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A 1gel olA, 471 BA D] ARE BF BE 249 A 5H0R st 994 N8 AuA 220
.

37 3

T4

A 1ol gold, A7) B Dol AARAEe 28, A BWF, BB, G0D, A= (peptide) B 2
gz 7Y Fozyy A8 o sl A2 540w i slWA HA% AuA Ay Py

A% 5

A 18] dejA, A7l A 2)9 A AJF+= HAEEXAHE(testosterone), HAFAFA Alo]EFII
(proinflammation  cytokine), 352~ (glucose), n} 5 2 9} 4] (macrophage) , IgG o = (16
extravasation), X|o]&4-(tight junction) T, 2 AWAE F7|2 FAH FTOZHE AYEE ol g

4ol A 4o st HUA MAS ARA 22 P

A7 6
A 53tell dojA, A7 HAFA Alo]EFFE AEFZ1-18 (interleukin-18) HE¥X ZUAFQIAF- a (tumour
necrosis factor-a; INF-a)?l A& EA o2 sh= g HAZ AaA =329 Ui,

i,
riet
N

A 58k lojA, A7) X HolSR AL claudin-5 EE occluding] AE EAOR &= FHEA ¥ A

A 1&gl oA, A7 @Al 2)9 F4L HEHFEAH (immunof luorescence staining), RT-PCR(reverse
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transcription-PCR), A7} PCR(real-time PCR), =¥l EF(western blot), EIA(enzyme immunoassay),
ELISA ¥ dildyo=r FA¥ FozHE d8d on Uz FA4ste S EHJo= 3t 384 HAF A
2A4 =389 .

A 17l SlolA, A7) S8 HAESRE HFE Eu WA AS SR sk s|8A HAS ARA 24

B e S84 HAS A a8y R

)
ro
Y
o
o

WA 7 &

51874 53 (ischemic stroke) thol9} #AHE AWO R FF9 2/37F 654 o] FollA LAt Aoz F &
A4 glol, dels 84 FFol Aol FAHTE 5 3l ¢lo]th(Allen 3 Bayraktutan, 2008). 37
Sool Aol AbdEF oES M Tad 89l ek, 4 ¥ A54 F(therapeutic window)
7F2l @7 &3l (thrombolysis) ®ro]l 54 318 & g @34l X5y o|th(Asdaghi 5., 2012). Z-<
& ATelA B oY FAARD okEo] AEEI o, SEA T uid 2t AR FHE AL ¢l
o A=A T AFelA gz A AR AREH dAdE sube] EAIFo] gle], STAIR(Stroke
Therapy Academic Industry Roundtable): ol®l oMol 5% FIES Folslr] Y& =Heo HES A&
she A& FHeth(Fisher 5., 2009). 3 5% A4 =89 TES AR A&, 3 &4

al

GFE = 5 A vl dud Yy watso)

®

rlr
do
>
1:0
o

09;

AAFA el wite= e =g HAA @d=(low-grade systemic inflammation)& ©olIIE G4 w/HA
(mediator) S7}¢} #weo]  9la(Salvioli ., 2006), =3t} A HAAIA  dEFe AIRA
(cardiovascular), A (metabolic), 2 A7 ™A (neurodegenerative)e] A3} T2 vole} Add AWS
NAISAY estAlZITH( Huf fman %! Barzilai, 2009). %99 414 7]#(organ) B T4 8150 =
A AAE 95 ek Aol Hodr] wiigel, 1 713 538 A YEhdth(Cevenini 5., 2010). 7] 4l
A 71# FolA, AR (chemokines) % AFO]EFFSI(cytokines)S ®H|SH= WiEH] 7]l WAAY %F
(visceral adipose tissue)> dolot Add HAd A5 ggo Aol Holdrh(Cevenini 5., 2010). =
3t HA Fot J3F A WA Aorg AEEZFH, W AW 229 FHZ o] dojdty(Beaufrere # Morio,
Wz A3 ], wla 23] (nacrophage) ¥ F(infiltration) % HAAFA Alo|EFIQIL] AAE
T A% =AY A5 Whgo] SUbsth. WA Ao wRE FHEE old dFA WAES e 59
%

A2 dsell 71ed gk (Cevenini 5., 2010).

WA 2 ¥ A% ¥4 JES mRts Zo] HuHdul. =¥ ke FAE AxF Aol A,
s g]-ti-FF o] Hl&(waist-to-hip) W= oA Aol 93] SAHE AR 522 ¥ 53, g4 74, %
Aold 719 @ Fo} 72 Q1K dFoAY Ao Aol Adth(Debette 5., 2010; Isaac 5., 2011). ©]&
g AFEL AW FHo] WA FxH F U5 ¥MIE S gustt. o dolrt, FF oY
S ZAY B 284 g AAAY ¥ oln A AFE WA FHH o] ¥ dHA(cerebrovascular) o] o
g A 8ld F AdueE A AXAEke, WA 524 4 F A% 22 T WA 249 HE ke
o] M Aol(white matter lesions) T 3 HAl Foll(ischemic lesions)®} Z&tA AdHo] Q7] wjio]
Uh(karcher 5., 2013; Nagura 5., 2004; Yamashiro 5., 2014). WAXE F2HE& HFF 93 eda »

ooy, g4 P &4 F ¥ &4 S = 4 Jded, 58 w3 AAH9 Y
HAA mifAEe F7F 2 - AW (blood-brain barrier; BBB) T3 F7lel #&, w3} Ao X
3} wj&of (Norden ¥ Godbout, 2013; Popescu &., 2009), =@o| &x}li= 5184 TF o
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H BHEE A5 vAAEd 9 AT 5 dd. Arr, 3 dAFE 34 3984
(sympathetic nervous system)E &3+ B-ol=d#\2] =& (B-adrenergic receptor)?] Aol o] WX
Z2 9] AAFTA AolEFIle]l F7MEs Rustgith(Wang 5., 2011).

st WAAEASH w3bd HaSs 2 @S] A digt MdYr)&=ZA], Tushar Singh, Anne B.
Newmani=, “FdZolAl voleh Add Aol s dAolx AFe] Jeo izt AFAHE 7NA8E L (Ageing

