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genotyper™ & /o, ¥ — 7 OREHL applied bio-
systemns L HEN o — 7 = A% (ABI310) 124 5
HEMEH %1772,

[fREBE AN DR
MERDT TR EEA~DA T+ —4 K
Py hoRERE LTESR,

(it g]

TR MrHWIREBR TR, JofhES
BTy A7 L0105 =T, EBICW0BEL EOHF > 71
BRI TS EBES S OEBY S TS
% (PCREUGH 2 H T —18 2R & DB AT §ET
o7,

(& ]

REBUTEEIZ X 2T, connexin26 ¢ mas screening %
WEETH L EEZ LN AFROBERIIL LS A,
O EDERARE LDV ERETE AL S
BH%, BIE, FARICEAERM s h R T S
ZER Lo T HEBHROMBTEL L AT 4%
o e d EIERLTEBY, 29 LS
Btz - R BB 2 B Th B,

fE3k, ZOX I RnFRIIzIE ) FIREES
MW TERT &7, 2) 7VAEER (ARMS)
PCR 75 4 v—% M5/, 3) mismatch DNase
T O OBREH VL Hihe 0TI lE s R
T b, HIRREES & Hve 2 Fikid Mo o Fhik L
THEEHM TS HOBREL IR & ITIERER D
%o ARMSPCRIZ 754 v — & Il ED®RE
PRE TEML PCREMFZET 20 ERHETS
o 3} DHFSHER OB ICAFENEREN, 407

Ui i cidav, F72, FEEMIZIE gene
tipZ & V- FEFHEES LRI EFELZ LN
B, SOF L gene tipD X 542, % oL
FEL WL 3L TwWa 0B EHTH Y &
Mo, KEELRELSENICL - TREICEHS
AEw) Ay b EFLY L, L L, BHEOME
TEEWT T BRI CIn T 2551013, Bl E LA
HTOWL oD ORBES I W TRE ISR 240
ENHBH, B2, T LoHEHmE, HERomEE
TRAGV =2 7ERLES I, BEO)A 7
BT ALODERMEFELERY AL LI ELL
25, [BETBE] & v % nfEEES 4+
AT (A2 ) =20 7] L nwdE2HITE
LTwWaESd, EwIMERIIY>WTEL LT

REZ S, Thbs, [BETF] Lvd Afos
FRiZ G Bb A E A 2 b o TE THE 520 5 7541
GRERNGHEZRETIIRELAE LR &
VPOV THRFE ERERETHA I, HEHEET
DML, B ETHREROLEATHY, B
WISHIZEE L TR0 E SRy ER o i
Ho7mOTHEBTLIETLRNTHS I,

(#  &®]

TR E L 260 —IEHRE DR M & Ry
L7zo BEEEOBEE A58 2 HIRE O 5 Eremss
BWTED LSS L o7, B, ENTH
HENTWL—EREROBRE Y AF L EdHbET,
R CERCHRHET L FTOMEEIOWT
BHNTH D,
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LTWAaPERET 2 L, FORRMAEFEIZHE
LS L7z, FORE, BEBEHA IR TwaAE
FEFo3E I hary FYTRIEFISSSEER LU
FF Y 6B IETEROEENS NI EFE L,
o ine T CT TSI A &1 ) R Cllms
IZPDS BEFOERNFLPSNE I DL R
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CIEBENGFRIEFODESE LVERIZLD,
T T OO BRI OJE BLR R 2E &
NIGHTW5D, SHIE s s FREFNTiTE
FUA LS o E 52 2500, WY BBl UNE T
W PDEENEH L, S, R THT HEEEE
IWEDREINLOMETIYE LTS P ERE
AL, FOEFESRIELRE L/

(AR FHE]
(1) BEo@ETERONE

k% SR T AR F A RIZPDSMET, 2
hoy B TEETFER, aAF Ly (Cx) 268I(=
F, 14 Y MaBEFOEE LM L, &85
DIy DIRGE RN T T 4w =l L ) g
L, Heteroduplexi: 3 7213 — 7 2 v AT H 2 &
Lo CRIETERTBELL.
(2) HERA

HE 2N TVABRERBETO S BEFAROSE VI
ko1 B TIEET (1555, 3243, 7445), 2 A F Y
V26 {5 TF, PDSMIET-, 34 ¥y WMalEiiEs
OSSR LHE FRERRIT L IRET L.
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-85 K @ =
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T BRI SR

