Ezl

<

ot} 21|
to] a7} F=gA|

1o

b

o

oy w2

R Y

=

s A

A

L

.

(U

o

o FAL du A

=

=

&2}

}

k)
pi

o) olFoizleh. thit HA A

uk

she] Byl o

Al
o

19| Nutrition

—

120l Rloa &

A
4 X

hs

200611 A 58 At tfe

]

—

A

7
Zl

112

Nﬁﬂ‘.ﬂ\_ T o~
RN
o w E o_nm_wurm7 mmmmﬂn_mome T W
oro_am N T lﬂOWA_udu i R
o % ﬁm Mo :u T wo mm B e mr.m 24 mu
o 0 = B o — E2H BjA K = O
2T Bwwg g T LA o
iy IS T h W o i
o ° WO e = T = + ® o oF
~ B % — = T N 7 — ©
%) ol qo,# Y =
R TR N E =gy o
A mo ~ = X' 7L1_|1_lio ]Lt
ST wsVET Yrzdu. TEU
B X . o % < _ % <
G P A Wﬁ%é%dr o
@WmoﬂmMJﬂAy TR N DR COCN
o ofn o o o ™ e~ B°
TE RNy Lo ¥ wl T
_E@%oTZTE,&% ﬁamoﬂLﬂLLmo T o P
TR TE 5 = o D oop o M T W
T o A diom 2 W2 %Jnﬂ_.%mﬂﬂ X 9
_I_ HﬂA_VH H = TN ol ™ ol ,M = q :lo_ﬁ E—H -
3 R T g To#é
O R LN Thiwm = X A OF
iy > N X ©° o X N o
— . ONp LT E X © v @ o) —
I D o7 M =2 2
~ —~ ) i TX
M@MM <R ﬂO_E fus! o ,Ul ﬂt’;ﬂmu El + m = Lt Eo N
LT 5 LB TERI S =
T 2 Prel N X0 EN =%
XT X g T R T N ° N 0 Rm
2w AKX LK FIL BT = op
L_Lﬂﬁ]AUrooehi T =% T N B oqr 9
I W g N e 5T X
Mio%oﬂlo_uoﬁ,_‘q_f mmodrdMlﬂm.._ﬂu :is.mmo
B oo B W SR " BT
o < ° — <
muumoﬂbm%a_,oﬁnﬁuﬂ o M o 8 W o 8
. o/~ =
sEREczls  FLFE3 0 iz
. — % o BN o ~
T oS M R R - = A
o~ ‘mﬂﬂ_}fxb\_ Aﬂ]\rIJIqJIL,UIa
oR o} ~ a, X XX S Mﬂ,_téé
or VI;O — [T — —_
o M T 8 X W g o o 8 T e
o A B T E Bl om o Y o5 N
TrEmrD M ba W Rp g o o
ﬂ],xxoﬂe o o To __ % 0
q‘NIﬂHﬁLO]&M ILCIEA...J,A‘I_' T, 2
— Vo 8 T om0 X 3y 5
TR T A T o BT T EFE A o L
3 op oX I n S 4 o= O o < Bo
< R B - op %0 T o 2 = 9 =
38 ~ P op| w® G =9 T R - g
2 ooz = T "o s g
— i) B OEY o] I T L,,v}]kam N ~ 2
K T S = o) I S = N o 5
RN W :._o.&olww LU
g & ﬂum

o] AiET F& 7]

1

|



am
o
[
[
(5]

H
44
oy
e

ol
re
(o]

o -

¢

'

lo
pau)
flo

jus)
==

| 75 RuEeh Adeat M & 9}
o Qo] HeA A o 2EH 2R S5
W, &3 2 AA7 Adel 990z 48T 5
A FARY AR Fom, o dof| Fdstd +3
o Sl FrT Adel wsEel Bt HAAE AAFAA A
AL FXA AXF AF@A o] EyT. 32 78‘—°r T 2ol o
228 AR dAelE $35} 2
T Basf @A 57 A4
I} dose-response relationship®] $1.2.™
A FAHE HAAE 3] Aol DAY S A BB
zt M| 3+ nicotinic cholinergic receptor7} UojA o] Ao] A=o] HH Zgo MEUFH &=
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5. 8 ¥8 HHMI|E

Eicosanoid = T 207091 A4t AbstElo] A7 A4S TS, AET XA e A
Alo 2 BE %H 1:} L 7}-6A149 9] AA (arachidonic acid)E B+ PGE2, PGI2, TXA2, LTB4 S°] A
T, 27134182l EPA (eicosapentaenoic acid), DHA (docosahexaenoic acid) 52 YF-E|+ PGE3, PGI3,
TXA3, LTB5 5°] §48Y. 532 Ao 2ol &g/% 7]5(EPA DHA)S B85l AAYwe] |y
A ] Ao A Huk-go] k3t eicosanoid7t Bol FAH oA HAREE0] FolEthal 743tk EPA
oA A E LTB5E= AAA AAE LTB4o Bl&|A 3~10% A X9 neutrophil chemotactic activityS 7}2
Ol mb &R0l M AFHeAEE AAE HAo] 93kE = eicosancid7} Bo] AHEE AW S o3}
AZ1t}. Intravenous EPA+DHAE oral Bt} ] &37} oty R uEgoHe’.

6. 2FH MF M
Celiac diseasex= ol X3 SFHlol| thd FA7E lojA "o] IE AALE spd AAL BR3nky
5o] Yeldt} CDol A+ antigliadin antibody$} tissue transglutaminaseol] T gF fﬂiﬂ 7} Jepdd 258 |1
A AR AdAdol YAl o]d HAA 9 ¢ gluten-free dietS 3HH 7o) THHAG® CDY
Z M= $l3 antigliadin antibody? 1= AAS] A% gluten-free dietE A o] THFTH
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7. ket
A

AWl A+ oxidative stress?} =7}l free radical A o] =78k}, A X ol A+ lipid peroxidation®]
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#2291 MDA (malondialdehyde)] s%=7} 713l wlel 7126, du} EFHE, selenium 5] F4H3}A]
9 T&7F Attt S5 antioxidant7} EA)SHbH A MW H o A oxidative stressol] HEE 4= T} As-
corbic acide 84 sHALE A ol1, dub-EFHZE lipid peroxidationS =& FAMElA| o] 11, W EL-7IEE]
L free radical®] scavengero]il, A#F YL selenoprotein (glutathione peroxidase, thioredoxin reductase)2]
g aaolth ofd o]fFE Al Hd, 534 i HHe Aol 83 B yo|tt. itsiA| 9
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