Res Rev. 2011; 10(3): 319-329.), Miina K. Ohman ‘& 1% 943-¢] ApoE(apolipoprotein E)7} A3 ¥ w}
$-2o M FW A3} (atherosclerosis)S 7145316}, thiazolidinediones®} 78 ¢k&Eo] WA A4 Aol ¢
 FeHe W4 AWES BolAom FAATIE ded fF&38A AR ¢ el #ate] JiAIEY oM
(Circulation. 2008;117:798-805), Emanuele Cereda &< A|ulol tfst 918 2<1o 24 BMI(body mass index)
By, S7FE W AW 2Z o] o &3l dha] MAER S (Age and Ageing 2007; 36: 488-491), u7gA|

rlo
=
o
N

A% PaE B w4 M9F % HAB P D A8A 239 Pl WAAE @ARA LR w9
.

o, ¥ WHAES w4y H9F % HAT ARAE AF 2399 WP ATH F, 2= ohEse)A
WA AA T AN B, WA 28, D WA A2 v Sk dastn, H84 Heds s
ATNE G AT, AT FHE oA WA W 95 AaAVIE AL M9 w8 482 oA
S 9y Weda ge WaAs dd L ArAe 2aed el AT F ASS YYoRM B W
A

yigel g

ddstef= A

wowge) BHe ¥y WaAd AA 2399 PHE AT Roln

B2 E e

B e srle] dAE Eieke S84 HAS A4 Ay YRS At
D Azl dd=dS Agshs 3,
2) 271 &A1 Mg A8 AxE Ak 9 %

3) A7) &7 2)8 A5 Am7E FAR dzdel v A dH=dSs Adshs dA.

wigel 2y

ool s gAY 24 9Fo] wyel W w3t wbg @ @A Hegol vAE DA A Gt
WA AAS @ o] vhgrolA Mol wmahy AF WS FaAYI, HAY HNEY F o944 84,
BEB F3b4, % MelAel AQFH AelEsIS £A} gAaPe Hgoss, ¥ odge Hd4 1A% A8
A 22 WEoR f8s AR S A8 ST

=6 pud 49
= lax 2.571€9%H 9 o] uwpk$-~(2.5mo, n=10), 187H¥ = (18mo, n=8) % 207H¥L#H(20mo, n=7) B}--2=of A <]

g HA2E2H 2 (serum testosterone) FX& YERI Zolt},

= Ibe o9 2.570d®E) R =F0MER) S vhe-2el A F AA Bok B R Cragke]) AWEs timsts
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T2 AAe WA 998 YEhd Lol

= 1c ¥ 1de o¥ w$-~(n=15), sham(n=10) % WAL AANF(-)) & o]F2 =&l wlg-~(n=10) 4
IL-18(c) B INF-a(d) 9] 8F A& HERA =olt}.

T lew oJ¥l vk, sham 2 VF(-) % ©o]|%9 =¥ n92(Z) n=10)oA 9] 35 AHe 5 FF32~
A2 tEbd =olt}; p<0.05 tf. o2 wg-2; < 0.05 . sham.

= 2a% oYl wp-2) sham 2 VF(-) % o9 =¥ v9-2(Z aFNA n=5)9] WA olA IL-18, IL-
6, % TNF-a 9 9-7HA}F PCR EF(reverse-transcribed PCR blots), ® AZFA <l mRNA XS EA Zolt}.
% 2be ¥ whg-2:, sham ¥ VF(-) % o9 %o wpg-2(Z ZFAA n=5)9 WA IL-18 ¥
INF-a 9 =¥ 8% 23} 2 o] k(HE (actin)o & HA)S YepH LZojr},

% 2ce= ¥ vhg-2, sham ¥ VF(-) % o9 w9 wpg-2(Z IFAA n=3)9 WFAW 244 (D68
(54 71223=100 m)l 3 HAFF AM(immunofluorescence staining), 10070¢] X WA E(100%) 2
(D68~ vlA 2312 (macrophage) (3= FA|E) 2 CLS(crown like structure; WEYFOZ FAJE)Q] 7Y
& Y ot}

5 2dE AW w2, sham 2 VF(-) % o9 v o] np-2(Zt aFolA n=3)9 Aol A XA E e
&ntE A2 (hematoxylin) 2 ©] 9 Al(eosin) G (7]2A=200 m) o] A3}, D AWMz FHF ME XEL e

J wolth: p < 0.05 . o@ w2, 'p < 0.05 . sham.

=]

L 3av® o9 wh92, sham 2 VF(-) % o|F9 w=#@o] wpgA(Z IFAA n=5)9] A IL-18, IL-6, ¥
TNF-a 9] 9-"A}F PCR &3 (reverse-transcribed PCR blots), % AZZ Q0 mRNA X5 e Folt},

3be of®l w2 sham 2 VF(-) % o]$9 =89 np9-2(Z) 7oA n=5)9] WA IL-18 % TNF-a
Q=" EF9 2, 9 ol F(Hh(actin) o2 BA)S UEdH ol

L i

X 3ce oJd vk, sham 2 VF(-) % |99 =89 wfg-2(ZF 2FAA n=5)9] & (cortex)olA] Ibal &
A3t AN (FA, 7]FA=100 m) E ZA3E Ibal-%A L (DES-UAl AE(FETEE FTAD
T FS Ve Zolth. om A FAS fEiA 7} GAeA I (W A ERA AR ZADS
Abgatgith; p < 0.05 o, o vk, b < 0.05 o). sham.

% 4a¥ oYl wpg-2) sham 2 VF(-) % o592 ¥ vp92(Z 7oA n=5)2] H oA IgG ©@aide] ¢~
" EFo A7, 9 YU, FAEL, FAE)S UERE Eoltt,

4be= oJ¥ P92, sham ¥ VF(-) & o9 w#o] npg-2(Z} ZFolA n=5)9] A claudin-5 ¥

occludin A e] o]~ Bo] Aw 2 ok(delozm WA)S Uehd Zo|th; p < 0.05 o], o] wpes,

ki

o,

#p < 0.05 t. sham.

5 5a¥x NCAO 3¢ ©]%F, sham(n=10) 2 VF(-) % F9 w8 vu92(n=9)¢ % W (hemisphere), T&, 2
AzA (striatum)ol A el A (infarct) T3 vepd Zolt},
5bi sham % VF(-) &% o|F =9 mbg-2o A & d(ischemia) @ A&7 (reperfusion) &<+ CBF W3}

Yl wold.