[ DEE]
(1) WIEFBMF, WAECELTEHIARAE®EES
BIUT A) A ANEBEZEEEZOREHEEIILLY -
mEEEA R LIRS EEDA Y 74— L VT Y
Ly FEBTNES,
(2) UERHZREE I LT GAETARSE) of
BEBSTHRIESNTVD,

[(FRfER]

(1) PDSM{ETF

Pendred 5EfERE 9 % (13 fEM) 123817 % PDS &
EFEROBNEIT - 725558, IFKRPSHER (89
%) (2 PDSEIEFOERNRVB SNz, T4 (E
BEAE R L - 2 IR | FEP 9K AD S
L 1LESR (58%) 12&FH108EO PDS BIEFEE
A E STz,

(2) 23F> v (Cx) 26 BT

B R ER{ET I e & A MEERA3SFEA P 1
HF (31%) L CxR6BIETOEENFRWE SN,
(3) 2 by FY7HEEFORE

3 hay R 7BETFESE (1555, 3243, 7445} @
3 H1555A>CGEEELHFHFOMEAINREL L { Akt
ST AMETHMBAEDH I %I, $7 I /M
Rl X AEETELE O 1/ 3 IIERSMRE SN,
(4) 343 rla¥fEzF

et REVER{ETRR A E A HRAD 195 R (19
SEBD B XU Usher EBEEE 2 &R (24 D214
FlizowTHE LA 4 yTa#fZTEREIR
WH s AT,
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(1) PDS#fa

PDS &% 7% Pendred SEEBED FHHABLZ T TH S
Ty AL R FLA, Y I AF Pendred SEMREE I Z B ERIZET
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FEREWRKEE) CEPHLPIIE-TE TV,
FOL S LERFZEZEDLEL L [FIERE LS
o 2o JEAE I HE TS | SE ] & Pendred fiE B 12—
DEBFHTH LTS  HHREROMITIE% <
DRATEPHFLET 2HEENEL LN, F /-
H723R, 2111insGCTGG AR 3 [RIEKEH A TS
REIE | 35 & U'PendredJEBENTHIZR N2 b &
O, BHREEICETT24 5 —00BEEBEFIEET
LU EETE, & % vrid compound heterozygous D4 %
D HOERPFEHMABRETART > T2
HTRETEDE 2 b L, SIS L 72 Pendred SE (BB O
BEOERBICEL TR L E 2 A&BIZRIEK
BURPREO LN IOFEIFERRE Y2 T4 £
TORCGCBREEIIRY S22 EFHO AL ko2,
IS HOER TERRBIZERT LI LS 0L
ENAEOEWE (b b Mondini B ) * k-
TR I & LECKOER 2 i3 FZHBIC S H 2
ZEFHEER ST, FhSERVE SN ER
DIEEATEECRICHESA T WERTHY =
DEBEOFENVERRIOZE & BEN D 50 et &
=% (AN

(2) 2AFTr (Cx) 68EF

BEOLZAHELEET L BRI LIRS
¥ (Cx) 26 BIETERS T T HERE SN TV A
FTL T~ FDNAD3-3ISEED ¢ HDHESET A5G
(7o) O 1VEPREY S 35delG (TRRIZE D
30deiG) LIEENBZEEIFIHEENSE (EHSR
TWd, HOROEE CTIIF RS EEL & 2%
KEOHEBERZADLERIIZOBERIBE I L
DHFEHFHY, ZOBRETHSE Y OEE CER
DEMWEZIIROHE SN ATEERRE LTS,
AEEE 7 BEOBEFEEIP S DIk o 0,
FHZ235delC ERITIEE T L LOH 13%IZ BV &
N7 HER S B 2 & IZFOR AIZ 4 \135delG (30delG)
RERBAVEENTHARANIEAHLEETHL L
WHLpE L7,

BRSSP0 L e R OB B RS WAthis
RIE CEHOEREFHSIIL b S TEESH
SEORELZ L TOAEFAbH Y, BIEORYTIC
BHORET (HEFHLVIZEE) 5L Twa
REE D E 2 H sz,

(3) by N TEETFOER (1555A>CHER)

