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TEE . AR B e80T BDE 209 KRB ARG AR B BB 7 BULE R G20, K 75 SO R B/INER ALY X 1R
4 AR BEA(1.5 mg-kg -d )RR R AEA(225 mg-kg "' -d™"), BDE 209 5&8% 10 d J5 , K M SRS A BUE T8 . R HRUCMR 2R I 8] AR 1T
(MHZEAR 2 Ay 10 R RRIFEe I i L E AR . 1 AR5 7 BRE T L 0030 o B L e 35 W L D) 55 6 B[] ) =X i
(N o oW N i 1 A Y 1 VR N 11 2 o= 1 3 S = g OB R N B 1 B = B VT 1 K e
7~ A 7T & BDE 209 Z AT AR R ORF & B BT B LA B0 AE S, R AR R N | 96 40 i R PR A
ML BRI TE B AR (P > 0.05); 40 R GE kAT /s — M ) 25 55, RIVIR S0 &2 A =3 77 & BDE 209 4% 8¢ 11 4t /N A2 PND
30 LT ZEI(RBC) (P < 0.05) IMLZ17E F1 (Hb) (P<0.05 B, P < 0.01) M 21 iR FR(P < 0.05 B P < 0.01)8) 5 2 FAR ; 1 i /] il
HAE PND 30 L BAT 40 A B BEAIR(P < 0.05); 7% PND 30, i 571 00 2% 58 4 1 P Bl P/ B, 000 o 2 R A P /N BR B 4
PR/ MR TTET I B E AP < 0.05 B¢ P < 0.01); i PND 60 ,PND 90 [J5%56 2H 1fiL/ MR 45 & W22 31| i 3 ok A8 (P > 0.05), A1 IfiL
LA M A R W RFI 4176 PND 30 .PND 60, M =744 75 PND 90 60 21 i %) S 7 45 5 2 2 PR A A0 B i3 &2 ik
FHEZHAE PND 90 o U 51 4 S0 S 5 45 2R 22 SR S T VR YL I T A (P < 0.05), B BETR A e I A05) o 28 A Qi v %
WP/ BUAE PND 60 \PND 90 ‘-850 1 TG I 1B B 41 I 100 55 5 45 5%, 6 B b1 i A 1R BK, s 0 AL it /DN BRUZE PND 90 S0
3 3 B EWR , RIUNBRER A F 8 (P < 0.05), DR RRY] BDE 209 KI5 8 I fig 3 30h A 7 S0 A i fn e g =
PR B R RS T #E .
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Abstract; To explore the effect of perinatal and post-birth exposure of BDE 209 on the developmental hematologi-
cal system in offspring mice, we randomly assigned 75 Kunming female mice to the control and two experimental
groups through gavage for 10 days before mating. Ten mice with the similar fertilization day were selected for each
group and continued to gavage through pregnancy and lactation, until weaning. Then the offspring mice were ex-
posed following the same exposure protocol. The peripheral blood routine and morphology, bone marrow karyoty-
ping and number were analyzed at different PND. The results showed that no significant difference was observed in
the number of white blood cells, neutrophile granulocytes, lymphocytes and mononuclear cells (P > 0.05). The gen-
der difference was found in the red blood system in both low and high BDE 209 groups, that is, the cell counts, he-
moglobin and hematokrit were significantly decreased in the male mice at PND 30 (P<0.05 or P < 0.01), while on-
ly the red cell count was decreased significantly in the female mice (P < 0.05). At PND 30, the number of thrombo-
cytes was significantly decreased in the male mice of both exposure groups and the female mice of low BDE 209
exposure (P < 0.05 or P < 0.01). However, no significant changes were observed on PND 60 and 90 (P > 0.05).
The morphological examination on the peripheral blood showed that the number of white blood cells was increased
at PND 30 and 60 in low BDE 209 exposure, and at PND 90 in high BDE 209 exposure. In addition, exposure to
low dose BDE 209 resulted in increased hyperchromatic lymphocytes at PND 90 (P < 0.05). The morphological ex-
amination on the bone marrow showed hyperplasia in both male and female mice at PND 60 and 90 in low BDE
209 exposure group, while bone marrow hyperplasia was found in 3 male mice at PND 90 in high BDE 209 expo-
sure (P < 0.05). Our data suggest that perinatal and post-birth exposure of BDE 209 may lead to developmental
toxicity on the hematological system of offspring mice including some adverse effects in peripheral blood and bone
marrow system.

