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TBEEEXNILERHXERERMERNZm

wemm R R FE AR ERR
WP RE IR EdheT

(LB BE2E e, 552%, 3140015 2. HAR SRR R A B AR 2 3R, 4%, 9208640, HZA)

M FE T EWIE)LE L B B S N A T AT T 2010 4R T 2011 4E, SR
W % 5 1 X 37 KBRS BR 6R Hh [X 44 X BESE, dg HTACH 63 - B ik el s BEFL b B S i, g ]
VRO AH €8 i - ER I O % A 0 L e R S T R R O R A5 R WoR, B DXOREFL P TR R Y A
( Mean=11.0 pg-lipid™" ) Bl & FAEZRZE M X ( Mean=3.4 pg-lipid' ) . &M X 5 2 1 %/ W ey b B & 3
JfEBR ( DHEA ) &t 5 MRS 249+ 2,3,7,8-TeCDD (f=0.4235; P=0.0395) . 1,2,3,7,8-PeCDD ( =0.4742;
P=0.0190) . 1,2,3,4,7.8- HxCDD ( =0.4949; P=0.0140) #I 1,2,3,6,7,8-HxCDD ( =0.4745; P=0.0327)
L} TEQ PCDD ( =0.6566; P=0.0005) F1 TEQ PCDD/DF ( f=0.6137; P=0.0014) ZIEAHX ( P<0.05) ,
SERE TEXE R Y 1,2,3,7,8-PeCDD ( f=—0.5925; P=0.0057) . 1,2,3,6,7,8- HxCDD ( p=—0.6350;
P=0.0026) #11,2,3,7,8,9-HxCDD ( f=—0.5623; P=0.0108) S A% (P<0.05) , ML & | H 5 ik
BEHAMFE (P<0.05) , H5 LB TAMEE (P>0.05) .4 R, B0 w2 g )L 2
DHEA % ft 52 W HAG M5 22 7.

KR i, JLE, BEEIRE, BAIIRFE.

Effects of dioxin exposure on steroid hormones in early childhood
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Abstract The present study was to follow up and more clearly elucidate this endocrine disruption
by dioxin during the important developmental stages of children.In 2010 and 2011, 37 mother—infant
pairs in the exposed region and 44 pairs in the non-exposed region were enrolled in the present
study.Dioxin was determined by gas chromatography-mass spectrometry. Saliva steroid hormones
were determined by liquid chromatography-tandem mass spectrometry. The results showed that
breast milk levels of dioxin congeners in the exposed region (Mean=11.0 pg-lipid™") were
significantly higher than the non-exposed region (Mean=3.4 pg-lipid"'). In the exposed region,
dehydroepiandrosterone (DHEA) in saliva of boys was positively correlated with 2,3,7,8-TeCDD
(p=0.4235; P=0.0395), 1,2,3,7,8-PeCDD ($=0.4742; P=0.0190), 1,2,3,4,7,8- HxCDD ($=0.4949;
P=0.0140), 1,2,3,6,7,8-HxCDD ($=0.4745; P=0.0327), TEQ PCDD (=6566; P=0.0005), and TEQ
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PCDD/DF(5=0.6137; P=0.0014) at the age of 1 (P < 0.05) and negatively correlated with 1,2,3,7,8-
PeCDD ($=-0.5925; P=0.0057), 1,2,3,6,7,8- HxCDD (f=-0.6350; P=0.0026), and 1,2,3,7,8,9-
HxCDD (f=-0.5623; P=0.0108) at the age of 5 (P<0.05).An increase in maternal dioxins related to
increased DHEA levels in male salivary samples. However, an increase dioxin related to decreased
DHEA levels in female salivary samples at the age of 1 (P<0.05), but not at the age of 5 (P>0.05).
Our founding suggested that the effect of perinatal dioxin exposure on children's early DHEA content
has gender differences.

Keywords dioxin, children, steroid hormones, cohort study.

