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Chewing suppresses the stress-induced increase in the number
of pERK-immunoreactive cells in the periaqueductal grey.
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Fxx, FHFOLIKAEICBWTA b RINE~——Toh 5 Phosphorylated
Extracellular Signal-regulated Kinase (pERK) Zff#Z & L, KA kL A FIZ
BIFDLT 2—A 0 T OB OWTRE LT,

MIHHRA L AEG R 5D L PIFDIKAEICE W T pERK S5
BB Uiz, TR AE O 4 DI b Sz ko ik, &+
JIbd HR LK BV O AMETER & RESMAER I 36V N TR [T 90 22 B MM O A3 ¥ L
2o  PRAPLVAZHETTOF2a—A 2 71FIN00 2 DOFICKIT 5 A b
L 2%t pERK SlZ G EMIia s oz, AEZ% (p<0.05) % & o THIfil L
oo BAITINET, FURTHZREDMIEK TF 2—A 7LD A M LA
IR Z S L CE R, SREIOERIE, PR EE GFSMIT, 4
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ARV AFUIE LI, RREE D, RS EDE R EOB b Es &R T
V, Fa—A U ZIIWMOA NV ANELZTE 2 BENRITATHL EEZ DN
TS 28, ZHETHOOLREMNT, Fa— A TRANVRIZE-TESZ
HMNEALZIHITHZ 2R L TER, HlxiX, WA L RIHIKRTEHO
Bl R N AR V| i AR L o (CRHD) 9028 B AR O B0 2 B8N X H 5 73
Fa—A T ZOEMERHIT 2 Z ERH LIRS TN D 2, Fio, HRA
N L RIE, BUR NS I 240 — R b 2 B A k%% (neuronal nitric oxide
synthase; nNOS)?® mRNA HELA M ST DH 03, Fa—A > ZIL T OEEINZ 0
HF 20, WA RNLVATICBIT ST 2—A 71, #HHEO CAL#HEOI X7
VA F af REFBICET DA L AFEFHREOHMA ;< 9, BRUERERIC
X, A ML RTEBIZBT 5 EREUTP) OBEERET 208, Fa—A 7
T ZOREEZMEIT D0, ZNOORRIEX, Fa—d IR ERARA R L RIS
B DA ORMEIRICHE L, A ML AT DA REMENH D 2 L 2R
Do

DMK VLI TP MATE O TR BHIZ & 0 | AMZKGE % FRHEIC AN, 4t
RS, SMALES 2 U CIESAMART o 4 SIS /01T D D, AR HDIK BB IR

A6 2 BSOS 810 & TRATPED I TR O T2 R 0 ZH 70 BEIE T &
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5 112 Z oy MIEBWTHMPODKEAEIZA F L ARRMEIZ L > THEIND
PR OERICEHE R KR Z R L T0D Z ERHEINTND 13, SMAE &7
MU A 220 i (S 9 2 BOBERATEh 20 2 L 1415 IEAMAER 00— i X mlke
FOATEN 2 297 1618), K BV OB AMAER AR IS FATIEO SR T
HTHhD, ZNOOHEFZ, PRALKBEDIRZ e A N L AR D RIGAT
a5 X ZTNERO—DSTh D Z L ERET 5,

AHFFETIZ. MAP %) —+t (Mitogen-activated Protein Kinase) ®—>7T
& % ERK (Extracellular Signal-regulated Kinase) @V {5 ERK (pERK)
ZISEPEARGIIAOFEAE & LT 9205 Z LIZX Y, A FLATICE

FEF a—A L TR ERBRE LT,



BB XU HE

FBRITIL 7 @D Sprague-Dawley HEMET ~ &2 W, =i 22 3CIZHH
LT R T 12 R O 7 )V CHIlE LTz, AREBRIZAPRIEE K78
B E B OEKRE 2T, B 28 ERIEE 28T L TiThhi,
EpEmE o b —ABEO=T), A R L ADOLOREA N L AREMD=T),
PRA RV AZDT COARICT 2 —A v T2 ST A NV AT a—A 7R
=TT Tz, RPREET » NI L7evo7-, ARV ARE, ARV AF 22—
A U TRETEECHE > TRER PV AR AR LTz, WA b L RIE, KREOR
— FA8X25ecm)Z 7 v P ZMEMZIZ L, MEAEFEET S Z &tk > THE R,
AR O EFFII LT 45° 12725 X912, BEITEPMHICK LT 135° I
RHEDICT =T TREE L, MIRA N ZAZ0T H5RMITWEDORLESSE
IZLT150E Lty A MLVABHIZONLES 15 ki L, A L AF 2—
A TRHIARA P L AEZ 5 X T D HIAROBEAZ W EEZ, R b L AAMTK
THEBIZA VAR, A DLV AT a—A v 7 BEmREOBETTE E & 1T > 72,
TR R AR X, Box OIBIEIC X VITo 72 20, EBREIE hovL
v % —/L7F b U 7 4(35 mg/kg i.p., Wako Pure Chemical Industries Ltd., K,
HA) TR BB L. 0.9%NaCl TROLANICHENT, D%, 4%/37 RV LT LT

