SI-2

F3ATE A WER A EA o
TS5 B}

Has, AR, AER
ddojsta A Bstoe A5

a2 A

WER A BelE 2 (Endocrine Disruptors: EDs)ol & “UlEu] 7]%¢) W3 E
doA, AA Ee 1 A& AP AT JFS e Ui SAZA A
A B ER T 7|5 (World Wildlife Fund; WWF)8 EZo)& 67 94F 92 %
AARAME 142 9% A& WA ZHEdE E53z o o)2A 257
g WR2HAZANED Ztedels B2 TFY g0 XdH don oEo]
AAGde A v Ae Gl diFg B 2uvt Aok FAMFE Holdy F
EZAAZ YEHA FEAY ¢ 2 AAZH JdRAAMN ST HAE
o £33 FRAY AR T AAE Ade F40 Ak ol AMax
EoF S i%%y] H og ﬂﬁ&%ﬂéﬂ YAEER Fosit B ﬁ?OML

)

wa F
o=

M
o

){\l

Ir o rlr

%% Hrteg 5 bxomarker FAAE %%3}11}
Wol X3 T3 T2 (Bombina orientalis)®) %7)
o} E'Jr;‘é"ﬂ/ﬂ ]% % Fe AHEatds o, £39 FFHo e XJEQ 54'0]
vjo} @ &Aole] AAlZo] %A YEhdth =
oF2 ujo} g gAole] 7 ]%% Ttk 7189 FHE Tl weE Hi 1
o3t HElz2x Yeyoy, 53 25 £t ndPFTY 5T 7180] ol 1}
gyttt 874 984 #H7t biomarker FAAZA FHA 1 Aol #49s= Sox9
FAAE ATt FRATFE AN HFo2 Sox9 FAAE FAAeY,
S MY APTAMY Sox9 FAAY WHE AL dz2Td vlEd w4 U
Eutth B dA7A 5 AdgAdA JEHA ZiEA HA HAE g 4A
s .73‘-71330}91 AL D 718 HEE BAINE Pyl FEY Ao Algdd,
& ofMEE 2 biomarker fHAE WEI o]F o] &3 YA HiE HS
a‘?lr B7piog §8% Zo|th

[+

oﬁi l-ﬁ

2
rfu

JEu A AelE A (Endocrine Disruptors: EDs)e]@F u|=2 EPAd <std
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Aol A9 W 2AE @FEE AUy Ad TEEY AN, WS, 9
F, AL 2 2 wjde e AYERS Tt F Uiy 7]%°ﬂ W 3}
g doA, Ax e I A& AZd AAF 9FE vEde
gt Aol WEuA FiEde] ME HEHAE wH} o]
5, SN FE2F, 27, IHF 59 BAZZEY AL AZFH 4, olF, Y
A, A A We) 5o FAE fustn, 2 ARE SAAAHY s £
e, 4 PF, VAT dGAY o] LA, o ML FEIdtE BILE0
Zo] Qt} (Colborn et al. 1996; Cadbury 1997). WM EH]A] AoEAL ZHd o
g ad AJe TEEY THF Z P o] ME tdE2da dA Yok ol &
of 28L& FE&H AFALAAY 2 EWAE, AEE, UL, THE
gaE 502 FA FEEG WEYA FREF LS AA oM FHHE =2
23 vudd g & 5ol Utk o2 AHAU AulAe] oF] A
BalEx 23, ol$ A AdA e A2 Yz FEHH dEY €
e ZAdoth, 1Bz 1 JfAJE Sdatx, 874 AEA o TR AEFH
J AEES o olAd HENA FAEAS AAHEREEIIIF (World
Wildlife Fund; WWEF)9] R &= 67 oF9 FeEde] FAEY o, 4
FAGAME AL FHEA, gFF AFHNE F 142 A4F9 EFHES UE
A ZjEA2 EHI}D Jvh W2uA FAEIR ERFE IFEF Fde
T2 FTH wgo] T 9on Fo A4S A AN FHG
EHE 7t LY o] QA FEe mAE G Ui BaEs s B
t}. Carbamated] A7 A|Ql mancozebd AFHAAM zFe FAEZE ZAANZ, &
229 EFFE zYstd FAAE JAANNYE Burk Aot (Bindali and
Kaliwal 2002). 2% 4] methoxychlor& Xenopusol =& A] A7 &3 &4
o FAE doA, dA A5 dAAIe Rz dA den (Pickford and
Morris 1999; 2003), Aol 2olA follicle®] atresiaZ& ZF7HA71& Ao 2 HIY

2 vt (Borgeest et al. 2002). & ZF A2 mirext= AlF vlolo] =FA] 718 &
gt n 423A Atk (El-Bayomy et al. 2002).

