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EBE—Fd , RAZLKHENPEER  WFERABBREANERER
PRAKIPIRE A B A IR FE. Bk 1PIFIFA 58 & A (ovalbumin, OVA) R & BB SR 1T 48
EARYERSE , FRAtE 5 BRI OVA WEBMERRETHBBRENER. R
K% REE R E /N B FI A 5mg & 100mgOVA B & + X & 8 7] LA kit #) i OVA-
REMIGENRBHNELE RRREMN THREERENTRENZELRIE B
B, RACELEIFENRE OVANERSE  RETORNBBRERR
HNHR. ATEE—SHBERZFENRR  RASFATENARBEE
B, BFWNNBEE-12, THE-10 M TCGF-hEEEFH B R ME O RBHRERMN
MR, BNRMANEERTCHORERBHREANREAEEFNREN
ROMEENEHRRRFEEEE. B, RMAEE—FHLEREYHBHFEER
MARBRNWERRE, ELFRA chitosan REFNFHB—RES , BAAEHAE
BFE COS-1 #fg , HRBEIMAA luciferase L T ABEFENEAERKR. FA
HEREHH B chitosan BEESWRE/NE , WA LAE/DNEBER Payer's patch 8 |
luciferase WE A REHEF OVA ) mRNA R, AELERBETREANBRRER
MEEREARRER , BiEE S ERESLERBRNAERR 2P, MES

FHFED  BMNEDREMY TRARE IL-12 M IL-18 NRHESHERIRE



LR ARRERAT R INHBBMERRRE  BANSHMRERETR
IL-12 REREARERMFRERRANESD , MEMA IL-18 faRERTESR
REEFALEAMREEE. RMANTREL , EFABRARSENBES ,
IL-12 WRRELL IL-18 2RiGHF. AL, RFI BT LIEEEITHR , E—FFA
MR EM ERERE THBBFERFHENDHBBEMSENRER L,
B, RFNIHAREREBRBRRE THRERATRTIENTERER
BRIE FTARMAES =FHRFRMASIAZERG THERAZEERNBEUER

ERNAARTBRERMETIPHRERRNRE.
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Abstract

Increasing prevaence of allergic diseases such as atopic dermatitis, alergic rhinitis
and bronchial asthma has been noted in many countries. It is critical to undersatnd
more on the pathogenic mechanisms of alergic diseases and explore the novel
treatments for the diseases. Allergen-specific immunotherapy is the only the treatment
documented to modulate the alergic response, however, systemic side effects still
occurred occasionally. Thisisthe first year of three years' project. We used ora
delivery of allergen for the treatment of animal model of asthma. The data suggested
that OVA-specific IgE and airway inflammation decreased in mice fed 5mg or 100mg
of OVA for 10 days before the sensitisation of OVA antigen. To further elucidate the
effect of allergen gene plasmid on the airway inflammation, we have constructed the
plasmid expressing OVA. Chitosan-plasamid mixture was used to enhance the
expression of allergen protein. We used chitosan-luciferase plasmid mixture to
transfect COS-1 and collected the supernatant to assay the expression of luciferase
activity. A significant amount of luciferase can be detected in the supernatant after the
transfection of COS-1 cells. Further, the luciferase activity can aso be detected in the
Peyer’s patch after oral feeding of chitosan-plasmid mixture. In addition, OVA mRNA
can a so be detected after oral delivery of OVA-plasmid-chitosan mixture. The effect
of allergen gene plasmid on airway inflammation is now under investigation. We have
also applied adenoviral vectors expressing IL-12 or IL-18 genes for the treatment of
alergic inflammatio. The results suggested IL-12 exerted beneficial therapeutic effect
on the airway inflammation, but not IL-18 gene. The results further demonstrated that
intranasal delivery of DNA plasmid expressing antigen genes can induce increased
level of antibody. In the third year, we plan to combine antigen plasmid and cytokine

plasmids for the treatment of airway inflammation.
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1. R NENEBYERNZEY , KB ERKRA OVA BEFH/ NEH AR RFER
PEOFRERER, FERERNETUENEFIE —EAFRERRNBYES
RSB E| OVA-RBEM IgE S , B2 T $BYHHRIAYE 118 hn A 0P IR IE g
FALM B MR FIGERE L8, FRY R/ NENBYERE  RME—FF
AOREER OVA 9% BIEEE /N 5Smg/mouse/day F1 100mg/mouse/day E#E 1
X, BREHMELR W/ NENESR EREVVASLNEANPIBEHIRRE
MR IgE MEBRRE , B, SLR|INBAN/NEERE R TRAREFIIE
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2. BY OVA-plasmid , SMERBRFEEFRAERRHW/NEERX. BMEHESK
#& It — OVA-plasmid #37 , T BIXA COS-1 2T LURIEI OVA ERAMIRE. B
TEZSLEREAMRNKZRGEREHRE , RMAA chitosan K plasmid 10
LUREHEE COS1AIfEE  SRBERERNESYNREREAET R RRL
luciferase ISE M, BB , IR — chitosan-plasmid BES YRR /IR , ¥X%
B/ N BEEBEBENK Peyer'spatch Rz | &R AT LURIR luciferase BY

EiE. HREMERREEA OVA REREMNBHFRERETER , R BT
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3. MRHMEERFENEY : BRiRMELD BB IL-12. IL-10 M TGF-b
MERBE , RRUTUEAZELHBHAET, RMNSHMEERYER
IL-12 F IL-10 AT A BRI HIR E B R R E , BRI THAVERMR, &
S—EmzEF , RMBERER IL-12 7 IL-18 RABRFREN R IRIE , ERE
RIL-12 ZRRARH A LBRMEEFRERMR , ER IL-18 KIGERMRATREE
FEN BEERMEEREMAMIEOOREREANNZHEM AAETEED
s  RMEAABBRERSHHERMED IL-10HE IL-12 HER —EE
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