b R,0.2%tE 7 VY UEeAEETe 0.1M VU U EEF N Y o A EETR(PB, pH 6.9) TR



EEZIT o2, WO ERH L, ErEowfl (G. Paxinos and C. Watson
DZy ME7 M7 Z2ZBT L7 V7 ~BBEZ£-5.3mm), BLOTFLORAT
L~ BELZE-8.Tmm) THEI L, 3 71y ZZyiF, 4CT1~2 AR, A CHE
EWR CHRIEEZITo 72, PB T L, 20% A7 n—RZiEk, FR7 e v 7 (F
)& 3G S 7m0 =2 ZAWEES 30um OAT A A EVER LTz, 38 1D
A ETXTED, 7V —Tn—7 4 U 7 IEERONTREREEZIT /2, Ui
1Z 0.9%NaCl #%&Te 0.1 M PB(pH7.4) T—WeptiF L, 1 &KFifk& LT rabbit
polyclonal antibody against phospho-p44/42 MAP kinase (ERK 1/2, lot
number #9101, Cell Signaling Technology Inc., Denbers, MA, USA) % £ L
o ZOHUKITY L L7 ERK1, ERK2 ZMHT 528, JE U MM
L Z2u, HURIEAIRAEEE 1:1,000 T 1% V707 I (BSA) & 0.3% Triton
X-100 %% ¢e PBS (PBS-BSAT) CAMR L., UIAIXZ DR T 4°C, 3 HREIXIGE
7z, PBS |2 THeE#%. 2 Wwhiik(biotinylated goat anti-rabbit IgG; Vector
Laboratories, Burlingame, CA, USA)Z TAR{%=R 1:1,00 T PBS-BSAT [Z A& R,
IR T 1 RIS S/ 72, B % B PBS TUEH4. avidin-biotin-horseradish
peroxidase complex (ABC; Vector Laboratories) % # R fi# & 1:200 T
PBS-BSAT (24K, =i T 30 43 e S ¥ 70, PBS Tk, Ulh % 0.02%

3, 3’-diaminobenzidine tetrahydrochloride (DAB) .  0.005% hydrogen



peroxide % 572 0.05 M Tris-HCl /X 7 7 —(pH 7.4) T 5~10 57 I 5 i 7=,
Ui FA=rTxtfa L, 7Aa— LTk, Fae— L TERL~Y
—/L(Muto Pure Chemicals, B, HAR)TEA L7, EBEMEOHKIT T
TOYt LG R (K 30 BO &V, BAMEERE 3 100 f5(HEIR L o X 10 £ X 3t
LU RX 10 ) TBELENL T b Ui, FIMLR B AR 0 58 FURR I
DNWTIET v MgT b7 2% LT 22,

FeEt oA ix SPSS(Version 13.0) & AV T2 72, —JeBLE S AT X Tukey’s
honest significant (HSD) test (27> TITV), p<0.05 % & - THZEGMMIaE

DEEFE EHRR LT,



o SR

oy b —VEETIE. PMTOR E O pERK S BRI X T d o
oo HHLIKAED 4 Kiod T, HAMARE & R SMARE o F1 i oL R BB
LlRZ < O a3 822 < (Fig. 1A, D), SMUEER & & ARSI 135
BRI X DT CTh o 72 (Fig. 1G, J), IESMUIER O RNIX 2 < Bl &
NIIZHEL LT, 2 he— ORI .OK AE O pERK Sz IR I
o> 3 X % & o3 h LinBlsg Shie - 7= (Fig. 14, G, J),