LR ORI X T EGEFN — 2R Ik (polychlorinated dibenzo-p-dioxins and dibenzofurans, PCDD/Fs),
AR ZWE S, R AR LG G, ©80E P N 3 W T4 (endocrine-disrupting chemicals, EDCs).
W52 &I, EDCs 25 2= TP BB R AW & b iz A, ZER 2 B be ot B iy &I ™= 2, 76
1962—1971 4F 8 pig {5+ 301 8], 5 A= 7080R g w0 1 Rt 3 A7 “IESR Y BRF ), BRI B 2id &
T 40 Z4F, (B2 B DX PR AR (REZLRN I ) Hh Y W8 & 759K 0 35 v T AR Ml b X0 -7,
)R A A HH 1] FH i A7 B3 ) ) 56 [0 T 25 2 35 i) PR, ek A o e A T X1, R R R
AT S R R . 00 RS R AR B R ) | 3R AR 28 & B B~ . s e 45 R R W, W R R
23 P EOSAR VR R B AF 8 (0 G TR w5, DA T S O S T 91 R g I e 2,

AT WS ) 2R AR M, (A5 L RR 8l o B R ALE RN BT iz 0 A MR BR, HESEAAAE A
PRZAZURN 3R R ER, 1T LA AT LG i ey A RE LB SRS B AG L L A T A ir s R W, ™ 1
Fim TR A, "SR £ 5B 2K (polychlorinated biphenyls, PCBs) T B8 2> Bt A8 B2 4y L 1E & it P 2% [ i
PR B, s H AR AR AR Sy 1o

FATTAE T A A RIS rh R B, I R i b DX ) A R L N i AR R R X R 2 4 £, F
PR T AR R SR 1 LR 2K W s R I A T ( dehydroepiandrosterone, DHEA ) 7K~F-FF & 21, 2
A BAZN I 5 e WY ] 7 301 — IRt 25 i %o 3o 2 J L B 288 [ Pt 3 2% A R U1 52 i) AR 53 5 BA A A 52 488 7 L
7 ) I R L B IS [ B R A I R ).

1 #MRLE )7 (Material and methods)

1.1 X4

T X R Tl RS 7 Dong Nai 45 114 Bien Hoa Hb X (i 35 [E 23 251 ), 76 1962—1971 4E ]
15 Y i U EE A R B IRE ), 29 50% i A7 7E Bien Hoa 25 22 3L 22, F 52 58 b X A T 1 F JL 3 Ha Nam 4
(1) Kim Bang 1 X, 1% Hb X 75 8% 4 399 18] 3R W30 Ak 27 BR R 5], HLRN I 8 A Tl 35 4L ™. 1 2010 4E 1
2011 4, 7£ Bien Hoa Ml [X 1 Kim Bang b [X 45 45 37 Fll 44 X} £ %2 9% 99 A A 08 A& 0F 9% . # ik h
20—30 & W=, S TR A H X 2R BE 2 R s, 07 R B A AR s LA T AR s gk (1) P24
[ 7E B AR X (2) A2 Lo 2 A L (3) Z2 AL L A= i34 T0 T 0.
1.2 FEACRSE

a2 Bt [E] 4351 A JL#E 1 %/ (Bien Hoa: 2010 4F 8 H ; Kim Bang: 2011 4= 8 H ), 3 % (Bien Hoa: 2012 4f
8 H; Kim Bang: 2013 4F- 8 H ) il 5 % i} (Bien Hoa: 2014 4 8 H ; Kim Bang: 2015 4% 8 H ). il & JL# {&
. BE . kB, R EMERFEAR L 1—2 mL, F T8 L 1 %, 3 2 H1 5 2 i i A R el | 52
P 0 B o K. B 2R 7 S 4 FAAE B s 55 A L A BB R SR 4E 20 mL BEELAESL, T 17 Fh
WEHE [7] R ) B9 K. BT A B 23 Y 28 28 A5 T AV R 8 45 ARl T H ARG R AR IR 2R T 25 1 A (S
5:2010-452).
1.3 BEFL A TR A R E

