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BBEFHE% Invader® FICIYWRETIBEIRETSH B,

Allergic diseases are multifactorial diseases caused by genetic and environmental factors. The allergy susceptibility gene panel test detects gene polymorp&is’fns

associated with a predisposition to allergy using the invader® method.

production (therefore CysLTIR expression) is lower in the
responder group before Th2 cytokine suppressor
administration, making cytokine modifiers more effective.

#

Gene diagnosis kit and tailor-made medicine

So far, genes such as high affinity IgE receptor(FceRI)
B —chain gene, IL-4 receptor (IL-4)a ~chain gene, IL~4 gene,
and IL-13 gene have been suggested as disease candidate
genes for bronchial asthma and other allergic diseases. We
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~
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focused on IFN-y and IL-12, which play pivotal roles in the
suppressive system in allergic reactions and searched for
genes related to the signal transduction.

Based on reports from all over the world including the
above-mentioned results, we tried to genetically re-categorize
allergy. Fig. 4 illustrates reports on genetic abnormalities in
the pathway from allergen invasion to various allergic
symptoms. There are 4 factors for categorization;(1) antigen
recognition site of the HLA class I ~peptide-T cell receptor
as a determinant of antigen specificity in allergic reactions, (2)
B cell response in IgE production, (3) mediator production, and
(4) target organs. There is a great inter-individual variation
in the pathoetiology of allergy. Since rapid and precise assay
is necessary to apply gene polymorphisms to clinical
treatment/diagnosis, in other words, to provide tailor-made
medicine, an allergy gene diagnosis kit using an invader assay
was developed(Fig. 5). In future studies, it is necessary to
elucidate usefullness of these polymorphisms for the Tailor-
made medicine in allergic diseases.
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Table 1 A contents of a questionnaire

(1] % BOTALIERA) %

1) &<RA (FA, ERedI1D €7
OlE 5 EL ERENLZ W
@iBF: 3-5 F U LBIEN 2
®@BE 1-3 U ERBES W
@BFE 1 EUCRIEND D

(2) BR (EA, BRREDID LT,
% 5 FELERBER W
@8% 3-5 FELU EBEES RV
@BF 1-3FELLRESLZ
@BFE 1 EMRICRELD B

(3) Zoit
OFEL (WHETE)

@1H
(2] mkfesis:, EHMEY

OLTw3

AL Ty

@FH

(3] HAEEMIHE (B) K%

@FZLTVS

@FFZLTWwERN

®FH

4] HRE2EZ L2 o 7HH

ORI olld

Ol YAt o)

@F ot

PEPIOWTLHELFEIEONTBLTEOE
BIERETH 5.
BRICEATLELESZ LTV RRAREBRE T
H L (B 63 FE~FRH 24E) »o%B L% ko
RBEOFOBOMBIRETMAZ L BRNELTH
HEEERNRLLTT Y~ MRAEZERLLY. 2
DR HOHSICESCERTH 243 EY LER
#, EEROREBICHLBENI 2L THEL, €
OFERTFIIERERIEE, [REBREIBRETH
BIEDHB LY. FOREREEHIZT, SEILTER
2~4 B VCHIE & A—OREZITV, BRELR
BT LEELICERREERBLAERELICDONVT
HEL, @EhoBRERLERTEY? SRARED
FHROTFNMRFIEETELINEIPIOVTHREL
7.