BERELT o722 25 1555A>06 HERME
RESHHESECEE L 2TREL S owWlET
D—=D2THLIERALDPER 57,9 40 MASA
EERAVI NI ) TRETEEOA Y ) — 2

AT LRI L, BEEYH — FOBRMTIZ L
LFRFEER L TWEH, 93
(4) 34y Maiz+

Iy Mal{ET- 13 UsheriEREE [ bEI O A &
EFELTHOSRTWAD, FEFEEIFH
(DFNA1L, DENB2) 2% 394 & o a @ F R
WOLNEHEN T2, FTHFEROEEERE
e & 2 HRADBERR (DFNAIL 2B\
coiled coil regioniZ B+ 5 7 L— A3 7 NERHE
INTHHIEDE, HRAOBBEERRIZI L v
Ma@ 2 FERPRCHS LTV DR $H 5, L
PALERDOBRFHTIEIF L > M aBEFEEAR Y
BENddho/ll bbb it ryNMafiETTis
FOHRARRIIHBEH THL L # 2 5N,

(# &)
BEEZIZIEAORERAETIES LTWE D
LAELAE Lo, TG OEEBRETFREL
THRONZHERE, BREOBUEEIEODT D
ZENTREE R BTHS D,
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NESE< ™ A THEINT
Plasma Membrane Ca-ATPase 18154 &

sHan SE4

& (umEArR T SRR

wEmEE = B W &-FE N OHE W

£

(REE]

NEFHFETRALLTREINTV L Wriggle
Mouse Sagami {(wri) (23T, Plasma Membrane Ca-
ATPase type 2 (PMCA2) BIEFOEE LWL
ORI 2 E L, TRE Y BEEZETF 1234005
TRLRFELN, WIETATF I JEETII42MDYT
NFIVEN) VBRI NTED, NEATH
BoBITABERAKOREEFIETL TV,
PMCA2ZBIE it e Mol Tid s 3 fem iRl i
T 505 FABEEFREECL>TAHELLE MREE,
HEFRIVIEIREER TV R,

K5iEA=1:0]

v P ORI EON 6 SIAREGEEES
b Thh, BEEEEEFOREE, HEEDOZ
LWERSBREORERICEELRbLNE, A
HiARSTEhviliysd sz, EFVEYE
BV SATRTh L, BEE TID, BETT
N AR E o TRIE S L7z FEEEEG T
s ooz, SHEELE, HESFETEDORE
RERTY AwriDRBEFBRTZIT I 2 &2L27T,
HHEEEFORETITY, TOREFREENPLED
5 OTFRREBRH A A,

[(REAE]

wr I AR ETG R T - VBT THIEE L,
RS E D ICRAEEEIITHEA L /2. TaKaRaRNA
PCR kit t2T# 5 #1172 poly-A RNA X ) RT-PCR =17
v eDNA %7872, PMCA2 M5 #ELH] (GenBank No.
AF053471) L 1) 19845 primer #{EH L, PCRE
Wik FEEite, BB — o TaEERT T
g L7, REHAHER, BEMOGRERT ZFEMH T
075 LTHEL, FEEEHRIIBITLRENVE
FEL . BRBEEK MAKO~ Y ALY/
A DNA % PCRIBHE L, Vallil & % HIREERRT

PEER (BiamE A SR

o7

MEBER EAEMBETICHB L, HiPlasma
Membrane Ca-ATPase 516 (PMCAFIMF) #H 70 5%
EHEASWEBRTITo 7, BREIERES L - -
BEELEH L,

[aTEE A DECE]
EBI A BT T, WTE D %8 ORE
TR S AT o 7.

[(AFRfER]

REBESRIIBLWTERMMNO T BT T
VICER (GI1234A) STV, GI234A ZEHEITH|
PREEEMMN & 0RO <Y A ZixA oY, B
FHERTRNI E D RSN GI24AL L o TT
I BT ARMII BT LY I VERP L) YL
BRI T N,

PMCA FLRIZBF R T IEAE BB OFEE LA
EMELOMBEIE R INLD, FEEFEHT
BRI A L, NE B RENE
L E IR HEEL T (1),

[Z %]
WEHBYY AL LTHEE SN TV Zwild, R
oW TIHEMEREE L, TEHEFCOVWTISHE
BIEETH, T2, ABRBHASWTERBERELIZ
EHAETL I LI HMTH BV, 1998 F wri & [EH
R ASEME R, ITEIRESSEREE T AR
2T~ " A Deafwaddler (dfw) =5\ T PMCA2&{Z
T Lo AERARESRY, (ZIZFBECREEL T
@ Knock-out ¥ 7 AL HEE fTRHIBELTETH L
PG ENY, Lo THEABDFE LV wrill BT
LRBEFERSEET S EFHESA, fiE0 LD
IR TEEVEE SN,