FE 22 J2 e AT R P 25 43 B3R I A L R4 T A R 633 2l Ak 354, 43 25 Finlic 42 PCDD/DFs. i
FC 5 A LATE 5 B M DU ASE =CHR AR 1) 1 0 B 3 B i A0 (0 4835 8 43 R B4 285 : MS—IMS700,
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JEOL, ZRit, HARH NS4 A A (B 5. HP—6980, Nl A48 JE V., 3¢ [ Hewlett Packaed
T BT E B BAR MY 5 B TE L2 2% 3k [22]. PCDD/DFs-TEQ 13144 2 2% ik 5 T4 20 41 2005 4F
BEPE A R0 7S 4 JEREFL T ERE A o e S B LR ) e AR e e,
1.4 R H 2AS ] P 0 25 00

55 B2 FEE-d4 (1 ng), DHEA-"C;(200 pg) FE2[i{-3C4(400 pg) i) 80 % L BE 2. 5 mL /E A N FRIITA
A M A BEE A N, 45 5 3—5 min, B0 0 BHAT, ARG H 2 mL SEEHEAT 1 IREEEL. FHES LR R AR
TE 40°C T ZERIRA T, 100 uL Y FEV TR, 1 mL KRR B, 4 mL H 40T 56 Y ik 2 2 ]

afi Ak 5 9 RE i 70 p JC 7K I IE R AR A 20 L = 2B AR A AR IR R . 2 30 min J5,
1 mL GHLES YRR (C5i-Z R OEE-2 1% ¢ 35 : 15« 1) Rk, 7ERE A AR (E M) i e 4 : GL Science
Ltd, £ 50) J5 M 5 mL ©hedess. FH 1 mL S48, | mL 2R C %e P i 2k W e it , FH 2 mL P9 -2 ¢
(7 = 3) VM. Btk m B R AT A= W0RE S 100 pL 40 % Z N -/K F A% I T IR (0,33 -8 I S0 3% . VR4 2047
Tk U228 30k (210 th T 1 2 LR SE R o B AR TC A I, PRI okt S2 R ) 0 A 3 % T,
1.5 Seitorbr

fé 1 IMP-9 %X 4 £ ( SAS institute, Cary, NC, Japan) ¥ 17 45 3140 #r. 2K F Student t £ % 5§ Mann-
Whitney A6 56, Hb 48— W 5% 52 1l [X R 252 533 1 X () 4 0] 22 S 7 V8 4% L 38 (R o 8 5, M L A Sk BBl
1 ] 22 028 Pk ] RS R A3 B 2 2H A v — I 2 52 Uk 5 5 2 T 0 25 2 Bl 18 R 6k

2 %55 59718 (Results and discussion)

2.1 ANFEHLX Z i ANBEARIE F 3

AN 1l X SZ 38 A FEPRAE FL A 0L (3 1), 22585 i X 55 BEAE AR BEA B s L IRER IR TR 40, Sk LA
i BBl A A AR R A s T AR SRR L IX . e 1 S SRR AE 2 A X B AT R, R 3
5 B IFER 3 2 LR G B0 A T8 b 5 5% b DX 85 7R IR R R M X R R M X ) 7 A 1 S AR R
28 4, AR IX[H] Sk 24—29 %5 AE B BR HL X W) 7= IE (- BRI 26 %, ARIR IX ] 24—28 % I 2
0] B AT d0 25 22 57 (P = 0.083) . %% 5 b X 490 7 40 16 3% M X A9 - 25 B AR A BR Ry 27 4F, Ji A 4F PR X ] o
2328 45 A 2 58 M X ) 7= I 76 1% b X SF- Y R AR AR BR Ok 25 4R, FEAEAR R X [B] Sk 23—27 4, & 2
A W 225 (P =0.275). TEARBSE A, ZRE b IX L A9 A K AR i i 35 TAR R BRI (3 1) AT A
IBIFFE & B, W 2 8 XN TR A4 B LB AR K R B IS 25 SRR [R) 128 200 fE e R AR i B, e
T % 18 58 M 2R A K HR O B /D () R AT L 23 3 B R 8 B B it 402529 3 SRS
T T4 3 5 A KA AR S — 2, SRS 5 B A KA AR R M . AR g Z ik A
5 LR AR D, HBETT AR 75 A 0T, i & U AR A R o rh it — 2D HIE.