T

X 5¢E sham ¥ VF(-) & W w7 wpg2(Zd IF4A n=5)9lA] MCAO 6A1F o, 384 I oA IgG
o] e ERo Az 9 d(H, FASIL, A S yEd Zojt),

% 5d ¥ 5ex sham 2 VF(-) F&& w2 =3 w922 5004 n=bH)olAl MCAO 6A1ZF Fo 318X
A, cludin-5 % occludin® =¥l Ex9o] ZA3p(5d) % IL-18 2 INF-a 9 =8l EF(5e)o 23S
Uehd =olth: p < 0.05 . o]d w2, b < 0.05 Ui, shan.
% Bax MCAO w3 (i) 2 MCAO 39 39| sham % o|%F =

*

B, IL-6, 2 TNF-a < A=A mRNA X2 YEMA Folt}; p < 0.05 o). thx.

ol

oh-22(2 n=5) 9] WA EA A IL-1

L= 6bi= MCAO mlFa(dhzt) 2 MCAO 3¢ 59 VF(-) & olF %=¥ nh-2(Z n=5)9] WA gelA IL-18,
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IL-6, 2 TNF-a ] A&l pRNA X2 el Zolt}; p < 0.05 o], oz,

= 6c sham 2 MCAO 3¥ %9 VF(-) g% o]F =¥ wpg2(Z n=5)9] WAXWA IL-18 2 TNF-a 2] ¢
~8 B2 AnE Yeil Zojt}; p < 0.05 of. sham.

yrgo JAsl7] 9k FAF Q] S

I8k, & s A A dt.

[

B

ot
rlo

at71e] dAE 23l 519 HAR A8A 2A9d S Ak
| NHAEAS Adsks 9

2) 7] &A1 MM A8 AR

D Al

il
o

i
e
o,
o
2
i
o
L

g

3) 271 &7 2)8 A5 Am7E FAE dzdel Ha AT dH=dS Adshs JdA.

47) el QlelA, BA Del AmE 8% wi w2delx, 4v] e ugAY 249 glo] wgdsht, of
of @A ekt
47

Hol oid, wA Dol AAEAL 5%, A (%=, F4T, 99, A= (peptide) L EAE
2 4 ForyE AP ol sl Zlo] uigrsi, ofe] @

Ab7] mbEel glojA, w@A 2)9 d9FA AEE HAEAHE(testosterone), WAFA  Alo]EFFC
1

(proinflammation cytokine), =53~ (glucose), v} 3 2 3} 4] (macrophage) , IgG H#+E(1gG
extravasation), X'@o]&%-(tight junction) ©¥d W AWM ¥ F7]2 FHH FOZHE HeEEHE= ofn 3}
Ul Aol upgdA s, old A EA] =t}

wak, A7) AAdSA AlolEFCIE QB F71-18 (interleukin-18) T¥ ZFASIA}- a (tumour necrosis
factor-a; TNF-a)<Ql Zo] vphzsi, o]d A EHX] =t}.

o, 7] Aol g wAL claudin-5 Hi= occludingl o] v s, olo] @ H A hi=t).

A7) & A 2)9 =4 W Fod M (immunof luorescence staining), RT-PCR(reverse transcription-PCR),
A A1 ZF PCR(real-time PCR), $12=¥l E(western blot), EIA(enzyme immunoassay), ELISA & waldxog
AE FoRHE AEE o= shuR SAHsE Zlo] uhgA s, ool A A ket

A7) HEA WA g%, A, A3 gL, WS, HAA, HEY, ATt 28, WA oS
2 aAMo7 FAE FOoRRE Agd o= s}l Aol H}%}X—lé}i’, HEE e WA Aol vS g
Astt, ol e HRA FeErh

2 odbgo] FA AL AAlg A, R Ho] Hale]l AFd uxE JgS Q] $15ke, o™ v sham
DAY AA e o]Fo] wFe] nh9-sollA, A 9FS ELISA ¥4 J|EE AMEste] 8% Ei—er7
-18 (interleukin-18) ¥ ZF¢IA}] X}—a(tumour necrosis factor-a; TNF-a)9 FAE &<lg A7, IL-
18 B INF-a o 8% A= ol whg-2o Hs§A sham ZFolA @AAsHA S7kakalar, vbA WA 27 o
o3 7] T AR S ERIEATHE 1e % 1d FX).

R, WAL F4 9 wsls 2T H(glucose) TIAF A8 Aol 3lo}, o] F a7 SAstel, 4] v}
$22 BE BN FFms $AE SR 1 A3, shan 1FS ofd vhgash wlawste] 7] gelA
dol Frax 27 ko, WA AACl ola] G WA FeE AARA(E Lo FH)

WA ] WA A oz U]f(]‘:“: S 3A3l7] 9ste], o] wF$2, sham ¥ WA A
3 , WA 22 A Y] AT AlEA FAE S
3, I A3, o vlg-29) HluEhe], IL—IB, IL—6 2 TNF-a 9 mRNA %] 2 IL-18 % TNF-a o o
d FAE sham =" w2 W Aol A AA A FrFEOl AL, WEAT AA 2Fe] deoldde AW
A, nRNA B @ H e =X sham¥t Blaste] AASHA HAaEOl AeS FQISHATHE 2a ¥ 2b FE). =
&, A 2 viaERSAE ADTAE AlEIRIS] Fagh adlo]r] wiel, ole] wES glstr] ffsiA
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& e, 2 A%, AR 24004 es-d4 riEEaA % as 24 urs

A =9l shan h32olA @A F7hslel A, 37 Frke WA AAS o)
2 FARATHE 20 F2). ERF, AWALY 2/t AQFY AolEse AP A3
ol, WA =AolN APALS 7% FASYL, 1 A%, oA vkl ua
sham Ph$-2 4 ARALL] 277k @ASA F7hsl0l QAo WEAY AA TFAA obdls WA
2Ao B@ AYAZ AAA A/ W} UeE =

=

obel, w3} wolM WA axs Qoletr] flste], WA AA Fo] Hore] WATAH Ate]=TH
FAE FAa, 1 A, o] v IL-18, IL-6 2 ™NF-a 9] mRNA % 2 IL-18, 2 TNF-a 9] vy
Ao A= offl vhe-2oh Hlaste] sham =% w2l @ASHA S7F ol lRlar, 7] F7hs sham¥} v
asto] A Al ola dAEA B EES FASATHE 3a % 3b Fx). EF, Mo FHeA Ibhal &
(D68 WA &l o5 st who]ARZ e okmicroglia)/PARAAE 54T A3}, ofd wpezoA= A&
Mol 2Agste vholaRgelol/rtAaRa A S FASIAR, =9 sham vh¢-2oA = oo AL @A S

S7Fek AL, WARAA A Al s @A Hadhs AJAsTHE 3¢ FE).