AR Holdde FH TAAZ HoldHE T3 WEBA FHEA
BA W F3o] ddsEe BAHAZCN 4 ZAEY F8 Ho| AEo] HE
2 R A AAEde &8 9 AASH 2o FUAZ TR YJAE e
o FARE FEAY AR A MAsE HdH o d 2L Fad Ase
Foldt 402 A3 ¢ 59 @743‘3 EAo &= dFs Y] H$=
E SFANEZAY 4TS & Uk BT #A9 AL HYrrske dd oA
+ ANAE A FEZ FAFI3 ok HE AA 4 AGdME ATy F
dAs Zaste Zo] wi=ET Ak o) AL HLAY Y JFE Qo

L

Nl

0.

li‘
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b, FE WEZHA FeiEde] dFolgti Eiixi lti(Stebbin and Cohen
1995; Burkhart et al. 1998). A78 ¥ FAFe AFIZEFE 2 YLulA F
B F4rt wEx, AN ZTZEY Loz W] fiZo WEHA
FAEAde] FE&S 4G Bol wBe FEFY Fueltd (Stebbin and Cohen
1995). WHEH Al FefE o] WA U Ao nRe G dig AFE of$- F
a3ttt AAAF L F9 FAE FF AYA Ve H dAHAY fA HFHA
Aeggoz tgd edEd ¥ SAHAEHA wfg Uzsich gieid WEuA
FAEdo] o HARA Futdte AAMEY Y 23} £ dE F
o g A Frte vig F8Eh 21 o AAE T dAoE RHA
FejEdo] A F Ad wAE FF g ATE APEYY 9 #
FTEAE dFEE Hu AT WA F83 YulE e AFA oY F
Bo] URulA ZjEHe g3 FFS B Aoz BFY FHOLZA gojg
137l d238, F&A ASY R85 44, oF FRY AL dg Ay 2
AT Za, 279 4258 24 € 78218, 59 AANA o4, 718 Fol
Rod, MFe AAME 7139 FAFo] Ut

2 d7e 5 EF $MFFY v FBMTE (Bombina orientalis)&
2AZ YERA FAEHo] FAF wiote] T F A& w A= F&Fe ot
o d3stgot FRAFE (B orientalis)e $EyEtol A A X gl A 1A o o
Afol] o]2717tx] AFo] fol £X3H 3¥FEH 7Y7A Hluy FU| 2
HA m=olvt E7Fe] §Weoly Hdeol &Y HoA AA7dE Frh o] Al AE
o AuE AT FFY AEo] B AZIEAN FIATHE ¥ES FHFY A
Az g Adedgast =olu Erte] dol o]y @i olE Fofo] uj Ao
FFe mAFE AZdnt YA vdEds dEEA FeiEA Higd S
BFristr] Y3ty &5y ER FAFd HERA FREAA g biomarker |-
Az wEstna s w4 2 WENA FeEde 559 7] b}
HAHA =EHAS @ vlote] 71 E FU3AY F2& 2HAdT Wiy
A FRE] 3 AAHE 7189 v o8 7R dov aFdA Bl
vetve 71389 FHe AFA 2 FHFE ZI¥eld. wax FZATE (B
orientalis)$} 2L YA FE o]L3t Uy A FfER o3t A 719
Aol AAA 2 HFEF 7187 AT biomarker FHAE LFdnA &
Aot ol21 ¥ biomarker FARE BT HlZdte WEHA FelEH =&d
ol & Aol AT L@Po] Yepd o2 WEnA FAER Ui
AN H7b oS FE&EA olgHE AZEd. EE oHA wIFH
biomarker A= £33 (B orientalis)® % ol I3y EF GAMF
o & Az HEel siedtEE Azdd. A A FAFAA
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biomarker FHAE o8& &g Hrtol g dFE A olFofAA F1
AE gt

