NOWHREILFEWEIZ XL 2 T v NEEIfEE

R AFRIM pR B3RS EA S KW OBEC MO
VEEEBANR AN RRTAEDEIEE 2 —, TENCEREEAZET. AL, *NEDO

W R SLA L B AR O HLN P O R L 2 L TS D FIREEN B 2 b b, Fix i,
W WAB R L E 2 $h85 1 7~ N ORICERER G L2 HBAICE LD Bb 2 RHRE Lz, A% 5 BEOR
ST MR B L 8 2 KAEN R G- U745 5. phenol 2535 &L OF phthalate 813 4-5 BRI 351 5 H 3 iE
EA RIS, ZOZEIIREICEEFEICE S S EIIRE ST\ e, ZO1THE)
TAbIE, PRETHD 6-t Fuxs F—,33 (6-OHDA)R G2 L » T R— 83 iR D382 THE L
THARICRBO LN LE L FETH -2, BT 8 Bl THrEE L, MEAERB L O iMAZ R LT total
RNA Z i, 1,176 FED ¢cDNA AR v FENTA LT LT LA ThDH Atlas Rat 1.2Array(7 7 7
v 74 & T DNA 7 LA BT 21T o 72, EOfER. 6-OHDA 5.7 v b OMGEIERTIZ I V2 I Vg
T AR=F— FRUTIE =RV F TV RAR—=F =0 F =33 D4 ZFEIEOBIGAFEBTTHEN
OO, Lo, WOMMEEAL W E R EIZ L > TA U B R b0 %Z — 1% 6-OHDA &
LA LR oTEY, T2, (LAWK > TEILD T — I3 ETIE R D o T2, ARERIT, WO
EALS DY B BAE O B R a2 Bh it P 5 RS 03 R 9 S B B O pRIKNC B 5 LT 2 ATREM: 2 /R
THLEDTHDHN, WHIRELFEWEIC LD ZEITIE F— 3 R O FEEREE LM © ik 2 72 22K
NEELTWL LD EEZBND,

Hyperkinetic disorder induced by endocrine disruptors in the rat.
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Fetuses and infants may take endocrine disruptors via an umbilical cord or milk. We investigated the effects of
intracisternal administration of endocrine disruptors to 5-day-old rats, and revealed that some phenols and phthalates
caused a significant increase in locomotor activities at 4-5 weeks. These hyperactivities were obvious in the nocturnal
phase, but diurnal alterations were maintained. These changes were similarly observed after intracisternal
administration of a neurotoxin, 6-hydroxydopamine (6-OHDA). The total RNA was extracted from the striatum or
midbrain at 8 weeks and used for DNA array analysis. 6-OHDA caused an increase in the gene expression of glutamate
transporter in the striatum, and of dopamine transporter and D4 receptor in the midbrain. However, an alteration pattern
of gene expressions by endocrine disruptors was different from that of 6-OHDA, and the gene expression profiles were
not identical among the chemicals. These results suggest that endocrine disruptors may be involved in etiology of
hyperkinetic disorder seen in autism/ADHD patients and that the hyperactivity caused by endocrine disruptors may

result from several factors including dopaminergic neurons.