3k, WA 2 A7F BBB %34 (blood brain barrier permeability)ol wX& J3S Folslry] 9ste], Ig6
B2 F+E (16 extravasation) © F& XWolSH(tight junction) YAl claudin-5 % occluding ¥
A FAE 4 2w HolA vk Add, g6 e TES ofd nhg-2d HE|A =# ] sham wh-2ol A
HAASHA F718R L, ol WA A A o8] #FHAstE o, claudin-5 2 occludin @2 FX+= =39
sham Ph-220l| A A8k giar, o] gk A Al A o3 3HES Il E 4a B 4b FE).

gk, =¥ whezolA S ¥ &4 gtk WA A5 dFS EAstr] Hgte], vhes wE P
51d2d ¥ &/ (ischemic brain damage)S FE$ H ¥ ZA(brain infarct)d &4& AL, 1

MCAO(middle cerebral artery occlusion) 3¢ Fol, & 44 &4 shand Hlalste] WA= A7 ol ]3|
A Fade GRISHATHE ba Fx). T, A Ao a7t 2719 A (reperfusion) 713t F
QF BBB] B H AFAd whEI Adto] d=A syl fl8ked, MCAO 6417 Foll IgG o= H A Hol&
Fowhalz "o ddFAd Ao Bkl vl X5 s Ay, Y & 9t g6 ERQTEY U=
WA AAY whgxol Hold AASA ZFAHAAL, claudin-5 E occludin wlE $x] w3
% qom, HEY &l ok IL-B 2 INF-a o @A £X8 S WA AA ZFlA A sH

sl
#age FJASFATHE e WAl = be FE).

obxd, WA =4 dFe] s|dA ¥ B o IFE WeAES dle] s, ¥ 4 3d F9

NCAOE 8FA] @& Wz vk B NCAOE 33 vhe-20] AR AlEZS A5 Hlagk A3, sham v}

2ol Al IL-18, IL-6, % TNF-a© mRNA S=X= MCAO °] 5o 7= whof Al :

AA 2EE ol FAZE S7FHA @%kar, NCAO 39 ol Foll sham R WA AA 15 ko] IL-18 3 INF-

afl ©E FAE vusgle W, 4] amEe] #7b
6o >

H= 6a WA =

wEhA 2 e S| WA A8A A BHeR F88 AHE ¢ o

=
o)
X
%
2
X
.
e
=2
>
rol
2
ol
ol
py
o
[
it}
o
o
-0,
ol
ol

2

4)% Orient Bio Inc.(idd, WEdR=)EFH FYstaL, olgofxidistuie] &gk
T FE AJAA 2242T 9 1247 H/ojw Ato] ol ARSIt skt w<te] 7|2l (fasting) 7 2
St AE ALstar, durdQl AXF{ Aol B FxES do=E(ad libitum) AT AFLE ofd A2l
(2.5714%) B d7ek dEe] =#(18 B 2070¥®) n-AE ARt FdEt. Y HAEXHE
(testosterone)= SA3t7] f1ated, 2.5714= 9] 10vte], 18/0L4F ] gutg] R 20/ €E = 9] 7nie]E ARSIt
19704 E A, 1067kl w925 AR sham 2 WAL AA L& (visceral fat removal group)o @ U
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ATHZZ} s3rbe]).  WRHRAAZ 98 a71e 444 HEe ojdel BAE Wel wel +stHShi
5., 2013).

TAGoR, wgaE olaZF(isoflurane) o2 wlHEFN L ©d EHFE AHFH HJl(single abdominal
midline incision)E TEATF. 1 WA 1.5 g9 W A %ol (bilateral) Fir3H(epididymal) A
242 Ao, A AASTE.  shamd] Fek £ Yo *’Fﬁgﬂ"iour A AAB A kTt
= o, AVl EHeo Ed(abdominal peritoneum)-< 2] sutures) &  AH&3FA
Bgetela, Ee Hd AHE FHoR nREEelt. 3] 4L ‘j}priﬂ =2 5H &L AT
Al AA 3] st P &4 4 5 Add FdEiY. 72 159 157k “}Tw—t sham & =& W%

=

2=

oft
E?‘J
—|—‘
=
<
O
—
<

=

[e2

A AA A F 45 o] FFFAuE (glucometer, CareSens II |, i-sence Inc., 95, tighdl=r)E A}E-3lo
Ag AEREH (1611 AlZE) 35 AHelA 1 Xé“—].‘—o—i—rﬂ dF 253~ '}1:"1% A3, FHHe =R,
np9-~o] HFS sham 5% EE WAL AA] A 2 4 F Fo| SHASGI, wI F% AT AFoA A

(o]
Fol 5%t o ol Fad b Alslshelnh,

2y oA, 22 WA 23vkE]e] mbee 384 ¥ & (ischemic brain insult)ol A 7]x AdEl(basal
state)oll A9 7 A]EFIQ AHE(serum cytokine level)(n=10), $I22¥ EFE® (western blotting) 2 A
b PCR(real-time PCR)(n=5), IgG d&#&+Z(extravasation)(n=4 % 5), % WHIFF A
(immunof luorescence staining)(n=3) A< &Alol AMESIATE.  H3H, 2570195 ] 28ntE] 9] whe-2(87 A}
o|EFIelel wial 15vke], Hdad EEH/AAIZF PR 9 1gG @ FEol sl 22 svieg], 2 Fgue] Ao
sl 3uke)= 71z AdEHA HlwE 98] ARSIt 318 FF (ischemic stroke)< ZFA(infarct) FI&
SAste] FAeTk. F 1497t 5 1379kE] 9] w929 Aol HlolE #Ale] EFEGT.

<Agd 1> = vR2dA UZAT AA 93 AXNEN F9 F4 F
<1-1> 8% HAEAHE $£1 39

2E2HE 2= o9 vlg2wg = nkg-2oA o Wekar 3 (circulation)olA W& F HAE
HE x5 W] vt AdE ol th(Reed 5., 2007; Tchernof % Despres, 2013). ¥ WA AA AL

457 915k, F HAEAHE FXE 2.5-, 18-, L 20-71€9 mlg-2o)A
R v HAEAHE 29 94, 20/EE ] =8 A u}%*L ﬂ?—%ﬁl@@ﬂ(demographic) 60
Al =913 7H Eeot, 2BR B UHAE A7) Yol uhg-2E 2 il ARgERlt.

A7) <A 1>l AFE WEARAA aFNA BAERHES X2 Folsy] $138le], Cayman Chemical
7]E & (Cayman Chemical, Ann Arbor, MI, W|=)AFE3}o] ElA(enzyme immunoassay, &AW GEA) WHozw =
Ak, mgk, FAAAJ] d5HAE gRlslyl Hste], ELISA 71EE ARESte] A ZAHRED  systems,
Minneapolis, MN, "]=)e] TR EF 2 FAH3 ).