R 1 AFRMXILEA RSN LR

Table 1 Demographic characteristics of participants

B Boy L H# Girl
Jorr R ARREIX R AEREHIX
Exposed  Non-exposed F P Exposed  Non-exposed F P
(n=25) (n=22) (n=12) (n=22)
1% L3
HiF/m 0.63£0.04  0.59+0.04 11.72 0.001 0.59+0.05  0.57+0.05 2.17 0.151
K /kg 6.5+1.3 5.2+1.1 14.62 0.000 5.4+1.1 4.6+1.0 4.17 0.049
WU (kg'm ™) 16.1£1.6 14.8+1.4 10.40 0.002 15.4+1.5 14.4+1.7 3.18 0.084
3L Fl /em 40.0+1.9 38.6%1.6 6.99 0.011 38.3+1.8 37.6+1.7 1.38 0.249

Rl /em 41.743.1 38.943.1 10.86 0.002 39.042.6 37.443.1 2.19 0.149
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Y Boy L Girl
ity REMIX AR REMIX AR
Exposed  Non-exposed F P Exposed  Non-exposed F P
(n=25) (n=22) (n=12) (n=22)
3% L
B &/m 0.99+0.03  0.93+0.05 18.16 0.000 0.96+0.03  0.90+0.03 2228 0.000
KT /kg 16.9+3.2 13.5+1.3 23.05 0.000 14.5+1.2 12.4+1.4 16.74 0.000
R HE %Y (kgrm™) 17.242.3 15.5+1.1 11.03 0.005 15.7+0.8 15.3+1.2 1.13 0.296
3 fil/em 502414 48513 16.93 0.000 48.8+1.5  47.4%1.0 9.56 0.004
Jg il /em 55.7+4.3 50.242.5 27.48 0.000 51.7+1.5 49.0+1.8 18.07 0.000
5% L
B &/m 1.14+0.04  1.09+0.06 7.57 0.009 1.11£0.09  1.05+0.08 29.38 0.000
KT /kg 23.0+4.7 17.842.5 21.78 0.000 20.242.2 14.842.5 33.44 0.000
e %Y (kgrm™) 17.7£2.9 14.9+1.4 18.62 0.000 15.741.6 14.5£1.2 5.75 0.023
3 fil/em 51.5+1.3 50.2+1.1 14.35 0.001 50.9+1.5  49.6+1.0 7.89 0.009
W Fil/em 59.5+7.3 543438 23.73 0.000 56.8+3.3 522423 22.76 0.000

2.2 N[A]HL X AR T A AR
BB 17 ISR R Y S R 1,2,3,7,8-PeCDF. 1,2,3,7.8,9-HxCDF . 2,3,4,6,7.8-
HxCDF il OCDF %}, Higx 14 Fp ZRESC[R] R Y7345 & 2 & TIEREEHLIX (£ 2).
2 R B BRI A Rt Lo

Table 2 comparison of dioxins levels in breast milk between exposed and non-exposed regions