2307 (B. orientalis)E ©1-4% WEulA FHEH g Hag 7t
##F biomarker FrAAE  Sox9 FAAE HAHstATh Sox9 FAAE Hio}
A FAA FAAN AAQAZ FEEE SOX FHAFTY FUERA d2FAEH
BAaZPAC Bdsiy =3 AdFHE FAo BA3E collagen typell (Col2al)
o] &) Bste Aoz dFA Ut (Bi et al. 1999). AHFlAE HF7|FE S
d o7l Campomelic Dysplasia (CD) Hud) A= Aoz daHx U
(Wagner et al. 1994). Sox9 FAHAe FHHL dgaFH HE: 7FS {FEFdH
= 237} ot} (Akiyama et al. 2002). uwebA FoFo]l 7] wjof A FF
0 HE BE ARAN gL AH, HF 7P & fddte F9U BeE=
Sox9 A A= biomarker= A 3HsteE|et Azt th

T (= 3

o

to i

Az 2 Oy

1. 485 E A3 2 A%

Aol ALgRE FLATEB, orientalis)E WUE FHAA Ao &F
gt A EEdelA AlKstdach AdsEA -1’52:’:?}7&% &= 20-22T, 21
AlZF 14L110DE A 8kt Hol2F mealworms I 33 FFEH o™, o] A

71 2B EE AANY FEEE AMSTE ARGste] wbaF3Ut

et

2. 7279 3¢A 2 RS =
F3M-el(B. orientalis) 3] &S 1°r§:5‘}7] ?0}0-1 AEFA 244
o J

Mo

;‘ S ’
, EEE ”‘011 ‘F"}OY‘# FujE S KR Aad G #uE sk

Aol 500 U] hCGE AFFE UNR Aol Falatel Axel 448 fush
o},

§9.

[}
FS4

b

o

3

3

F-Z 7N F2UB. orientalis)®] AL AFFAHE ot Fnedr). 479
RS Pkt o R dxg AFEon, e A BAE I, 5
A F HaroA AxE Hostdrt. £dlE $Re HAE 01X MMR (10
mM NaCl, 02 mM KCl, 0.1 mM MgS04, 0.2 mM CaCl2, 05 mM HEPES (pH
7.8), 0.01 mM ED'I‘A)%QMW 1S EE AlFsdth 8 WR201X MMR
Folozx Wi 33 AlFH £, A 01X MMR &9 x5 w75

o&
~N
rJ
i
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THE AL E 1X MMR (100 mM NaCl, 2 mM KCI, 1 mM MgS04, 2 mM CaClZ,
5 mM HEPES (pH 7.8), 0.1 mM EDTA)& A4S o] &3t Az dgd& e,
A dg4E 0.1X MMR &9 FAZ Gl 2 F 583 3 HoAFHA +
BAHG, FATL0.1X MMR £422 338 MAF F wld7|(MIR550, Sanyo,
Japan) 1A 18°C &7 3dtell M 1393t v,

4, FAx2 ¢ @F

ddel AHEF molinate (CAS No. 2212-67-1)% carbaryl (CAS No.
63-25-2)< Riedel-de Han (Seelze, Germany) %8 THaA 2™ Agd L] =
o AL&3tE T Molinate R carbaryldl & AE&& ZAEY] 3td FHSL
molinate (5 uM, 10 uM, 50 uM, 100 uM)®} carbaryl (5 uM, 10 uM, 50 uM, 100
uM)E AdE 0.1X MMR &4 0.5L7F 2T 20 ¥ ¥ F7(MIR550,
Sanyo, Japan)°lAl 18C & stell A 13Uzt Wit on gz vln ##3}
At} Molinate 28T carbaryl 48T dZ2F F£2o= 242 0.00004%2
gES At Y 01X MMR §9& 479 4A& v2E2 A F,
F 33 u@stH o xArgk wiol= vid A ANUA FFAI}AY B A7 44
o] ofAl =Zol et 43 WE HPE A, F94 FA 4L chi square
test® Fisher's exact® °| &35t