I A%, & laol WERd vie} o], 2,570 47 9] ofdl m}9-22(2.83+0.58 ng/ml, p=0.02)¢} ®laste] 2070 L H
o ¥ whg2olA FoAd e FA(1.17£0.31 ng/mD)E 5“{]"%3& 1, HEEXHE FX7F volo} ]
(% la), L Ibell vrebd vie} o], AlFe S7F B W FE(FI3E Al gle Ao F2o] ofd wl
F2of vluste] wF nh-AdA F7HES ERIItHE 1b).

&g, sham & Ev WAL AA g oA, = A 2F 9 AT Zol7t fldil(sham Tol di 3]
39.83+1.11 g, W&+ Z‘“ﬂ o thaf 40.63+0.83 g, n=15, p=0.57), WA A A 2] 3.90+0.4%(A|
o] 1.60£0.16 g)o] AFol FAsuh. 457 Fd, 21F ko] FAAQL Aol& oy, F TFel dig A
9 TAE #ESGT aHy A7 gaAe WAATSE AAG wpgzdA @A st (shan ZF] 3l
38.37+1.13 ¢ @ AR A A 1Fo sl 36.50+0.81 g, p=0.19).

<1-2> AGZEA APolEFIS wd W3l 89

7] <Al oM Az WAEAY AA Tl AR o

of\

Hag s
1B (interleukin-1B) ¥ FUH A} A} a (tumour necrosis factor—a; TNF-a )9 4% =
Systems, Minneapolis, MN, H|Z)E Alg3le] A|FxALe] TREZS wel SAHsP, 54 Hkg9

o

Al(spectrometer) & AF&-38Fo] 450 mmol|l Al SA3IA T, vl o 3709 A(wel D ZH-H H gk

=L
N
fr 2L
Q‘L
£
i
ol
rO
4
u
L
|
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T, B HAAMY RBEE HolHE He HAETRTLAEAN RISY. T 1HFS] HWE unpaired
Student's t-test& AR&3le] #A3IAIL, F IF o] 7] HIWE AF$(post-hoc) FAM e wrol& HA {Jat
ZAA (Fisher's protected least significant difference test)< 2+ one-way analysis of

variance(ANOVA) & ARgste] #4359 th.  AlAFEH dg 2 ofolo] A2 Al A4+ Mann—Whitney U-
test(Prism6, GraphPad Software, Inc., La Jolla, CA, USA)E AMg&3dte] BT, EAZ FoHe& P <
0.05901 A1 Askgltt.

I A, = Ic 2 1dol yERd Ble} o], Al 59 wAR, A5 (proinflammatory) AFOIEFF] IL-13
2 INF-a 2o €3 X5 oA vkg2o vl sham ZEFAA dAA S7etEa(F /8 5 p < 0.01), W
WU A A 9s] Y] T dAEE A ¢ JAJY(F N EF p < 0.01 W, sham, = lc ¥
1d).

<1-3> 9 FFI2 FX <

w3, WA 54 9 =3l7F SF I A B (pathogenesis)oll A#E o902 & (Huffman 2 Barzilai,

2009), A AYFE(16+1 AZH) AIREE FTHst o & obF FE JHY A 2FIx FAE FFIAV
El(glucometer, CareSens II, i-sence Inc., ¥, gW=)E Al&ste] 8] Ao aRY FHA3IUT).

1 A7, = leo veRd vk} Zo], sham ZFolA, ofF wke-9f Hluste] |2 HA 9 SR I F
7FeF9 ©14(112.424+3.22 mg/o] th. 92.60+2.16 mg/dl, p=0.03), o] WAL A A oa) FaFs ukx] ¢
TH(116.01+£3.65 mg/dl, p=0.47 th. sham; = le). A7 Z3b= WAL 2ol nff-29o w3t} dAtd
AN =9 a3 2209 Ve,

<A 2> =3 ve2o A WARL AA 93 WZAAY 27 459 Fa g9
<2-1> ALFA AIEFRIY Ed Ws g9l

A9 dzel 21el wy ksl FAE U x2AelAel AdH AelEsel FAE e

FAHoR, ¥ yAZHEE RNA = RNeasy® Mini 7]E(QIAGEN, Germantown, MD, W= )Z& A}&3}iar, WH
A} Ao gHES] RNA £ = RNeasy Lipid Tissue Mini 7]E(QIAGEN) S A-g38tgich. A7) #3® RNAE
Power cDNA Synthesis kit(iNtRON Biotechnology, 3%, Wi3hi=)S A&3le], ZF MEZZHE & RNAY 1 ug
o DNA @AS AT, M DNA(LI10)9] 2-p0 FEHEEE SYBR™ Green PCR Master Mix(Applied
Biosystems, Forster City, CA, W) o]&3lo] Z=Z 3931, PCR ¥FH2S ABI Prism 7000 A4 =#7)
(Applied Biosystems)E AFg3}o], 95T A 58 Bt Z7] WA, 95T 30%, 56TClA 30%, 2 72TolA
45%9] 40 AtolER2 FPEAT. 7)ol AMEE EZelo]m = Bioneer Corporation(thzd, digkil=r)ejA] 9]}
S, 3t7] F 1o YRt

F 1
T2 ol & A4 (5'-3")
forward: AGGCTGTGCTGTCCCTGTAT (MW s 1)
actin reverse: AAGGAAGGCTGGAAAAGAGC (MW Z 2)
forward: AATGATCTGTTCTTTGAGGCTGAC (M A3 3)
IL-183 reverse: CGAGATGCTGCTGTGAGATTTGAAG (M EH T 4)
forward: CGGAGAGGAGACTTCACAGAGGA (M AW 3 5)
IL-6 reverse: GGAGAGCATTGGAAATTGGGG (M LW Z 6)
forward: GAACTGGCAGAAGAGGCACTC (M E 7)
TNF-a reverse: AGGGTCTGGGCCATAGAACTG (M EWls 8)