ANVADOHORETIZ, 2 b — /LR L B LT, RRIZEAMARES, IEAMA
RO F LR T X 0 %< @ pERK A 4 5 7= (Fig. 1B, E),
a2 b — VT O GHERIRITAEEE., 20 LIE=AEE 2 L TV eds,
A RV ABETH LN D GZEGMEMIAE S . U LBR AR Lz, MU
JESMARE TIE. pERK S BHERRMED LV 2 < Bl s, L snT
W7z (Fig. 1B, E). 24 6 O%IZGIERRKE D TAIRIT G 2T 6 DR LD o 12Dy,
ZHUTMA T, MIWESRIR OB G b Bl SNz, 2 br— LB Oh
I F IR BB IE S O K 9 72 0B R I Z < DT LB b o 7z,
ARNVAF a—A U 7RETIE, 2 hu— Uit & [FERIC pERK S b5l i
(XEESMAES, PESMAS TS 2 A b L ABUMBE & L4 5 LD BLBlE S

nolz, SEBMERMEDOREb a2 tu— A LR TH -T2, TRbbBIRR



DO A T IR BRI D BRI N D I b b BT SRR OGRIER
PERRHEITIZ E A EBIE SN2 o 72 (Fig. 1C, F), 2D X 9 223, i4MaREs,
JEMA CEA T - 7223, SMIE(Fig. 1G, H, D, &N (Fig. 1, K, L) Tl
BB TldZeh o7z,

H IR R C R VBT 0D 2 412 4L 0D X 18] 0D S 5% B e 0D 25 D AT 1 BRI BB 2212
Lo THLNIRERE —F LTn, Fa—a 7M., EAMIERICRT 5
A b L AIZ K % pERK G B AR R 2 o 80 2 #nifil L 7= (Fig. 2), TMAIES T,
PR A N LA CTREGHEMROZS ML (94 = 9) ., Zo#EE=ay be
—VREL L 170% DN TH o7z, £ LT, A LV ARDOF 2—A 73
ZO¥EMAZMIH L7z (38 = 6 p<0.01), ZoOffafud= s~ — RO M
BRI T Do B L L L T8 £ 10), Z2DOF 2—A Ik D
PHNEA N U AREE B LT 150% DR Th o7, /o, R IN®3HH o
FESMARER T, R MMiatix 189 = 6 TH Y., ZoE=a hr—/LRE
R LT 130%DIEIMETH o7, ARVAFTTOT a—A 7138 H 7=V
DEFEGEMIEEIX 130 = 12& 2> br—/URE (82£32) LJELIL T\,
TOFa—A LI L HMENIA P LU RREL IR LT 45% DR TH o712,
FAMAEBIZ 31T 2 3 b — LRELFSRA b U ARE, R A R L AREL X b L

AF a—A U THEE DT p<0.05 b > THaFRIRAREEN b S TZh, 2



fa— L ANV AT a—A U 7HEE OB T F R B EEZ TR o T,
W AMATER & FEAMAEE & 135, A b LA F(Fig. 2) TOAMAES, & WA O
S B E R DO BN IHE B 2B B E X e o T2, (- T, ARV ATF 2—

o 2 T RED SR D B b SR TN e o 72,
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AWFGE T, A NVATTOF o—A > ZIXEIMARES, HESMARH H AM LK A
IZBWTA b L AFEFEMED pERK S0 5L O I Z ] L7223, Z ORI
(FAMAES & NS TIER O bR o Te, Fa—A 7 ORI
SMAR(150% D N W TEHA Th oo, ZOZ LEF a—A T OHAIC
FAFF R80PI VIS IRAVTTEAMAER CREIC R E W & 2R T 5,
HRM DK BRSO T 282970 & ORI DN B B A 52T | RIRFLISAd R
Bl 2 X RE IR R 2072 SITiEST LTV D, MK BT A, A5H
T8, EER&GRO L hu—b PIERIG, £ L TREFEZAOEZEOME 72
ErGdl-Z< OABRERE BB L T D, cfos XU R EEBIELTDH L,
I RO K L D REAMBIEES 13 P g R DR O B M I IR S E T 5 2D, 2
OREHMARE O N LHYRREITE B (| EE), JTEBMR N O K 5 22 WARABHE R
R 5 142829 X 5 (ZREAMAI M LK VLI B -N-oxalyl-amino-L-alanin
(AMPA 7' V% X U BARMEENER) 2~ A 7nA V=0 ard58 72%
D~ T ANEEE DT B AT 30, HIRA N U ATMEIMAR O pERK SaZ b5 A i
DEERIMNSED 2 Eb, A ML RIE, B2 5 < FRetEE R & RO A
FUATHY, FZ2DOLD7RA ML RITH LK BB ORESMARE 28 L T