5. 27072 Biomarker 34 &

HEH A ZlEAN AE pjomarker FAA T2 HF7| P BA3}E
AzzA SoX9 FAAE Ada At F2ATAA SoX9 FrAAE oFA WA
AA B2 FHeltt B FFHFFENTEH EHKFA 1271714 sox9 F3A
o] AEAol EAste FAK FHE HY3A degenerated primerE A
PCRE A #3tATh, Degenerated primer® primer sequence™ Forward 5'-
CMG RCC CCA AGA RAA CAC YT -3', Reverse 5'- ARA TKG CRT TRG GRG
AGA TG -3'°lth, PCRE HF7|¥o] RS F3/Fe Aol FA4A &30
€ Tri-reagent® °183t9 total RNAE FE3AT. F2F RNAT reverse
transcriptase®t oligo—dT primerE °©1&3t4 42°Col A cDNAE A3 uch, &4
cDNAT Tag-polymerase, degenerated SOX9 primer®t £&% ¥ PCR 7171
o] &34} annealing temperature 60CNA 30 cycle® A &3 PCR AHE
pGEM T-easy vector®l cloning® ¥, sequencing 4l &3 #3747
SOX9 sequence® 43t

fo i rid
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A% 4 1%

1. Molinated] 91g ¥4 vjope] Aol 4

2378 (B orientalis) 4338 molinated] =&A1Z0 &, widd A3}
molinate X wet MEgd A¥wde YEEES B d=2A e (P
<0.0001 by chi square test). 13¥zt wjst 3778 diofe] AEEE U=x
T9] 642%E B 20, molinate 5 uM, 10 uM, 50 uM, 100 uM > & TolA uj
olo] MEQ& Z}zF 5249, 438%, 33.09%, 234%E vlehdi2lcl ulolo] MEL L
molinate X 2l s x| we} Zxdte FFE Yetdded, £3 HAFE 50 uM
oldelAe FTEZE Eobdd wE AESEL FYHLE FAiIAYG (P
<0.05)(Table 1). Molinateg& X &| gt sjoldlX & B 71A K8 73] BAH
Atk Molinate A8 F=o @& 7|39 YL dixF, 5 uM, 10 uM, 50 uM,
100 uMol A Z+z} 151%, 22.3%, 23.2%, 25.2%, 415%2] 718 288 Jeldlgl
T} (Table 2). Molinateol 9|3 Yeld 7189 f382 &% & (bent trunk), &
gulfE A AZA8 (neurulae with yolk plug), 228 & (bent tail),21&] & A 7o}
(tail dysplasia), B% ¥ (ventral blister), ¥ "] & 4 (eye dysplasia), A&7l
(thick-set body) ¥ 54 ul&A (Cephalic dysplasia) ¢ Z+Z} 30.0%, 20.0%,
12.3%, 10.8%, 10.8%, 6.2%, 6.2%, 3.8%< Hlxz o2 eyt (Table 3, Fig.
1.

2. Carbaryld] 9| & T3 7152 ujole] WA o]i}

F27hFe (B, orientalis) &R & carbaryld] =&AIZ F, wigd A
Ao wet AP HEELE W3] g2 dJebgtt (P<0.0001 by
chi square test). 1343t ¥ FFHTE wjelo] HEE L Wx2To] 641%E
By oy, Aglwx 5 uM, 10 uM, 50 uM, 100 uMolA wHjole] &GS zZtz}h
38.0%, 27.4%, 21.7%, 8.7%E et wjote] AME-E-2 carbaryl A sxd
el Zaste AFE Jdedded, AgsE 10 uM oM E BE7F ol
o mgl BEEE FoHoz HAadle AFRE BAY (P<0.05) (Table 4).
Carbaryl& A& wjetold= B 712 f39 71¥o] #FHJEd carbaryl A
g Fed WE 7YY LS dEE, 5 uM, 10 uM, 50 uM, 100 uMelA zHzt
14.1%, 21.7%, 11.6%, 152%, 22%< 718 2AS&S vElYJct (Table 5).
Carbarylel 93] Yebd 7189 48 % & (bent trunk), B Elo] (Shape
abnormality), &% <X (ventral blister), 222] ¥ (bent tail), A &3} (thick-set
body)s2l 71¥e] 51.7%, 16.7%, 13.3%, 133%, 50%< ¥l= Z£o2 Jehdct
(Table 6, Fig. 1).
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' Table 1 Survival rates of 5. enentalis embryos exposed to molinate