Y LK Y SRR ERE R REE
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(BT A, 3FIONEERROMEE (KA £ 17 oRAER

Ot (RIA) PE ENRTY B, B REREHRY 7 X, AAETHBOBTIRE ST, NEEHIE

bERNIIBRB INEDATH L,

HoTWnbEEZLNTHD, BEEMRICIBNTD
HEAEND I LD - TR 8T L, HEa e
WsAEEF v 2L - BEESEF AL EHMLT
N APENICTEAT S, MR ERE
TAEHNYTLANT (GEHE/NNIE ob i
T AN S NS, HIFIPIA LS AR —H
FL7=8, PMCA 57V AHEREHEIC L » T
WEEZR S . NE A MR TIZPMCA2 D FREYIC
BHRLTWLEOMENDH DS, wri Tid PMCA2 L
EFRFIZL 2 THL T Y AHEHRCBEFE L,
HMUOWTIHENEOREEE ST LN ER S,
LhERTREDERBAEEREOREERES,S
PMCA2 12 & &5 3 dei iR (p25-26) ICFEHET 3
ZEFEGhoTWVAE, LB LEOE A AT
) REORERGEFPEERRITV V2 LT
Wiz, Sh e bR BATEEEA IS ) v T s,
PMCAZMEF-EEH L MIBITAMBORKIZ % 5
HREER D B,

(% &l
TR E 777 A wrill BV TPMCAR AL BT B
PR ETH -7z,
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[(FREE]

EMTEIME I AnEREHEEONEN TN
ELTHBINTWES, FORTERE, Tabb
AT ED L R BFECHEEMICEET SRS
B EG BERIRBAT TIEL AL SN TRy,
Ambivbii, HEELVEY MIEKKE (115dB
octave band noise centered at 4 kHz, 5 hours) %5 2,
WEAERRE LR, WP ME SRR L MEEOE R
FROMMB OEEHME T (AP-1 ; activator
protein-1) & #I5E L 7z MR8 12 X D W ERE 1
EBIUMBESRIIBITS AP-1BEREEAIZERL
72

EiigA=1:ch

AL BWTHRATESEICL 52 3RS,
WhDASEENEN AR S AL LT 7YY —F
DHLOBESEITREESNTHWES, 7Y —F AN
n EOMLIA P L ASEERICRITTEYE, AU
FLPHEE RO MG ECHREIIES L
B 5HEES, FRASARATH L, BRIz h
TR R UL ICER(UES A R L ADSHIRR A D 24
B BT IR 4 T2 A PV AIRE Y v
FREFEALTELESE I /RGN T D,
2, FNHAMLALES ¥y ORETHRHD
HHEIE 2L 5 ODNAD LD 7 HE— ¥ —HIRIC S
W, DNADESRIEHE T LRIt —F0y /38
PIZE 0T NE I EFREINATVWS, RIFRD
He9id, BECHESTA2NFMERT aEns
5, BMATRESOBILMA T LADL T VE
EREOBYE, BETRBENEEXOEE, A ML
ALERZETORE, REFRLED &I TN
RGN REORBELERTLIZ DD,

(WA il
T34 TLVEREEOFLTILVE Y ML,

PTS (permanent threshold shift) %#2Z L 5 % 115dB
DAKHz 2 Pl TAF 75— TNy F A A%
TENTERRRT T5BERE L BRERER,
5 (T WTEE, WA E R LBRRER T IR R B,
WV EE, RUTT & oA O m Lok, HH
L0 AR R B L, T oMIRE AR
hOESEHIMEFO M TH S AP-1 O DNAK GHE
%, AP-10 3 vt v AR HECH] & F5 D 2 KEHDNA
TO—ThEWEYVBEES T T v AI2LD
BRHT Lo T 0, BRI £ H v AP-1 OHERL
G 2287 O—2Td be-FoslIHt 5 AR R AL
ViFr A== 7 Ty T o7, & Blilc-Fos
mRNA (3385, cyclic AMP response element binding
protein (CREB) 1) YEfbiZ L EFESh DL Z LI
% 1) phosphorylated CREB (pCREB) (Z8RINHLA T
Wi Ay » 7w s Ay FEfiot,

[HIRE A~ DECE]