OGS IS L, ISEATENS B L TO L ARERH D, —75, BSMA
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HLETEENDD, WHMUEBILIR A O PTG o 2 > b a—/L 161D .0
FRYA b L AR XD BRF RO A D= XA LICEHERIM T 5 3D, £z,
RH & OMliE] (R LK B O RS SMIRE T e-fos & w87 B3 B A
WSt 2, 72720, ZOEIMIEIMUERIZIRE Sz o TidZew 32, #544
TS & SMAR O — SR I FEMRAO B TE & 2 = U REAMAES O — S 1 T AR B 4
ITEIA R 2§ 19, 6o T, MU & RESMAIES I TR F 7o (I BA RS2
DOBREOPREICEHEG L TWD ERBIND, 2O X 5T, HIMUES, &Ml
HC o pERK Sy (Ml ia o0 B AN ZAERBRAY & 72 (I BAS B ENIG 2 DIRIR D 72 8
OMREEIFEICE G LT D 0s LR, Fa—A Y73 HEA L RICE D
Z OIRHIAEIN K ORE & S 25 28T 2 AlietE N & 2 b b,
WEOTF 22— 7, Wbpb T T F v X AT B Tlde < RREE
PEOWELDRST TA T 4 v T EERSNTND 33, IFE, 77F A AT
A2 MU A DOAETEE T D LRI TWD 39, RIICTF 2 —A » 71F
TIxFVALEFARROITEN TH L BMEEMETH D, TFEOWRILTF 2a—A 7
[TA ML RISEZREILTND ERESNTND 25, 2 b L A 3RS =D E
FRREARTTF R, RVECOEEBZGIEE T D, FlzIE, WA R L ATHURT
S LFEZ T ORIE BE R VE Ui A VE - (CRH) it =2 —nrm >

DEZEIEMEE, Z L TF a2—A 7132 OME I+ 5 2, il —mvs
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FOHEE#E (MNOS) @ mRNA FEIUIH AT L0 HUK TECHINT 223, #K
FOF 2 —A 72 OWMETHIT 25 2, FERICHHRA b VAR TE T
c-fos X° pERK &G EMila 2 s, Fa—A 7 OHIZTZ DA L AFH
FEMEHINZ T2 9, F2—A 7D Z D K 5 RERIINIZT TR mETYH
RO BND, BYERHRA b L3RI BRI A LV L (ACTH) R 2 L F a2 T
B OMPREZENES L3, Fa—A v 7132 ORNVE S OHINZ 9
LIENTED 3, ZTRNODOHRERREIL, Fa— A ZITFURTEHZE L T T
72, I FLK A 2@ LT A b L ADRK TE 2 5 Ok & 2228 b & B S
HHZENTEDLHZ LEZREL TS,

MAP % F—+F (mitogen-activated protein kinases) ®HT#H., U kL
7= ERK (Extracellular Signal-regulated Kinase) pERK) (%, &K T, &/
Ty, MRIZEWE, T L THNY Y LA FUTRAD K D k% it o 7
TIATKT D ISE MR OFRIE & LTl T2 3642, ERK O U L
DARZANIEHETHY 3530 FEHRERFICL > TERRLIGELELLNDD
pERK I A N L AZHT 2 I0EMEMino~—T—& LTHRHAINA TS
4346), BUBRTRVN Z L2, I OFUGEIEIT A b L AOFEIC K > TERRZ BN
%o BRI, FREIKUKIXRTEERTE 23 O 7o BT R E PRSI T D pERK Z i =

5 DN PR A LRSS, BIEEATE . HHREIECE C pERK L UL 388
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T5 40, ZoOZ L, pERK BA~v—A—L LTHRIHENLGH. A ML AD

>

BRI L OV DOJRERIKNC K o TG D 0bikfifiads L OV EIE A M L2

BHIRERND D L) Z R Eng, ERKDY Ui, LI
BRGME= a2 —a ORI SN TE o cfos DL D I X LR EER L I
ND EIFFITHRITE Z DT U TH D, FEERIZ, A ML ADDT N 15457
DN KIERE & ST pERK LULENNT 5 Z E LT > TV D
42 R A b L AR FEESEE T 15 B O E—27 21 - T pERK $iE 5k
MR Z RS TS 9, ABFZICHBWTS 15 45 T TITT T LK A D
pERK SSZ 5RO AN 5, Zhub 2 DOMMEEITIER A ~ L2 2%t
LTHFFIZISE L TWD Z EBHEREN D, AT D LA~ LRI KT
IRV, R FEE, £ L TRBZE L MOMEIRKICE TR F L A%HE
R pERK UL EENEES, ZLTCA MLV AFOTF 2—A 7T OPFHIT
INBHA RNV AFEEROENENHT D ZEERBR LTS, o T, Ta—

A TIEA NV ARFOEATEIO —-2>Th 5 W REMED RIE I D,
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