IL-18, IL-6 @ TNF-a 9 Ato]Z® <A(cycling threshold; Ct) e A Ct gl BASPa, Ahzel

-ANACt

Hd FA 2 W (Livak 3 Schmittgen, 2001)° o9&l Axtstaitt. old & =8 wpe-2 Alo]o] HluE
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[e)

o] wp9-~ L MCAO(Middle cerebral artery occlusion) A3 2] HIWE 93t MCAOS 3}A ¥ =¥ uf
2F 2T o2 ARESIIY. BE AFE Al A skt

o L
>

Egh, A" EXEE fdAE v $E 29 Zb wht(hemisphere) Z5-E #E]d & (cortical) A
9 YA 22 AFREodT). %‘7] 92 zA&  sodium dodecyl sulfate €Z8N(50 mM Tris-HCl, 1%
IGEPAL CA-630, 0.25% deoxycholic acid, 150 mM NaCl, 1 mM ethylene-diaminetetra acetic acid, 1 mM NaF,
0.1% sodium dodecyl sulfate, pH 7.4)°] WARW 22L& ZZEolAd A ZHe|d(Complete Mini, Roche,
Mannheim, %%)& $HFah= INTG $589(50 mM HEPES, 150 mM NaCl, 10% Z2]Al%, 1% triton X-100; pH
7.5)° 7k7b &El8hlar, 1§ 4TolA 1083F wjdet FH, 4TeA 158 5k 15,700 gl A FAl e 5kl
aE)al WA, o AN el T 80 pgo] AW Aol A FEE WA 50 pes 295k, WAU9E
3t9lo™ | trans-Blot® TurboTM Transfer membrane(Bio-Rad, Hercules, CA, ©]a)e] o]E o]EAIAT. A7)
WB AL 1A 5 0.1% Tween-20 ¥ 10% Ax 75 2338k TBS(Tris-buffered saline)ell 28k
AL, IL-1B(1:250; R& Systems), TNF-a (1:250; Santa Cruz Biotechnology), cludin-5(1:1000; Invitrogen
Corporation), occludin(1:1000; Invitrogen Corporation, Carlsbad, CA, w]=F), T MEI(1:1000)9 1x &
AE AHgete] sFER Tk WRSAIHTE. 13 olF AFHE &, T2divs HEAIUA-ATE olx IA
(horseradish peroxidase-conjugated secondary antibody)Z AFg&3dte] 1417 H<eF Wb A FH 1, il il
Western Blotting Luminol Reagent(Santa Cruz Biotechnology)Z AF&3sle] Alzkslstgict. AZHS &), 2
o] 7%= Image J 1.37v T2 1S A}-83l0] Aol ez B AT

1A, % 2a B 2boll vERd uhel o], oYl wh9-xe} wjmate], [L-18, IL-6 B
5.04-, 6.79, ¥ 5.39-H]¢] W3} HE p<0.01) E IL-18 2 TNF-a o] vz &=x
o] W3}, E% p < 0.01)F sham =3 vpg-2o] U Aol dASA S7FE U
Ay AA 259 golde AWollA, mRNA 2 Tl o] X = sham¥ W] nste] &
T p<0.05; = 2a E 2h).

oot

¢

fln
r

ol
r_%

TNF- a ¢ mRNA =] (Z}2}
| (Z7) 3.34- 2 2.35-H]
1:]_ (%= 2 nj 2bh). LHX]—
A

I Ji wo] AATHE

A

<2 HAEHA Y BA &

I 24 mAaEdAE A9EA AolEskele) Fad aclelsuEel (Olefsky % Glass, 2010), ole] W@
187 Slsh (68 W RY AL Ao,

N
tio

TFAFo R, g7 <HAAe] 1> 4 Zﬂzﬂ U}—C’r*gl WA 24S 149 JER 300 AR S R
Eob S AAY. agar UA Azl 2AS 0.1% Triton X-100, 5% B4 g4 2 1% & % LH v (bovine
serum albumin)g XE3F8F= TBSOlA 1 ]{ oF w3 A 3 (D68(1:1000; BD Bioscience, San Jose,

CA, W=) = o]ledtdl Z4-Adg oy &4 1(10nlzed calcium-binding adapter molecule 1; Ibal,
1:1000; wako Pure Chemical Industries)®] €z} @AolA &9 <k vb-SA]7)a, 7] wlokd =4 &%
Q2 AM|Ql o]AE]QAJolY|o]E(fluorescein isothiocyanate, 1:1000; Vector laboratories, Inc., Burlingame,
CA, v=p)oll 23t Holde olat FAE AFste] 1AxE B wkgAH Y. o] W, BE Aol A 222
TBSZ A& 3T}, A7) 2AL B 2EHA 6 -olotu| Y e-2-Hd @ E (nuclear stain 6'-diamidino-2-
phenylindole; DAPI, Vector Laboratories, Inc.)Z X33} Vectashield mounting BlX|o] & Fx7 @]
7 (confocal microscope, LSM5 PASCAl; Carl Zeiss)S ARE3dto] FF ojnX & 55T, 53 on x|
A CD68-9%A] w2 3}%] (macrophage) & CLS(crown like structure)l& Axiovision LE Z 213 (Carl Zeiss)<
ARgsto] Tl Jle] EAMA )l 27 AHo 2 HE QJolR dulE Ul 237 o9 (1024x1024 JA) A G
sk, AWAE 95E YeEhl=urano 5., 2008) CLSE AWMAE Edd =2 (D68-4A A
24 stk HA 125709 AWAETL ZF FE tal(n=3) FAEAGL, Pt R0A] 2 (LS AeE o
ol 7]¥ whe} o] (Harman-Boehm %., 2007; Michaud 5., 2012), 100712 A¥Axze] disl) ®7gsklch(n)
ARvx] 2 CLSe] WMES). FA FAE 1 9-RFo Thal-¥A ME 2 (D68-UA AEE Axiovision LE =
2IO(Carl Zeiss)E AbEate] AFelvt. 2t SE2HEY 7 Mo EAH Y o AMo] AMSEJL, S

7t w Qe e $8% BToM =W v (lateral cortex)®] A el Az thE F(500 m)oNAd A

Atk oA el 500-m Felol vhek Wt ME A 7 Egel aA AetthPark 5., 2012).
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a2 A, = 2col et HEel o] AR Ao A (DES-UA w2 3kA](62.06+8.57%) 2 CLS FA(8.4
+2.20%) 9] WELo] o] mpg-2of MM (22t 5.6440.83% 2 0.3340.33%, 5 p < 0.01) =] sham v}
-0l A FASA FEE ] AJTHE 20). A7) F7HE WA AACd o8] @AGA FaEJATH( 22t
32.188%+5.73% 2 1.54+0.44%, X% p < 0.05 ©. sham).

