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A FAEA F A A HFol] A o] 71 Al &5k
218 F <1 ¥ vk % Caenorhabditis elegans
9} =37 Drosoplula melanogaster* =N o7
ple

=817 ghok,

3. ADIE offZio| Hg

7}. Caenorhabditis elegans

=
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§e A4S S BFo] golar FAe
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down o] g5lx o] QIh(FF oA http://
www.cbs.umn.edu/ CGC/). 53], 3t At} 7} 3-4
T ol E v #2548 7HA 1L Qlo] vk
A9 M WEtSl & W w3t Fto KHud A ghet
Rl Ao A Itk ZH 1) FAKE

Muscle

Neuron

—_- Pseudocoelom

Intestinal
epithelial cells—  'Intestinal
Intestinal epithelial cell lumen

Basolateral surface

J2 1.0 & nopMEo MA & HTE £ A Sl(Irazoqui
et al., 2010)

% C elegansi= A3t} fASE %+
7FA a1 9] © ™ (Pukkila-Worley and
Ausubel, 2012), 217F F- 1A S5} =& FAA
= 7= A A A FARE BAst
I olE AR Yy
2010).

TSt o & mnbad 3 0] %37 2 Pseudomonas
aeruginosa, Staphylococcus aureus%} Salmonella
T L TR ATE WA Al ER oy
2}(Labrousse et al., 2000; Irazoqui et al., 2010a)
| 2ol = Lactobacillus®t Bifidobacterium%: <
Zgulo] Q g A fAaksto] 72 4= gl= Ao
2 B35 AA % microbiotas ¢33 Al Z - in
vivo A 24 12 %] 31 ¢l Uh(Ikeda et al., 2007).
FH sk = o] gl 8t -3l
A o A B d o] S o] 8310 P aeruginosa$}
S. aureus, 12| 11 Candida albicans 5 T}oF 3t

WA v =] el whE g o] Rt
@g}g} o]0 Aed Y AHdE T F
A9 #¥ H S pathway(Irazoqui et al., 2010a),
T ar ol gk WA M= Alolstr] 9t
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HA38HA F 3y Sl At (Moy et al., 2006; Okoli
et al., 2009; Pukkila-Worley et al., 2012).
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sto] T Aol YEh= AS AP AR 5
8 3} 9 tF(Kim and Mylonakis, 2012). ©] 2] 3+ &1
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L}, Drosophila melanogaster
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o] HEZFuAbrt 2dl A FE R AFESE o]
o o] g 75t Fofol A 7HE Fast A EE
RElg Abg o] IHFE L A AP A
olgfjol] AHAQ A =S Awsta ok =
b= & A8 s=ol v& 2A 3 H
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=S 7] wiEe Az7Ee] T A
AIZEA A A o] A A &9, e Ay =

A

Zof frel st FH S B A-8kal 9l th(Pandey and
Nichols, 2011).

C. elegans®} F-AFSHAl Q17 AW 774 2} ¢} oF
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g d AYS FHS 53 a9 A5
H ke A go] 7hs3 slo] A A B
G AdTERE 2929 Tl A AAHL
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oL golalA L gl Aot FQstAE
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c Adadel dEo Hold B2 5ol 8l
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7712001 % o] & ©<=3}o](Chandler et al.,
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etal, 2011).
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P. acruginosa®| Y 94 A7} 4 <= % mutant
5 AFg4dst] T2 A W #d W
pathwayell thst A5 233} © ™ (Leulier
etal.,2003), =] ¢ 49 Acetobacter pomorum
2o A A A Q) £ A7) =38 o) A insulin/
insulin-like growth factor signaling(I1S)& =4

100%

W Enterobacteriaceae
75%
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o

28 2. =1t2| & microbiotaE 114 5t= 0|4 8 5 5F (Chandler
et al., 2011)
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