AR 7214, Guideline of University of Michigan's Com-
mittee on use and Care of Animals J UFBFHE 3528 K 22 fe
FEEMEER A A KT VL LATD NI,

[(E#HER]

np CREEE 72 AP-1 70 — T3 E B E, IR
FHRIBE R TN b MR O & A4 DS EILIH LT
Bl ol dEatee R U7 (H1). skFAMICED
AP-1/DNA ¥ & 1208 - RE 0 LRz B U 2R LRI BE (2
WTHZIL R L (H2). T MEETIIER
H BRI A LI o i, o-FostiCit T AHuEE Blwv
foA— N7 BT oy A T, BRKEARICLS
AP-1/DNAZE S D F R T c-Fos DS Ay I B 5 L Tw
BIEMNTRBEENS (M3), LA L&A %, pCREB
W T AT 2 Ay 7Ry F Ay TIRBREEN
=& % AP-1/DNA &0 EH O CREB J Y Bk & @
MiBEEs bR b o7 (M4,
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AP-1 DNA binding

Organ Lateral  Spiral
of Corti wall ganglion
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of cochlear reactive oxygen species {ROS) in mice ;
effect of noise exposure and cochlear ischemia. Assoc.
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Pituitary adenylate cyclase-activating polypeptide
(PACAP) i, V¥ I VBRI DB SN LTELAD
MR N > 7 v T AR O & B RS
RTF FThB, ROBEEIIVY I iRz
TWAIBFTHEELHE S H- TV E I LARE
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CowTHFAEWPNFRET BB 21T 72
PACAPE, J -+t ¥ A EifERg & L5 Sl il b2 58
WASH SR, FOLETY—DOFEHRS RT-PCRT
M ENI,
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Pituitary adenylate cyclase-activating polypeptide
(PACAP) 1, ¥ % L F /7% T,/ vasoactive
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WANERGEMH, MEERERET L LTEE SR TY
202, BMEPACAPO L 7% —ilid, 3 &
(PAC1, VPACL, VPAC2) PEFEE TS,
PACAP M BRIEVRIE Y O &z, 7 ¥ 3 VBRI
NI 3= (P b3 i e i A R L R b R)
BV, FF I BRI, BRI BT A RO RE
WETHD I LDE, PACAPTIRF B VT APHE
FEE T & LCEBEREHEH S T 5T REMN S
Do BEERE, FTHEBR: LTI YAWREIIBTL
PACAPD I % RT-PCRIEIZ & W RET L7k R e ¥
) jr, BAEER, T v PBEIIEIT5 PACAP
mRNA O EfE L PACAP Lt 7 ¥ —OEBIZOWT
WET LR T 5,
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RT-PCR#: | B id, 4KIE 100-120g D wister 27 v
F AW, v Ty — ViRRRELR, WEE LB
AEHH, RNA T, SEmEELIZL D cDNA

W (ErsE AT SRR

AT OHE B OB

B e R

» & H L7z, Positive control ¥ LTRE w72,
PACAP & PACAP L & 7% — I Z N FHUFRI L 7
F 47 & HWTPCRFATV, 56 WAz PCREW I
THU— R VBRI TEFO 4 AR L7,
RNA probe D1ERE : PACAP D PCREW %7 5 —
TIAI NIRRT -2y TR o7,
¥E%4 1 77 recombinant plasmid % 38 24 2 HIFR BRI T
i #54L L, In vitro transcription (2 T 3 ¥ 2 72 VR
wnd sy AL T yF s ARNA 7O — 7 EEKL
720

In situ hybridization . wister 55 7 v & JikE:E, 4 %
NS RVATANTE FH05% TV T — LT AT R
BERTRORR L - -k, WA s LRIEE
TR EREE L. BUKER Y7 7 1 T u
L3mEDEH FER L7, B/ 9T, 20pg/mi D
proteinase K i T 37C, 30 WLk, WH L
cRNA 71— 7 % —Hf4a5C CIIe & &7z, iR, 7
AN TF AT T PRI IF L UK
RS Ao, BERIGETT 272,
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L7847 770
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RT-PCR £ : PACAP £ #D L ¥ 7 ¥ — PACI,
VPACI, VPAC2 T _TOHEME 7 v FMRFTHED
2o T FEACBWT S E DA XD PCREMHEE
ERoW (I A