<2-3> ALAES 77 FA

AAE] A7 AASE AelEIk] A3 dAek= Aol 2 deiA dol(Skurk 5., 2007), WA =
3lo

AolA AAze] A78 SAs WA 240 BF a2 ek,

1 o

TAAeR, A7 <HAe] 1>elA AlFz" wh$2E sodiun  pentobarbital(120 mg/kg,  HAW
(intraperitoneal))® v et H, 27k 4% L EL US| =(formaldehyde) & X &3 0.1 M A HEF 45
o (sodium phosphate buffer)(pH 7.2)¢] o]ojA A¥(salin) & A4 TF(transcardially)® TFAIFC. A
SHFAFANE ALgsle] e=xpFer AW AHA30 m FA, 300-m HE)S Adsida AgeE-mgE Lofol=
(gelatin-coated slide) 9ol & F, 7] ddd AAL FulE52d#H(hematoxylin, Sigma, St. Louis, MO, W]
o) B o9 Al(eosin, Sigma)o® @At 2Ea A, dAE AHAL Al dIE S g8
1R, ALdl(xylene) o2 T33P o0, Permount®(Fisher Scientific Inc., Waltham, MA, ®]=f)o] 1A
AAY. 471 A9 el A= Nikon Microphoto @774 (Nikon Corporation, Tokyo, €)oo= 20u)] el
Setda, ZF =0 oAl el Al A (1024x1024 Ao A A A E9] H7]E Axioxision LE ZE
T3 (Carl Zeiss)E AF&38le] MEe Fob ¥RJAEE ¥ Fste WEHQd 7H ARE SHse Aoz AA3
H(Tan 5., 2013). ZF S=ol dal]l Hx 100709 ALAEE AT

(<0

tot

I A3, = 2do] yERd mRe} o], AWM Ee] F7|= ofd mlg-2o vl =] sham B}g-2=o]
Z7te o] Y OH(100.0946.41 o). 47.89+1.61 um, p < 0.01), WAL AA TEAA o}y
Ao gk AgAEe] AAAR A7) WHErt gl th(97.36+£2.54 m, p=0.65 U]. sham, %= 2d).

A A
= WAy

471 A WARAAY 22l wstet @7 A5 wkeol SFskal AT vhA R A 7E AR 22 oA 9
<ol ddEe gv= As HEIY.

<HE 3> Aol HAAE AA o =3 #H ¥t oA
<S-1> WAAL AA F HAM ADSA Al EHI 4 &l

w3bg Hol Mo WY matE Agojsty] Hste], <dFe 2o Vg W &2 e R A Al
A o] Holl o] AATA Aol BRI A5 F7 3.

I A¥, = 3a 2 3boll ueEbd whel o], He] wEoA IL-18, L6 % TNF-a 2 mRNA X (Z+Z 3.11-,
3.12, 9 5.49-w¢] W3}, R%F p < 0.01) 2L IL-18, 2 INF-a o @ulzdo] 42 (ztz; 1.98- 2 3.49-uje] ¥
3l, % p < 0.0D)E oY wp$2et HlwEte] sham =3 vF$-2o A A A S7FE JAa(E 3a E 3b),
471 &7V sham¥} HlaLsto] WA A A6 o3 AA A 3 HHATHEE p < 0.05).

T3, = 3coll yElRd ulel fo], Mol IAoA [bal ¥ (D68 WHETA] o3 Tt wlo|mmFE o}
(microglia)/MFAZIAAE F43AES W, o mpg2oAe= A2 /g 459 vlolaz g ol/nta = T}A]
& ZAstAAIRE, =89 sham whp-ZolA e o] w27t AASHA Frhekgivh(Ibalel tis] 3.87-19] W3},
(D68l sl 7.26-vHe] W3}, RF p < 0.01). 2y, 7] E43tE mlela 2 ZEol/nta R oA 9] e Y
AL AA osiA A3 ZAFFATHEST 0.53-91¢] W3}, Ibalell thall p < 0.01 % (D68 thafl p=0.014
). sham; %= 3c).

<3-2> WAL AA F HAA9 Ig6 B FE R Aol F 9id wd Ws &
BBB Fahd& At
ol 2] & -l
4 A (Coisne

[

1

o7 w319 37 Z718FaL(Popescu ., 2009), X @o]&¥H(tight junction)e] HdL
259 gl &g} (paracel lular) S5 (flux)ol] 93 24 WSo ABy o] Lo =
! Engelhardt, 2011). uwehd, B 252 [of By 2 Fo o] S5 vz

=

we AL
ro e
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claudin-5 % occludin®] ©@¥d F=X& 7 2753 ¥ oA H|slST),

TAHoZ, BB FHAFY ZAHL ol 7led WHE #3159 (Shin 5., 2013), MCAO 6A17F o] %o iz
up9-290] 0 2% I A (cortex) B &S (ipsilateral) FJAoA Ig6 HLFES AR, 50 pge] @l
o] ZY¥H Immobilon-P WX &2 (membrane)(Millipore Corporation, Billerica, MA, W"]=)& n}o]QHE3

(biotinylated) &-v}$-2~ 1gG(1:250; Vector Laboratories, Burlingame, CA, W]=)<¢] U=} A2 35y
oF "k-3-A171 & 1A]7F B9t avidin peroxidase 7]E(Vextastain Elite; Vector Laboratories)ol] ®WHS-A]Z T},
A7) Aol S A8 Image J 1.37v T2 1% (National Institues of Health, Bethesda, MD, w]=)& A}
£330, 7z gad el & AlE A E(FAE(heavy chain)+ ZAFE(light chain))E old A4-3&= B34 o
Y(actin, 1:1000; Santa Cruz Biotechnology, Santa Cruz, CA, Wl=r) W=9] =2 B A (normalized)d}o] &
33T}

B, claudin-5 % occludin® @A ¢£x] SAHE A3 28 EXHS 7] A3 <2-1>9 Wyor 9
3o | claudin-5(1:1000; Invitrogen Corporation) % occludin(1:1000; Invitrogen Corporation,
Carlsbad, CA, "=)9] dxt FAE AH-&3Att.

pat

o

3 A3, & 4a E 4dbell YERE wkel o], IgG BHFES o™ mpg-zo] HIE|A = 9] sham PR{-ZolA @
AstA F7bstlar(2.71-w4e] Wk, p < 0.01), ol& WA AAe o3 AU H0.78-8w1¢] Wk, p <
0.01 o. sham; %= 4a). X3, claudin-5 % occludin @A FX&= =] sham vF-$-20A Aasd a(Zr
z} 0.81- % 0.76-91¢] W3}, EF p < 0.01 of. o 7F), o] wgk gL AA 93] FEHATHEF p
< 0.05 tf. sham; = 4b).

P
N

>

A7) Avhe HHE WEAY 250] HelAe] was AuE A%
Ehict,

d Wsh 5 BBB FaHdol dA#Hol AFE o

<ddd 4> 3PY HEF TE ZDAA WAL AAC AT HEE-7E 959 #FE A
<4-1> WRAL AAN AT B4 By i &<l

e mhg-zolA FEA W &4l digk A A5 dEs dlEr] ke, srieh ol APE st
ATH.

