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Table 2. Estimates of regression coefficients for PCBs and DDE

Signiticance level

Route of exposure Age (mo) Score Chemicat Estimate Standard error (p value)
Transplacental 6 MDI PCB +0.12 0.44 0.78
DDE +0.65 0.22 0.004
PDI PCB -0.96 0.46 0.037
DDE +0.33 0.23 017
12 MDI PCB -0.54 0.54 G.32
DDE ~0.03 0.25 0.90
PDI PCB -1.34 0.61 0.028
DDE +0.09 0.28 0.74
Breast milk 6 MDI PCB -0.18 0.20 0.36
DDE +0.10 0.10 0.32
PDI PCB -0.27 0.20 0.17
DDE +0.13 0.10 0.22
12 MDI PCB —0.06 0.16 0.70
DDE -0.02 0.08 0.34
PDI PCB -0.27 G.18 0.13
DDE —0.001 0.09 0.99

Entries are estimated regression coefficients for the effects of PCBs and DDE on Baylcy scales, aiong with their siandard errors and significance leveis. For
teansplacental exposure, units are Bayley points per parts per mikiion of the chemical in maternat mitk at birth. For milk exposure, units are Bayley points per
milligram of chemical consumed from birth to the age of the test. Regression models also included the covariates shown in Table 1.
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table 3 Spearman rank corelotion coefficients between 1.

3 and TT, levels in maternal

and toxic equivalents {TEQs) of dioxins, planar and non-planar PCBs in hurman milk

plasma ond TSH levels in infants plasma,

Maternal Maternal after Maternal affer Infont second infant third
pregnancy delivery delivery week month
, m, . TSH TSH
n =82 n=81 n=281 = 82 n=82
Dioxin-TEQ ~0.43** ~0.31** -0.34** 0.38*** 0.42%**
Pionar-PC8-TEQ -0.36** ~0.35** -0.33** 0.38*** 0.32*+
Non-plonar-PCB-TEQ —0.40*** —0.31** n.s. 0.38**~ 0.36***
Total-TEQ) —-0.437*+ -0.33** -0.33** 0.40*** 0.40**~
**P<0.01
***p< 0,001
n.s.. Not significant
Hypothetical model
o .
?, BF high
Q * S¥0npfe 4al
g RS
2 ’5-2"3/3,-,%
o o ([[amg 77
0>) 0.€15~c57”-.~
3 FF high
S - BF low
a :
‘ e FF low
iy : —
conception birth day 14
Fig. 3 Hypothetical model of the relation b e of i ise PCB exp (PCB

levels in cord plasma), and carly postnaral PCB

exposure {from breast milk or formula milk} versus

ncurological signs in the newborn period. BF Ligh, high PCB content in plasma and breast milk exceeds
critieal level: newrological signs; BF low, low PCB content ia plasma and breast milk does not excesd cnit-
<l level: no neurclogical signs; FF high, high PCB content in plasma of the formula-feeding group does
oot exceed critical kevel: 2o neurological signs; FF Tow, low PCB contept in plasma of the farmuia-feeding
xoup docs not exceed critical fevel: a0 neurological signs; “critical theoretical PCB level for nacvrological

signs,

Table 4
Regression analysis; fluency cluster score

Variable

Regression coefficient
(standard error)

P-value (two-tailed)

Constant :

Type of feeding (0 = breast-feeding, 1 = formula-
feeding)

Log(EPCB,4,g)

Parity (0 = first, | = not first-born)

Education of the father (0 = low, | = high)

Study centre (0 = Groningen, 1 = Rotterdam)

Education of the father x Study centre

8.539 (0.356)
-0.450 (0.177)

-0.295 (0.175)
-0.394 (0.168)
1.352 (0.293)
1.628 (0.336)
~1.072 (0.388)

n=373, R?=0.15.
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Table5. Speannan rank correlation coefficients of the significant correlations (p < .05) ben
total TEQ: dioxin TEQ, planar, momo-ortho, and di-orthu PCB congener TEQ levels in breast milk

gical parameters and the

Dioxin and dioxin-like PCB TEQ levels in breast milk: Spearman rank correlation coefficients