R EE X /pg(lipid) I H 5% 4t X /pg (lipid )
Exposed Non-exposed
ez (n=37) (n=44) P F
M Pys—Pss M Pys—Pss
2,3,7,8-TeCDD 2.0 1.0—3.6 0.5 0.4—0.9 13.87 <0.0001
1,2,3,7,8-PeCDD 2.8 2.0—4.2 1.1 0.7—1.7 49.85 <0.0001
1,2,3,4,7,8-HxCDD 1.4 1.0—2.0 0.8 0.5—1.4 19.05 <0.0001
1,2,3,6,7,8-HxCDD 5.2 2.8—7.4 1.3 0.9—1.7 51.63 <0.0001
1,2,3,7,8,9-HxCDD 1.5 1.1—2.5 0.5 0.4—0.9 39.80 <0.0001
1,2,3,4,6,7,8-HpCDD 8.3 6.0—14.1 2.6 1.8—3.3 36.04 <0.0001
OCDD 584 41.0—78.8 15.7 10.5—15.7 62.99 <0.0001
2,3,7,8-TeCDF 0.5 0.3—0.6 0.7 0.4—0.9 5.30 0.0079
1,2,3,7,8-PeCDF 0.5 0.4—0.7 0.4 0.2—0.6 1.50 0.1883
2,3,4,7,8-PeCDF 4.1 34—54 3.1 24338 15.08 0.0002
1,2,3,4,7,8-HxCDF 6.3 5.1—10.0 1.6 1.3—2.0 34.79 <0.0001
1,2,3,6,7,8-HxCDF 4.0 2.9—5.7 1.4 1.0—1.5 32.40 <0.0001
1,2,3,7,8,9-HxCDF 0.3 0.2—0.6 0.3 0.2—0.4 1.77 0.5888
2,3,4,6,7,8-HxCDF 0.7 0.4—0.9 0.6 0.3—0.8 4.54 0.1347
1,2,3,4,6,7,8-HpCDF 4.6 3.1—5.6 1.1 0.8—1.5 24.76 <0.0001
1,2,3,4,7,8,9-HpCDF 0.7 0.3—1.1 0.2 0.2—0.3 24.78 <0.0001
OCDF 0.6 0.5—1.0 0.6 0.5—0.8 0.02 0.8783
TEQ

Total PCDDs 8.1 5.7—11.3 23 1.6—3.5 67.99 <0.0001
Total PCDFs 2.4 1.7—3.1 1.1 0.9—1.2 29.38 <0.0001

Total PCDDs + PCDFs 11.0 7.5—15.1 34 2.5—43 74.40 <0.0001
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2.3 AN[rl XL IS [ IR o i AR DL R I (A OC

EREM L g, RFEMX DHEA S REJLE 1 S B TIEERHEMX, 5 ¥ DHEA &7 1
FTAEREEMIX, 3 5 B DHEA & i 78 W X Z (B A 0 2% 22 5. JB 378 5 47 I 2 8 Hb DX A S2 i 7K
i AL T AR R ML X, LB 3 RN 5 A i, R R X SR IR T IR R EE HLIX (3R 3) . AR IS
BB A UEE e Bk P JC 2 25 5. AE VR LB AR BT He £, I B Rn Sk [T, it FH 22 R 3R RTS8 3
2 A1 NHE T R R Uk B S R ) AR DG M. A R R B, B R IX 17 Rl 2 h 2,3,7,8-
TeCDD( f = 0.4235; P = 0.0395) . 1,2,3,7,8-PeCDD( g = 0.4742; P = 0.0190) . 1,2,3,4,7,8- HxCDD(j =
0.4949; P =0.0140) 1 1,2,3,6,7,8-HxCDD( 8 = 0.4745; P = 0.0327) LA & TEQ PCDD(f = 6566; P = 0.0005)
F1 TEQ PCDD/DF( = 0.6137; P = 0.0014) 5 1 %/ 5 % DHEA % &t &2 I Z M IEAH G, 7E 5 3 5 % i
DHEA & 5 1,2,3,7,8-PeCDD (= —0.5925; P = 0.0057) . 1,2,3,6,7,8- HxCDD( = —0.6350; P = 0.0026)
11,2,3,7,8,9-HxCDD (B = —0.5623; P = 0.0108) & i FVE ARG, 76 5 # 3 &/ i, H: DHEA M &5 5
THEYL[R] R W 2 (R JCAH M. FE L EE 5 X SRR S TN 2 (R e A e, AR R ERMLX 17 Fh L [E £
W5 5 EE S R R AR Z M TOAR DG . ZR M IX 17 FPIR] &4, OCDD 5 | % Zr# DHEA & i &2 W & P
A (B=-0.5987; P=0.0323). fE L 3 % 1 5 % if DHEA FlIS2fR 5 — WY 2 [A] JCAH G 7% . DHEA 1F
e ER B, T LA Ak Sy S R 8 XL S 52 A DA TG AR A5 3R T 4. DHEA 76 JLZE AR P 14 558 A2 1k
A e B R K P72 Ak S H AT e )L 25 L AR 5 & 5 . Miyashitadori 898 & B, 55 MR B LT I
T ) 158 S0 R ] 7K P 5 R A IV v ) R B A W M TR DG, T L P R )L 2 S SR DGR,
AR R —3. CA MRS, MR T NES R 7R 2 R B AL A TS 2 [ B R KT B
F 58T ST DHEA (952 W HLH 1 A B