SRR TR E

H
H
t H

1

Surviving embryos (%%)

i Molnate . No of ! Time after fertilization (h)
WD cembryos | 24 48 | 72 | 96 144 | 168 | 192 | 312
. : ' Lb " Np | Tb | Mr Mo | T¢ | Ts | Qg
; {105 105 98 87 86 74 73 68
; 0 L106 P : R :
i | |O9D e91 | 025 | B2h BLD | (699 | 689 | 64D
‘ i {103 101 97 g4 78 68 63 54
i 5 v 103 ' - : : - -,
| : Loy @8 | 04D | @16 i 5D | 660 | 61D | 529 ¢
i 10 i i1 i 112 . 106 93 85 . 65 59 50 9 .
‘ ‘ L 100 | @46 | @30) | 759 (B0 | (27 | @46 | 439
: ;103 99 89 76 56 55 37 1 a3g*
50 103 = T R sprenredE B
: LU0 GED I BEH I F3H (44 G539 G5 G3D
; © 94 87 | 718 [ 67 Y R AR
100 94 oo b S =
, (100) ®26) @30y (713 (463)2(457)‘@37)3(234)

Survival of embryos are significantly different among the groups by chi square test

(P<0 0001)

! * Sienificantly different from control by Fisher’s exact test (P <0 05)

, Lb Late blastula, Np Neural plate, Th* Tatl bud,

Mr

F s

" T¢ Tal fin circulation, Q¢ Operculum complete

Muscle response, Mo Mouth open

‘ Table 2 Frequency of abnormal embryos after molinate treatment

§ Abnormal conditions : - Molinate (WMD) -

I E 10 { 50 | 100 Sum |
| Bent trunk s | 11 1 ; 3 | 8 39 |
| Neurulae with yolk plug | 0 4 a | 12 ! 6 1 26 |
| Bent tail I
i':I'all dxsglasxja m;:*b‘ ,;M——’3 0~ L- 4 L 7 B Télﬂjjﬁ
| Ventral blister 2 1o 6 | 1 1 5 | 14 §
' Eyedysplasia = O | 2 2 . 0 4 | 8
' Thick-set body ’ 2 % 0 2 4 : 0 ; 8 |
» Cephalic dysplasia 4 0 o o 1 i 5 .
{ No of abnormal 16 ;23 26 ¢+ 26 ;39 130 |
| embryos (%) Lasn | @23 @2 esy @il @
| No oftestembryos | 106 | 103 112 | 103 | 94 518
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Table 3 Major developmental abnormalities of embryos exposed to

molinate

; % of abnormal
Abnormal conditions No. of abnormal embryos
: embryos
Bent trunk 39 30.0
" Neurulae with yolk plug 26 200
Bent tail 16 12.3
; Tail dysplasta 4 ‘ 108
» Ventral blister 14 : 10.8
' Eye dysplasia ) s . &2
Thick-set body 8 : 62
Cephalic dysplasia 5 38
Total 3 130 1000

! Table 4. Survival rates of 8.

origntalis embryos exposed to carbaryl

i Surviving embryos (%6)
! Carbaryl No of Time after fertilization (h)
§ N embryos 24 | 48 | 72 96 | 144 | 168 | 192 | 312
Lb ' Np | To | Mr | Mo | Tc | Te | Q¢
! 0 ; o 91 | 87 | 84 | 81 | 66 | 6 | 64 | 9
' I ' | : '
L | (B89 (046|013 G20 [T1D | (17 (696 | 641 |
s o ¥ 0 | W | @l @22 3B
' ©46) @70 | (809 (751):(457)“457)5(457) (80
| 10 o5 | 93 3 | 74 ] 6 | 31 | ;® | 27 | 2
| ” 1679 37. |79 | €34 | 326 | @9.5) | @84 | @74
! 5 o 8 M | % . 2| 26 ! 24 23 | 20%
! ! G46 (72 630 (65 | @82 @60 | @50 QLD |
' 8 67 | St o4 |12 0 9 | 9 P oge]
| 100 92 | ; ; ; : 5
, ‘ (934 (728 (554 (52D 130 O 1O BT