W& Tk

W7 Lo ¥ — BRI TER 2~4 4 F TREXM

BELTEZLTWAY BESEBLTVRVES

1168 & LT, FRIOESARETT V-t 7

EELUEEECRESEEE:. Tyy—MRaEE ) <
T BOFLEIRA) 2] AT, O8%S5
EPERIED R, @OBFE 3~5 ERULREMES 2V,
@#E 1~3EBMBEEI LV, DK 1 FELPUIFEER
$5.(2) {TH (EOTLIBRA) 2RALTLER
BOOODEEM L (Table ). <¥h @@OF2E
BA) 2 RAETREIEUERENZ VR
OO+@) % TR (EHRFEEER B (ThoRA
OREZ» b 63 8@E LEMMICRE S 58 (1)
(2) »@) #IEEM HER BLEHLL HEEO
BERIZODVWTHHBRONNEREOT [ FF4 2Bl
LARKELRETSE (BR) HEEET by [£
DBEEOERE O R ERHEHEEREAT v 7O
KXo THEVTRTHZ] 2BZ L. BRAE
BANFRECLD, RGBEOME X ) BEFR,
RIEBEERER L, BERN, BERR BE7-5 X
DEEETHN UL EEEEAETLIF-2RE
EEAEICHIL 20, KW & ) IFERIRE, mER
IgE AR L. FABE(BRE) L) IEEhOLf
BB rflE L, Hansel DEBEIIESWTEEEL
72 A4 B YIS ATIRVC, FEVI Z2E%HIE L.
TG BEOT LY v B ERRISZTY,
— DU EOHREVBETHIENEZT PE—RIE F5%
Uiz, 727 LR IR ERE,OH ¥ V¥ O hBH
EFIRIET PE—RIEER L2 REBHEHRET T
tFNaY e HVERETITo 72 DLEOHBEIK
DV L OERRT % MEHME L7

R

TERATTOREDY 5 370 4 (31.7%) % BEva72 798
1 430 &5 5 EE 257z (AN 539%). 7T ro—
FOERRNER Table 21277, Thb XD, 4304
8642 (200%) 2B E 3 U LA HROBEE
B TR EERSE Cu R WERRE (AR
B)ThHol. —F, 1224 (284%) 1 EEELLE,
RYECEDL LT, | EURCREEL BO - EEHE
(FERBFHR) Thol. BESRIIEFETY 208
B GEEMBTIY RIBEABELRO L o 72 (Fig.
1(A)). F7-5A%k LA M IALTHRD LIEERET
B0 R RE, 0RUERESE Do 2 (Fig 1
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_Table 2 The result of a questionnaire

[1] % (BOFEERA) %

1) £<XRE (FH, ERe b0 €7, 117 f114] (272 [265] %)
OB E 5 ELEREN RV 70 [67] (163 [156] %)
@B 3-5 ELULRENEW 19 [19] (44 [44] %)
@BFE 1-3EYU EREN LW 13 [13] (3.0 {30] %)
@BF 1 FUHICREXS S 15 [15] (35 {35] %)

([ : semfesess, ERHVELRL)

(2) IRA (EH, #REDIC) LT, 246 (575%)
OB 5 ED LR L 70 (16.3%)
@B 3-5 FL ERENZ W 24 (5.6%)

@BFE 1-3 EUEREFEW 45 (105%)
@BEE | EUARESED S 107 (24.9%)

(3) Foft 67 (15.6%)
O (HMEBIE) 42 [2] (98 [05] %)
OZN] 25

[2] Huskfeses: THHEEE
COQLTwA 23 (5.3%)
@LTwiw 315 (73.3%)
@7FH 92 (21.4%)
(3] BEEMCE (B) kx

OFZLTVS 191 (44.4%)

@EZLTVEn 185 (43.0%)

@FH 54 (12.6%)

[4] SEFFZLAL o HH

ORVENV R ol lc® 152 (35.3%)

Ot 2Hokd 77 (17.9%)

®F o 142 (33.0%)

(A) ® ORemission group ; =84

(%) 8 Non remission group ; n=99
(Age) N.S 35

%

aq s

40

30

20

RS

Remission group Non remission group

Fig. L.

0-70-"50-30-"20- 50~ 60-70-
9 19 29 39 49 59 69 (4.

(A) The comparison of age of onset in remission group and nonremission

group. (B) The distribution of age of onset in adults asthmatics.