In situ hybridization? . PACAPT »F £ ¥ A 7T —
7 % FA 72 I situ hybridization i5C, 7 & 2 HEREETH
R b A SRR L It B2 REo H 7z ([ 1 ).
BRI, MRECRELTRSOLN , LA
T 7 ERIBEEURE TR, FEMNCIERD
Lol
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PACAPZY7 € BT IR Lo 2 L3, &
AT F FRBEIL B THIERSGRTF L LTERAL
TR ISR S N5, T+ v MR 2
W, RNAEEMBEPSD VY 32 VEEY 7O
HICBIS L, Ow TR BMEBE oM S B
b TWwaBA NS 5, WA MWETIH,
PACAPZ LS 450 AR R A0 5 1A ) & 7Y AR 2 s 3
N, M Z (autocrine) %PV 734§ (paracrine) =
VERT LT SO EE RIS S LT B A
LEZL BN,

PACAPII 28 W THIIESEEE T £ L TOMEEMN
FEHENTED +), YLy 3 VB L s BBk
WS S HmEE L UTHRICH bEIRF S S, 1B
ZBWT b MRS AT P L LTR
FEFE U TOBRERDE . NECBTEL 2T
5 — O & BRI E L oW TBAERE R TH 5,
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Tt A HIMRG & E R I PACAPD B
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VT, TN E MR T & LTHRREL T
WBTEEMATRIRE NS,
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2) Arimura A : Perspectives on pituitary adenylate cy-
clase activating polypeptide (PACAP) in the neuroen-
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48 : 301-331, 1998.

3) Stella N and Magistretti PJ ; Vasoactive intestinal
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neurens. Evidence for a cAMP-independent mechanism,
] Biol Chem 271 : 23705-23710, 1996.
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Brain Research 741 : 82-88, 1996,
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EMmREEREEOEEO— & LTI FEOMjE
BEMNEZ LNATWE, IR T4 IIEHEBERT
bbbV TIOMELRBEOEHEFLED D
s SR IToC &, SMEINVY IV BEE
HERED—D2TH 5B (+H)MK-S01 % b bW TEHRET
LB AWNEREE I OWTREIESN, ERENI
MET LA, NV F I VEESEREREONRS
Lo TSI L ANEEEIIER TS I LA
TE7,

EiiEA=1:50

Ve, AR, T LICHEAOYREL) A%
HOERO 22 & LT TR E A0 8 4
HEZHNT VA, %, WP MRS O RERH
DDA B ERTFLPEEESNTE LN, W
L RGRE R I A B D L TR G IR
0L BT LIETE Do, BAE, HBERIL
»FELTENLEY P OB (IEREED)
WCRBEEEZ2CAILIIERIL, EHIMESED
BEFREEEMEICE 2 2 BB oW TRESY
HETL, SRETERELTELY, 4EIL, NMDA
SHEERETH D (HMK-801 285 L, ZDET
MBI ANEREICOWTIERERNS L U
BCRRE Lk 0A, Mk 2R 2130 THE
T5,
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T4 TNREREOHBELEy P62 L
(260-350g) % fH\ 72, pentobarbital 30 mg/kg i.p. D4
SPBREE T 153 C ventral approach (2 TEFHH A&
BAR L 7m0 (+)MK-801 (0.1mg/kg or 0.3mg/kg] or saline
ip. @ 105 I/ BEE#IR & ) Rose Bengal (20 mg/kg)
or saline & ¥ 5 L, S0 % W3R 40 B R A T L2 Y
sl btk o THEELSER L, BEFNAEE

(AR KT SRR

"o T H
B-F H E %
TEL ks A SRR
T GRARIR RAEED

i (+)MK-801 ¥ 5-#2 & saline ¥ F-FE (2D S HEAT 1 B
Mtk (AN E M (SEM) (C T Mk
DFAFHEF (n=20) L, AHFORET SRR
B L U4 EEICBSHEESIEEER (CAP) H
fEEWE (h=42) L7,

[hIZE A DEE]
ERRAT SRR T T, B b B 2 ONRE
FOEE 5 AT 7

[(FFRAER]

SEM!Z & b g L - F MR EOZE Iz oW TR
T (1A, B}, REEMRLCDVWTEFELEILR
sl o T2, FHE B OV TII BB RSO
AOBETIZAFLL (p<0.01) i % 708 7225, (+)MK-
80142512 T (0.lmg/ke, 0.3mg/ke) Z OEDIEHEE
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