" Survival of embryos are significantly different among the groups by chi square test

(P<0 0001)

. * Significantly different from control by Fisher’s exact test (P <0 05).
i Lb- Late blastula, Np, Neural plate, Tb. Tail bud, Mr; Muscle response, Mo Mouth open

! Tc Tal fin circulation,

e

Qc Operculum complete

i
i
'
1
'
i
i
I
i
{
H
i
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Table 5 Frequency of abnormal embryos a&et carbaryl treatment

‘ Carbaryl (WD
Abnormal conditions | j | i ! ;
‘ : 0 ’ 5 % 10 § 50 ; 100 g Sum
Bent trunk B T b R - T - 2 - R
) Shape abnormahty V ; o ! 3 i —é‘ ‘ 2 S 2 ‘ 10 wf
Benttal . 2z | 2 . 3 . 1 T s
" Ventral blister § 1 i 2 L 3 i ] v 8
! Thick-set body o i i o ! 3 | 0o . 3
. No of abnormal b 41},”.»1 20 iw 11 i 14 }_, 2 . 60 .
embryos (%) : a4 @17 . Ale (152) ‘ 22 asom
No oftestembryos | 92 o2 | 95 92 | 92 | 463 |

- Table 6 Major developmental abnormalmes ofembryos cxpos ed to carbaga

S NAARNY

- Abnormal conditions

| % of abnormal

No of abnormal embryos

: embryos
1 Bent trunk 31 WM i A 517 J
 Shape sbmormaiy T T T T T T T ey T
Bent tail 8 133
: Vem:r.a_i l»)‘hster N o ’ é” - e —»1-3;—3~ -
CThcksstbody T TR T T sy T
, Total 60 000
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Fig. 1. Variousmalformations in embryos and tadpoles of B. orientalis.
(A) Normal, (B) Bent trunk, (C) Bent tail, (D) Cephalic dysplasia, (E)
Pectoral blister, (F) Ventral blister, (G) Tail dysplasia, (H) Thick-set body.

3. 3+ Biomarker A& dE

HAW7LA Sox9 FAAI FI/MTFE (B orientalis)ol| A 88 = 2] ¢atr] o) &
of #3/FE (B orientalis) A Sox9 #FAAe WAL A st
conserved degenerated primerZ A &3ta Sox9 FAA LFE AEsPon,
35 PCR AHE 470 bpd] 2dES A&t (Fig. 2). PCR &L 971449
4E& st TR FE Hold Sox9 Y-S I Won FNFA ST
(Rana rugosa), o}Z e 7VE5F7H] (Xenopus laevis)s 2] Sox9 FA=tet H71A
& HE EME 2 o B5%FEY FALE BHAT HAYYA SHoleh gAw
T HFEF 7ol Fxd o)A Sox9 FAAte] @d YL wmd 2
A dzTod Hlgtd HFE 780 FEE SAlA Sox9 KA
dol 4l 16MAE F7tE LAELE BATh ol ¥ AL Sox9o) FF
M2 (B. orientalis)& ©]&3 biomarker +HAZ Al-go] 7}58S AXNE 2
ol

e ﬂHN‘
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Sox9 NG
B-actin K

N A C E M

P Normal

: Alachlor

. Carbaryl

: Endosulfan
M. Molinate

Conltrof Alschlor Cabaryi Endosultan Moinats

mo>»=

Fig. 2. Expression of sox9 in tadpoles of B. orientalis.