F 3 ANTAIHBIX L2 M Y S ] P 3 LA

Table 3 Comparison of saliva steroid hormone levels between exposed and non-exposed region

B ¥ Boy L Girl
RFRIX R R R MBI T MIX R X
Exposed Non-exposed Exposed Non-exposed
(n=25) (n=22) P (n=12) (n=22) P
M  P25—P75 M  P25—P75 M  P25—P75 M  P25—P75
1% )13
HTRYHR/ (pgrmL™) 757 597—1261 766 623—1146  0.9150 1065 760—1530 860 562—1264 0.36760
DHEA/(pg'mL™) 105 79—105 25 17—46  <0.0001 124 75—168 32 23—53  <0.0001
3% ILE
HTRYHR/ (pgrmL™) 550  309—972 857 475—1134  0.1012 541 226—1210 449 295749  0.9533
DHEA/ (pgrmL™") 156  92—262 189 78—439  0.5671 206  76—440 208  154—323 09117
52/ (pg-mL ) 20 1.1—34 28 2047  0.0848 23 20—66 31 16—45  0.0021
5% )L
AR/ (pgrmL™) 829  440—1202 522 372—824  0.1807 714 85—1165 756 339—1066 0.4319
DHEA /(pg:mL™) 79 40—140 339  273—761  <0.0001 97  61—178 675 320924  <0.0001
2/ (pg-mL™) 1.0 1.0—20 45 27—79 <0.0001 12 1.0—17 7.0 32—132  <0.0001

CYP17 YE R4 M ta 2 PASOCTa g i) i JE R, L3R IK 2 A8 1k 25 T 3 P450CTa g H) CYP17A1 i
(17a-F24L T/ 17-20 247 B ) 1) 3 P A28 Ak DT 2 BOCH [ B 28 43 0 S5 T 98 6 B, CY P17 A4 Mt il R 5 s
170-F2 FE 22 5 B 55 Ak DHEAR). f5 8 (5% & B0, W80 28 58 Hh X 2= i mir JLEE 19 Il Hh CYP17 24
fifk Bl 05 PR B S TR R R M IX Y L, SR ESCRI T CYP17 RS RO Kk, DHEA 7K-F-hY
FhiE & T WEBCH CY P17 SR BTG PR A 25 SR, TREREXT 5 B A Lo AR Y CY P17 A S PR 1
AN IR S350 T ZRESEXT DHEA (52 0 H 30 7 P00 22 5. WESE 2 58 6 CYP17 2 fift il 1% M 114 5% i AL il
AT AR, U6 3 bS 76 CYP17 24 M B M (14 )8 7 FpOR AR Y. B85 n] RESZ i 41 i €2
F S AR T IR, T8 CYP17 24/ f 16 M i 2B B2, DHEA KFAE AR 5 8 1 % Z A & Rpsl T %,
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15 1—5 % Z (A5 — PR HEUR 897K, 6 27 i B0 LT 3 FE AR BT b A BE, 2% i 4 IX 55
ML EAE 1M 5 % I DHEA 5 WS 2 [ A7 A AR SCHE, 1T 3 % i JCAR Sk, X mT B PO A8 1 % i
DHEA $52% FREFIPRRIITI KL, 5 % N2 DHAE MCFAR HAERA/KF- 2 BT S9A5. 10 3 2 AL T DHEA
TR HARAKOE (1—5 2) By e ] B ] 25, J& DHEA 7KV PAR BB, DRG] BEAN 25 5 2 B A1
Yo 4. BB A DHEA /50 B B IRR, 16 A6 32 B IR B B0 R (ACTH) I35 >4, s —
WS AR ] T A= T /i, DHEA 1B BB 7E JL# rb ol fE [A) i g2 a5 W€ 21 L # DHEA 1722
1, PR ZRESE AT BE BT T LR BB S [ WA W) ik A, AN SRR T T i i =R B ACTH
inl/}