(B)). & SHICRAEERD S/NREA S ERO RN
R, RMARE, BRABRO3IDIHETALE, BA
R LR 655%, FFRMARE455% TH Y WHET
Shot:. FERBCINRBEBIVBRAERELE
h¥ b e 545% EEHUEEEDTWE, 20T e

LIS TIHNEREBORELH T HEMAFS VT

EHBLITH L. BELOLWD T COHMMIIERE
S TAE, SEEMETY 0 FLERETREMESL

Twi (p=0021,Fig.2 (A)). L»b, CAPIIA
THREBEOEIECRIEVALCEZZ L TnE
(Fig.2(B)). BEMECIIEMERTY 1146, FFER
HEY119FEL ZEALThHo7 Fig.3 (A)). BX
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B
(A) (B) [ Remission group
(Year) (%) ® Non remission group
p=0.021
60 1 | e |
50 A
40 8

O
30 | 8
20 .9.
[k [ NN [ ===
o -

Remission group Non remission group 0 Less 1-5 5-10 10-20 More

than years years years than
year 20

years

Fig. 2. (A) The comparison of the period from onset of asthma to the first hospi-
tal visit in remission group and non remission group. (B) The distribution of the
period from onset of asthma to the first hospital visit.

) (B) O Remission group
(%) B Non remission group

(Years) S 45

604 40

504 35

40+ 30

304 25

| ———
8
207 15
e E;j t;‘:i 2
01 5
0
Remission group  Non remission group Less 1/2-1 1-2 2-5 5-10 More
t?/ag year years years years tq%n

year years

Fig. 3. (A) The comparison of the period under the hospital care in remission
group and non remission group. (B) The distribution of a period under the hospital

care.
(A) (8 O Remission group
(%) @ Non remission group
90 - N.S 35 :
80 A 30
70 25 ‘"
60 1 20
50 -
40 1 15
30 10
20{ & T 5
10 0

Remission group Non remission group 10- 20- 30- 40- 50- 60- 70-
19 29 39 49 59 69 (Age)
ge

Fig.4. (A) The comparison of the age of the last hospital visit in remission group
and non remission group. (B) The distribution of age of the last hospital visit.
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Remission group

Non remission group

Fig. 5. The comparison of family history of atopic disease in remission group and
non remission group. [ Positive family history B Negative family history

Non remission group

Fig. 6. The type of bronchial asthma. The comparison between remission group

and non remission group.

b S ATITEMRE, FEEMBEELICEIRL, TR
BOJEEBR L L IEENNOEHH 0BRES S
ot (Figd B). BRTHEMIIEBERF4LL
B, IEEMEA0IBRLERRDT Figd (A), A
b5 A CIRIEERETIE 20 BIAHE {, BRETIX
50 S ol (REIEREEEERV.) (Fig.4
(B)). 20 B TOFREMENSVOIEIIEH P TN
WS R, FREEORBRRETHY, FORITI
EELETNATVAS, FARERCIIERNCERER
Bd 0 ETHEMIT3% &5\ (p<001) 25, FEERE
2RI RO % 2o 72 (Fig. 5). JRELUICE
FTLRETRERARGOBRICEY 7 Y-8, k7
FEe—RICOE LERE, JeEBREA L. WE
EH1r78% BT PE—RITHYEEZERD B

7z (Fig. 6). T 7 FEOEFREFRAEV BT LK
BETIRT7 Y —R302%, BAR301%, &R
37.1% ThHh, UETIZT7 FE—HIETSVERN
HorrEIONDL. VPREREECIIERRIBEN
89.3% & EMICS B o oA EIER 0% Th o7 (p<
001) (Fig.7). I CTOEEEHEXEART LIV F—
Bo T BT HOTHLHWE, PREREERDE
BIEWTWwA, BEXNEEROKE, whd b BHED
FERZOMEEHEO»TRRVY, ERIZEELT
WTREEIR H 5. —F, FFEMBIIEAED526% &
EHUEFETHHON, BEA141% L EEREL
B LTEh o7z (p<001). F—RHBOEEEIIE
$E 435%, PEESE 37.8%. EIE 102% TH H EFEH,
FEEMBEL D IIBESS VWERFRD bz PR