A ZAAEHAZ EF 9 Molinate®} carbaryle $dugtE vjEsiq A

W&
AA AzA R FFAZ Bol AEsE Foolth maA ol FotEd

o
& A A7l FAAY EHel FY FHBRAAM AF H HHE e &
FollAle AARE olyet diole A& JJME AFHA FFE oA A
o] AF¥ Aol & dF ZF AZA molinaters FA” AT F, 4
E2E BT 27 Ay Tt 2ol ATE YEEL Fxrdte TS HAF
At} (Table 1). =5 234 carbaryldl 2 $%= molinates} w372 A& & o)
APExed o&HY AHE JeElUAT (Table 4). ©18g A42FdE & o
F2e] A ZA#<Q alachlor (Osano et al. 2002; Kang et al, 2004; 2005),
endosufan (Brecomhall and Shine 2003, Gendron ef al. 2003; Goulet and
Hontela 2003; Kang et al, 2004), benomyl (Yoon et al. 2003) 2] idiuron
(Schuytema and Nebeker 1998)% 9 & %] 7H72 ufope LAJolA ujojol] &
3 A g, olg EFY FTE qEHLE AEEo FALTUE A
A3 FAETh, olAte AnE mEAHEE ol FHGEHEL FHA et F
T Aol YA FAF Z7djolel A AAAM FEEA FEFTE AL
4& JAE + A4

Molinate®} carbaryl& ujope] ZAe] A A& FFETt ot 718
& fasle Aoz Jeldo B Jd+ZE % molinates} carbaryle] &€ Hiofef
Me 2 7HA F389 7180l #AHA. Molinated] 93] Vel 7|9 F8&
5% ¥ (bent trunk), F¥v/EAN A% (neurulae with yolk plug), 2 #
(bent tail), Z2)8 Ao} (tail dysplasia), B¥+3E (ventral blister), ¥ PIEA
(eye dysplasia), A4 Z %o (thick-set body) ¥ 5% w38 A (Cephalic dysplasia)
So] Yyelytow (Table 2, 3), carbaryld] o3 Yeld 7|89 #3d& &% 3
(bent trunk), #ejo]4t (Shape abnormality), %4 ¥ (ventral blister), 12| ¥
(bent tail), 4373l (thick-set body)5 < 718 e¢] velxttt (Table 5, 6). ©]8 g
ZA 3= molinate ¥ carbaryle] F27078l 9] ujol dA A glo] TFsd B
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Azrdct w3 o5 FHEHAld] xmF

l2el 23t /19 e Aoz
Sz AolPe UHURAY, FEHLE

o3 wjore] N¥PeE FH Z &

47 71989 Ao %—?: HE2 Jepgoh o]d e Aol ¢3st¥ Roth (1991)
' FAA 4L NYFAHEFol AAA dFE nA7] WEgolgtn BIisA
t}. ®=3 Alvarezs (1995)2 R. perezi® &3¢l %A ZZ-Aphox& 173}
AL o AL 71¥e] vebd g B3usldg. wetA molinate R carbaryls 9
ﬂﬂ%é%—% AR A 7NEYPERARZ A8t SHA 71 B2 IFES 7
e Aoz Algd

J .2

o2

A mw GJEE WEEA Zdede Adde Bl fME o
AEEe 27MolE FAN AE B Y J=E BFAE AE WP TP
Ahgdeld. 2z 2okelsl M¥E BT WALYE Be AU nfd

e Yol adA AAN WS MEAD ¥ 4 At PHosE 3
A& B9 Wbbdolth wabd #34 EF FNFE o188 WRuA F4g
A U biomarker U7 S FASHC Ugu FATAR ALaE 3

w
it
rlo
s
i)
N
N
D
N
ot

[o
:10
o

S AFIA T B3] AZAA 7EPAHERAR 3§
B %15&% B A e Ao Yt mEA biomarkerZ
ARE & e FAAE TAAYAH B FAAV b AdeE A4d
. Sox9 FAHAE AFIAH 2L HFVHd BAste AR gAY
(Wagner et al. 1994). FZ3/NF8AM Sox9 FAHAE FA3 Az JilE
(Rana rugosa), o} Z &7} 25 78] (Xenopus laevis)s 2 Sox9 A =xte} oF 85%
Aol 5AYE BT A LAols) A F HEE 7%o] #ED £
Aol A Sox9 FHAY WH FAE HlLIAT AFAH} FAA izl H
g HFF 7)Y F=E —%&‘0101]*1 Sox9 At W] EA ERRtTh
olelgt AFA}EAM HFE 7|9 FRATHAME Y AT vy
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