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TIE, INBHIZOVWTHRRS.

1) 2BENO (Nasal fraction of exhaled Nitric oxide)
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(Nasal fractional exhaled NO)—(Oral fractional exhaled NO)
=(Nasal NO : NO product in nasal airway)

Fig. 1a. Measurement of Nasal NO.
Nasal fractional exhaled NO was adjusted by subtracting oral fractional

exhaled NO to calculate nasal NO.
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Fig. 1b. Correlation between the nasal NO
and nasal symptom.

The nasal NO from the patients with Japa-
nese Cedar Pollinosis was significantly correlat-
ed with their total nasal symptom scores during
pollen dispersion.

PHHICTEPENO LE# L7 (Fig. 1a). ST
NO #/RCMiHICTE 2 L), BWRIIHAOF
)= TEIIA T TAF—DTLE R TR
2% (GE : analytical instruments Sievers 280i) {ZHX
AR 72, 3% L RIFENO (ST b i HLZH
ETEDE)IIRY, BFER2~35THETEY.
A FAEHHEBF O NO 1E, fEhREcs
WTRFEZEIVSEZICER L. $-AFER

FEEEE, A IEREIC I AREI A B B
PENO mifiz /R L7z, £ LT, RBANIIBIT 25
FENOIZL Lo - 83t - BPHOAFHC X % 548
BHERAIT7T L ABERIEOMBEEZ RO (r=
044, p<0.05) (Fig. 1b). & 512, A FIERHEBH I
BWORBINCHE LT D v & A RITEENO
MHEALZDS, Ay I vEZNRSES L5
ENO IXEMEIC L & F o Tn/z. SRR S,
B NO I3NA F~—h —OWHIEE #7254
NBRHIREZLEEZ TS,
2) Imj& C3a (Complement3a), C5a

— & 5 T % % (Single Nucleotide Polymor-
phism : SNP)f#HT O Tk FvC, A FAEHHESE
FEZA B3 2 BIR T DT 21T 5 72, BIZT- O
WAL VI EE T 28512 RS IA
Wb, Fi2, NEBLZWITERNTOREN LS.
L2rL, FRCT A SS9 E 72 D BB 2 AT
BATo 7z, fERHERE/MEEHE (3 N/45N) @
DNA #efhk % F v 7258 1 RIEHT < 1d 100000 7 Ap
@ SNPs 7* 5 384SNPs 1245 - 72, &5 2 IRIGHT Tl
AN & B R L TR 217\ (234/150), BER
26SNPs (285 72 5 3KIANT TIXE HICAE %
% LT Z ? 26SNPs % fi##it L 72 (370/235). 20
KRN D, AFEMEREICET 28m T2 LT
Decay Accelerating Factor (DAF) \ZiEH L7z .
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Fig. 2a. DAF regulates complement system.

The physiological role of DAF (Decay Accelerating Factor) is to inhibit
the complement cascade by binding to the C3 and C5 convertases. Activa-
tion of the complement system produces proteins called anaphylatoxins,
which have a variety of effects on cells: they cause smooth muscle contrac-

tion, enhance vascular permeability and degranulation from mast cells.

DAF \3HiR DG AL Z I3 2B X 235 5. Hif
f£® Complement 3a (C3a) % C5ald7F+ 74 5
P VELTTUAF—RIEICHEG T2 L8
MHENTWS, WFITHERE, ~ X Mok
2, $72Chald~r a7y —y, ek fEdE
HRoWEEIZHES L, Zho oMl 2 HELLT 5

W&, afaryxzy, eAF¥IV, HA
ALY, FEIAL CORBEERTS. T,
Z @ C3a, Cha lZ & b, P, 1A%
TLHEDSIHE S N E BB IC B 5 ¥ (Fig. 2
a). EMW L7 DAF #aT 253 % rsl10746463
DRED SNP DY A7 7 LIVEETIE, # 1gE 1A,
AFHRMWIGEEP AR ICHMEZ R L 72
rs10746463 1%, DAF BT 70 € — ¥ — i &
BELZERYDY, A vty Yy — RNA RIS
ML LTwa. 42787 L4125 AFERAE
BE OB MRE o mRNA OFBURENTIZEB VT
b DAF 25434 & &bz, MO BE MG
P ClhadbHdLCnwi DEoZ tpsiFEho
C3a, ChafHIZA FIFRNE THREHILELZIT- T
W5 BHEMEIZB T, HEOMKE, HRRIRTE
HELHIETTE2DOTIERVDE VIR E ST

THES L 7=

VHETORFRFRINTE TR LR AR
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TAMEL %55 2 EAHBHL T/, £ 2T 2006
SRR & BAA L 728 20 1 % f3:4F A 18R O TR
BEr, R — 7 BRI LI 2 RAF L TB W
72. ZLTCS54ESoliEF C3a, Coa ZMET 5
L, C3alIWFERE & T 24E B DL AH B2 i
B xR L7z (p<001, Bifeaw CeAar) (Fig. 2b).
T T HRIZEORRDOFEBIFNA 3 FELETH S 2
LefBbEsrl, EREWZ T ORI E OB
ERBETLHINDEEZ TS, ChalloWnTid—
EDOWRE RS aholzizd, AEHURTER
BIKTEZRL7:DOOMEIRE OB L FMli§ % 0
I3HEL 220 72
3) Interleukin 17A

WAE, Bz lc R Sz~ 38— T il
&% IL-1TA AN T Ml (Th17 Mike) %#é
WMEOMERIZ LY, & E D FEREILIZ Thl7
HBABEE L TWwa I EPHLNho72. FD
ER & U CThF i BRYE: SHE O 3858 258 5 7%, Th2
BRBE CIIFMRIRICRE BT 5 2 LAY 7 ADE
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Kruskal-Wallis ANOVA with Dunn’s multiple
comparisons test

Fig. 2b. The mean change of complement in the serum during SLIT of

5 years.

The levels of C3a in the patients treated with SLIT significantly de-
creased from the base line in 2 year and then gradually kept decreasing.
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Kruskal-Wallis ANOVA with Dunn’s multiple
comparisons test

Fig. 3. Long term SLIT and the levels of se-
rum IL-17A.

The levels of IL-17A in the patients treated
with SLIT significantly decreased from the base
line in 4 year.
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BRI %2R L7z (p<005) (Fig. 3). 2010 4EI1C
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LIVF R EDORERBIIO X 7 = X A IHifk L
IL-17A RS- L, B %2 RIZLHo>TnwhHI L %E
RLTW5
4) Apolipoprotein A-IV (Apo A-1V)
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Fig. 4a. Upregulated and downregulated proteins by 2-DE analysis.
Sixteen spots that were altered in the actively treated and placebo-treat-
ed groups are marked with circles. The Apo A-IV levels were significantly
higher in actively treated group compared with the placebo-treated group.
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Fig. 4b. Correlation of the fold change in
Apo A-IV with the Symptom medication score.

A statistically significant correlation was ob-
served between the levels of Apo A-IV and the
symptom medication scores.
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ZoMof 12, RERHOMESE, KR
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F Apo ATV 245 L7238 I3 K K054 %
BEoHEL ZOAH=ZALELTIE, MW
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