M T HEFEWADLERTER T M AR LT, REBEEIME T LR AR, X IR AR, 53
b, B RS20 H F AT L A _EIRIIEE. Karman 555 A58 A 9, —IESE[R)264) 2,3,7.8-
TeCDD % f# 7 $ 52 UN LY SERRL R /K F- L K 17B-HSD e 5 S L8R 1 FK - (9 8 5 £ I, Oanh 250 B
FERBL, “WEYE 5 % JLE Y 17B-32 2 [ I A =0 (17B-HSD) Bl 1 2 8] 5 e 3% R G, 48 ) —hE
F 5 AT REXT 17B-HSD i AT 40 V5 T, AT 5 20582 B8 3 KRR SR, AS IS 76 T 22 e i 1ol
USRI 8 L B A 48 K5, W LA Sk LS, R BRAE 3 8 A s %2 L v, SRS RS [) R ) JoAH k. T
AT AT e B, B 3L A B RS 5 B LA L A A S K B P ORI OC U, AR AT Z AT AT
FERRIRE I, 5 % JLE LT A4 SE R KPS B2 52 1 5P GORH S0 AR BT R R, IR W 4R N 55
AP AL S 0 e A D MESOR, i TR IR ST b B R M IX L EE Y B R BOIR DL 2 T AR R et X,
X S I 14 52 W) 0] BE B0 T B R ER BRI, 53 SMARIEIE B 3 1 NS 8D N % R B 7R 4
Je BB ST P Bk — 2 L.

AT AR T ILE R ARG R W IRk RS, 208 1 AN [R] 3t X L3 MR 3 2 [ iR 5 MBS
AR S, (EA I SE AR ARG AT S ACREPRAE FIREFLIR IR 558 37 77 17 A K S [ e 24t ol P 45 07 T AE DG AR
B, A JE AT EAE RGN E AR B BE A B, PE— 2500 B )L B R S [ IR 1 S Y A
PS i

3 4518 (Conclusions)

AW K B, b X B B 1 B e D I L SR B TR (DHEA) & 8 5 RE S W &2 P 2,3,7,8-
TeCDD. 1,2,3,7,8-PeCDD, 1,2,3,4,7,8- HxCDD i 1,2,3,6,7,8-HxCDD L) % TEQ PCDD £l TEQ PCDD/DF
BIEAM S, S RS THER R &Y 1,2,3,7,8-PeCDD | 1,2,3,6,7,8- HXCDD # 1,2,3,7,8,9-HxCDD £ 1 #f]
K, MiZe#E 1 2 WS TR S RAARDC. 25 BTk, Bl 0 —RE9C R # 0 JL# B0 DHEA & 52 2 A
PRI 22 5 AR R T AR 52308 ANBH /0, HB AR RR B, TR A A 5 5% rh s B35 I 32
R NBL I KB B VR A A FR 2 B0 AS BT 5% 19 & . 55 A BB I sh 4 Se 56, e L 1 25 36 0F e
T A [ B 2R Y 5 ).
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