TFAAoE, A7) <PAd 1>elA Az 159t vh9-2E sham v WA AA 2Fo=2 FEsith.
A A7 agelA 7 oukE]e] w2t e 45 Fo Aol A HFA o=
MCAO(Middle cerebral artery occlusion)t sham L9 157F2]9] wl$-2 2 AR AA 259 13vkE] <
-2 E AMESte] S 8N HEASS FIAIZATE. AATAQL NCAO H o] d 5 F(cerebral blood flow; CBF)
BFUEHE FAE Yo 58359 (Shin 5., 2013), MCAO 30% ¥, MCAO &<t CBFellA 85% ool #ras
UEM 2 A#F(reperfusion) 108 3 80% o|A7tA] 3)Eg nfer~wrs x&s19rt.  AA9(rectal) L%
S FARE 2Tt o4S 3EE wj7lx] 37.0£0.5CE AT, dETLe FES sham 2 WA
AA e o]Fol NCAOE Tt &Ftrt. =il vhA, HA34 F3 54 MCA0 39 F, #9290 HE A
At H, FAsta, AFAGA (cryostat) A AANSIATHE0 m FA). SAHoR F8E A A4 (600-m
HA)& AdA vlo] 2 (cresyl violet) & Gttt AM(infarct) F3E olnx] 27| (Axiovision
LE 4.1, Carl Zeiss, Jena , 59)5 Ah&stol S48, 2 o]l 7|3 d=(Shin 5., 2013) 3IA
HH F(post—ischemic swelling)oll 3t HAHE 3 Fo] 7S5},

i
2
2
fo
ol
32
L

o rr

1 23}, = 5a % o5boll uhEbe miel o], MCAO 39 F-ell, 107kl 9] sham k-2 o9vhe] o] WA AA v}

$o7h AEGYIL, A7) F A F0E shand} wele] WRAE ARG eld) AAA s en(32.44
+5.13 mn o). 55.91+4.80 mn’, 0.58-W]¢] W&}, p < 0.01), = A7) Fai= HDoA EHalgloi}(18.12

+3.82 mn’ U, 39.57+3.19 mn, 0.46-¥]<] W&, p < 0.01), DEA(striatum)oIA= 2] 7F ATHp=0.95;
= 5a). W3F sham 2 WA A7 2E57Fe] CBFY xbol= YIATH= 5b).

A7) up9-~ 5 Edo thEk 5 TS )] ofojo] M3 Al (wire suspension test) H IH = A
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& (grip strength test)S &3}

s}
S
o
°
>
[>
[@4

FAACE, A7) dF AP MCAO fre A H 39 Fo SAL, AATH HF

ol sl 5-EJE FTH9 " A2EE AFEE oM (Shin 5., 2015), vhel(forelimb) FE=+ Gr

A8 7] bio-GS3(BIOSEB, Virtolles cede, XX 3 ALgsle] AT, wpg-e] 4% duErt wmEE R

ol B7]= B & =3A s W, Hd ()& 7IEFEArt. 2 AFelA 7zt whe-~= 5l 3|
Aldatiar, Baaks Akl en, MCAO 12401] S 7 xFoRFYH WEES FA .

h=

£
o
Qo
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Aol diaEl EAEAT. MCAO 39 Foll, WA AAE wh9-=

5 Yedioy, BE AFdA 25 BAA] F94L AT (A TH Aol s
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A 187 lske], CA 6413 Fol g6 BHFE L AWel &N vl W AP AlolETbele] why
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4 2 ek st oz 1.23- 2 1.25-8)9) W, BF p < 0.01 o, sham; E 5d). E3H I &
ol ot IL-B % INF-a 9] ©d Fx19] J7he WAAY AA 2FolA dAsA Ao (Z42 0.85-
s}

2 0.79-919] W3}, EF p < 0.01 t]. sham; = 5e).
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UL e A AR, 3 SN 5 T4 KOS 3 gL AT
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SATAT. -9 4 A (anterior neck)9] IFE AU T, S EH 94 F(external carotid

artery)%t F-9lo] Aoz EFFo| ZHEH 6-0 IS AHE At HAFEA B HE R/ 85% ol

Havs AR T (niddle cerebral artery)®] A2 H-91(origin)7h#] A7 F 3023+ FrAskaL o

T UL E BrE HHE] ANHEA AT AR AFFIE 80% ol d s Ejlst, IFE BT T oukg

25 "N IEJAIZAT. 2 WA, A7) v E o] &5kl Y] AAld <2-1>o] TAlE BReR H4Y
d Aol EFIRle] & 7853t
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Zo] WXl AASA FAe R o (A7 3.36-, 2.23-, L 4.72-9)¢] W3}, =¥ p <0.01 o], hxI),
WA A7 25 o5 £V} FUkekAl E9th(® 6a 2 6b). WF, % 6col YERG ukel zho] MCAO 3Y
150 sham @ WA AA 2F 749 IL-18 2L INF-a 9 ¥9WA £XE vwsgS uf, A7) dwde] 4
A7 WA AA 2gelA @A A FAES SRl vi (A7 0.77- 2 0.76-v1e] W3}, BT p < 0.01; =
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DNA

Artificial Sequence

<220><223> primer F1

<400> 1

aggctgtget gtcectgtat 20
<210> 2

<211> 20

<212> DNA

<213> Artificial Sequence

<220><223> primer R1

<400> 2

aaggaaggct ggaaaagagc 20
<210> 3

<211> 24

<212> DNA

<213> Artificial Sequence

<220><223> primer F2

<400> 3

aatgatctgt tctttgagge tgac 24
<210> 4

<211> 25

<212> DNA

<213> Artificial Sequence

<220><223> primer R2

<400>

4

cgagatgctg ctgtgagatt tgaag 25
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<210> 5
<211> 23
<212> DNA

<213> Artificial Sequence
<220><223> primer F3
<400> 5

cggagaggag acttcacaga gga

<210> 6
<211> 21
<212> DNA

<213> Artificial Sequence
<220><223> primer R3
<400> 6

ggagagcatt ggaaattggg g

<210> 7
<211> 21
<212> DNA

<213> Artificial Sequence
<220><223> primer F4
<400> 7

gaactggcag aagaggcact ¢

<210> 8
<211> 21
<212> DNA

<213> Artificial Sequence
<220><223> primer R4
<400> 8

agggtctggg ccatagaact g
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