Mono-ortho Di-ortho
Cells Dioxin TEQ Planar PCB TEQ PCB TEQ PCB TEQ Total TEQ
Whiie cell blood counts
Monocytes at 3 mo -0.35*" -0.37 ~0.67*° -0.51° ~0.64*°
Granulocytes at 3 mo -0.40 -0.40 —0.44 -0.34 -0.47°
T cell markers
CD3*CD8* at 18 mo 0.80°° 0.71** 0.52 0.68° 0.65*
TcRaB* at 18 mo 0.71* 0.50 0.44 0.61* 0.57*
TcRy5* in cord blood 0.57"* 0.32 0.40 0.34 0.50*
* = p = 0.05.
**=p =< 0.0l
26 DYRBRICL-THLHIKESATLIER
TABLE 7

1. HEROER EREFH

2. HOEBRE~DES

1) $PEEOERET

2) EWBEOTF FOS v BREOET
3) FEFAFATFOVRE, BATAMAFO
VERBROET

4) RTFHOET

5) UTHOETLRE

3. HOERBRE~OEE
1) 4BHEE. KBHORE
2) BTHORE
3) EBEDOET
4. e HERIOEE
1) avoidance test, EE®hBEAH. hyperactivity
BEESR)., T - LiEKh
2) BiRdopaminé R P DIETF
3) Mgpthyroid hormoneM{EF

5. ZEWEDIET -
1) MREROET
2) THROSIELET

6. EFIVKKHFHLBAREOEE

8 FAAFLURLLIBABREBEBRS

BRESEME (3 0pptil k)
RRF— FAY. 524,
ZE (Birmingham) AR (5 1ppt)

20~30pptitlg
R=S U F, Xwx—F», HE (Glasgow) .
H+ % (British Columbia) . 48[ (2 2ppt)

10~2Opptitsk
FA4VIUF I~ F—R YT,
Fre—v, 2—dRFEF. H7IVH. k@

EREFREE (1 0ppthF)

N4y — (Budapest) . =a—S—~S5 K

Route of Perinatal TCDD Exposure Determines Which Male
Reproductive Effects Are Expressed in Adult Rats®

Effect

TCDD Exposure

route

In utero

Lactational

Decreased plasma teslosterone concentrations
Decreased seminal vesicle growth

Decreased ventral prostate growth

Decreased epididymal sperm reserves

Decreased daily sperm production
Delayed separation of prepuce from glans penis

Feminized sexual behavior

o+ + 4+ + + &

FOQ+ 4+ 4+

2 Summary of male reproductive effects caused by in wero or lactational
TCDD exposure in the present study.
> An effect was observed (p < 0.05).
“ No effect was observed (p > 0.05).

R9  BSEORYL SO A FL CEORRER AL
LES 3:172-9:1.4
8% ka2 bt 44 E b A *E ¥y

5 pETEQ/d| % [pgTEQ/d] % |pgTEQ/d| % lpgTEQ/d| % [pgTEQ/d| % pgTEQ/d| %
* nd.{") ] 0.0
(Rice)
M (Cereal. Grain, 0.2 jo.i] S5 {42 63 |4
Potato) . s 33 |42
b3 3] 3.0 1.8
(Sugar. Cake}
ks 29 1.8 0.6 0.5 . .
o 21.2 {18.0 19 15.2
IN& 1.2 0.7
(Bean Product}
%3» 0.6 0.4 2.0 1.5 13.3 9.5 2.8 2.3
{Fruit)
BeNR 1.0 6.7 3.7 2.9] 1.0 7.9 7 6.0 12.15 | 8.7
{Green Vegetable)
HRRUEA 24 {15
{Vegetable, Seaweed)
0% H B U ik Hd 0.6 0.4
Seasoning beverage)
AABilFish, Mottuse, | 105.0 (64.4] 33.9 ]26.0f 17.0 [12.2] 24 20.510.6~2.34| 1.2| 7.7 6.2
Crustacean)
B, 6 17.5 j10.7] 39.0 {29.9] 61.0 [a3.7] 22 18.8[5.2~141.33]73.5] 42.92 |34.4
{Meat, Egg) .. ’
LR (Mitn, Dairy 8.0 1.0} 41.7 ]32.0] 31.1 22.4] 43 36.7[12.%~48.66]25.3] 35.00 |28.0
product}
BRER 0.7 | 0.4 39 3.0
{Cooked meal)

& 163 100 130 100 140 1003 17 100 [18.0~192.3} 100 128 100

(MBHRTINOL LI TVEH, HRERY S TAOASSORETHEILHERETitnd L L,

- TEF £
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