LT OFRMICIN T SeV BRI DR B ORE RS BHI» 5
B TIEEFARRT G, B E T SeV BB DOBRIED N R 7 YT h— A
TaT 7 A ) TR BRI L D TREET 1T o T,

2T, D2 & B6 ARE L TELN FLIZEICD2 ZXRE L TELN-RE LEAR
MEF 108 PTIZ SeV ZRRIE., ZORSZM EFitE2RHFA L LT quantitative trait
locus (QTL) fEAT%1T-7c, T OFRER., BEMTHER QIL & UTE 4 LI SeVl B3
HaXh, Bz, #XTO<A 7 a%5F 5 MNERIZ-OWT epistatic interaction fEAT
BIT-o TR, BHE: epistatic interaction 23FFFET 5 QIL & LTE 3 LemiED Sel2
B IALBERD SeV3 ZRETHI LN TE, £ZTIBEOR LKRERMTE2 D
350 QTLs OELGTFEIOMA GO THEET S &, D2 & B6 D SeV BRI xr§ 5%/
KM OFE & 90%LL BT 5 Z L 23 T& 77,

FE_ETIE, D2 RU'B6 ¥V RIZ SeV RIS W 721%., FiEiROMIESHT. Fiom
HERPW, RURERICRIATEIYA bhA v, TEIA Y, ROBEND DZRIE
DEBEYDOT a7 7 A4V TEITo, TORER. D2 <7 A28 W T, B6 w17 R
WWHARTwr7a7y—, Gk, VB2 N BHL, FEEARTITIL AN
FHRBHEREIND & & BT, MZBW Tt interleukin (IL)-1 8., IL-2, IL-6, A &

—7 =W -y tumor necrosis factor—a . granulocyte macrophage colony stimulating

— 747 —



factor 72 ¥ DEREEMOREN LA LTV, ZhbOFTRIZD2 =7 2T WTHA
KA VAR =5 (BYA "I AVE) BEIEREI SN, T D2 <7 XD SeV &
Pt T AERZHOER & o TWA I EATRBRENT,

Pl b —EOWERERIIEBEZOSFICBWT—EDKEZB X260 LM SN T-,
roT, BEE—FIX, LRELRCEREE, v T3 4 —TJ KOBELH
. ACHRE R R FBERE FI SRR ER 6 RO T L A AR DT 5 53T o
HFEZIZEK RO,

— 748 —