Keywords: decabromodiphenyl ether (BDE 209); mice; developmental toxicity; perinatal exposure; post-birth ex-
posure; hematological system

Z IR B K (polybrominated diphenyl ethers, PB-
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TRIE TR H AL & 5320 209 #[a] &4, PBDEs
=i DA S S 5 P S R, B S
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21 kil 2 PBDEs A4S, AR A Bx, Bk
L AR R G 4%, LI e Lo L, Bk
LI i e R Jia R 34 £ 4G 1) PBDEs Z ) 24,
I HA AR JLI i 5 B1 4 1l % PBDEs 7K V- HLA #H ¢
P, #&7~ PBDEs Al it i i 25 5 it s Lo 3L 75 ik
AL LR P, %o IR iR & 75 R 2 &y LA e
AR E . BT, Sh Wk sE CE S, PBDEs HAT
LEENIR G R A i e Bl e VAR | ED G
X I 2R 48 A 52 0 v A DL 4G

W R, BB R SR R E K
FHHL#8 & 47 2 Fh PBDEs [f] &4, J& & N 28 S Hk 22
H1 PBDEs (1) 2R IR 17 i a8 K EE 2 AR
Lo LU RS fih PBDEs A — > E Bk A2
A AR, A LTS Y W) 5 55 TT RE 2 L3 I

VBRI , ANk 1 s A fa e R 3 ik AR AR R
RSB L A i & B e, RS IE
(A9 1] — %ot BEOBIE 9% S8 %, 0 S5 A B A8 A e o ) i
AEYRAE B RSB E N A RG]
ABSRI AT L3 2t s i R s R SR B
HMNIRHEHE Y H 25 6 SR AR s, 1X
S5 YLYITE S N I ZR EE KA T B %5 T PBDES
13 N B KF- 20 AF 3 =, I W i PBDES 42 1]
FFER AR ML R G BN B

PBDEs %25 [F] 72 ¥ 1) B 1 DA IR I R ik 119 A=
WIEE I 2 K (4 BDE 47), T e 1R B 4% 1k 4 59 (4
BDE 209), 1t 2009 475k A [ 355 JL K & 1 20K
DUTR PR 7S BROR-L TR B 2R Tk 1 A R AP BLTS
Yena A (HERE IR EE LN 20 |, T 5% [ K BRI 5 %2
FE R C IR 2E (- ax S8R PBDEs 19 4 7™ il R il
FHEA M S SR AF 2k (B 5 0, o TR R i
W ELA 55 IR A Tk A 0L Py 25 1 AR i L e YR
IR A ik 1] AE PR BTN A A 9 AT e AR A ARTR ™=, DA
MR AEEEMEAVE M . 3 PBDEs A= 77 Flfifi I ok,
T EA R R, =288 TR B R ik (BDE 209),,
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AW 3 7 220 BDE 209 2 5% /)N RS W)
AR BDE 209 420 ) K ) 2% 7% X7 148/ B Ak
JE RS- BE R SE A A WIE% PBDES Il 2 48 #:
B

1 ##l57i% (Materials and methods)
1.1 SZEr Rk

iK%, BDE 209 (4l fF > 98% , 3 [, Sigma-
ALDRICH 72 w)) ;B B8 40 M 355 72 (0 B, 75 5 St
W) TARBFSEFT) ; RPMI-1640(ZE [H | Hyclone /A H));
TR — B s IR — S WETR — ANl T 2
LR R AR, Skl AL B4 T B
Rtk Tl A RA R, WERR SR EC K H
FORUT BBk e G R L B RBE L A A E L W Ak
5 L VK TR Y W T R R Ak 24 R A BR A F
Wright-Giemsa & & 44 . EDTA-Na, 4 T b 50 K 3¢
FRHEABRA A AT o b4t

ALES : HM R I 53 BFAX (Sysmex XE-2100 Fi43 2
4 H ShIM 40 A3 Hr AL, H A, IE B H T 8 38 (O-
lympus BX-63, HA),
1.2 SEES BRI YL iR

Ve 4 Jiliy SPF 2t B WIMEME/ N 75 HORIEBE
B sc s sh b d it BEPL A 3 2H O BREH
AR A s d), F4 25 X, ¥ BDE
209 ¥ PRI AE A i AR /N BUR R 42 AN [F) 2
IR A & R4 .15 mg-kg' -d”, @& R
2H.225 mg-kg' -d")BEREOEHE E — Wk, X IR
B 46 Eh . BDE 209 2258 10 d Ji7 , 5 5L [
% SPF 2R IET: B /N LA 2:1 A8, R H i Rk AT
FF3E 730 v A, 2 6 RS 1 SRS , LIRS Hokg
FE PR O IRES 0 K, Frdfi M R AZ 22 5, B
TR o BEHCMN 22T R AR (FH 25 A2k 2 d)AY 10
RSP HE ARk, AN RAE
FLITE LY R, W7 2L S 4 S R BRUAE R B
UEAT YR, A A [ B () 8 2R A7 A0 8 ol & 80, 41
RIS | B B 20 I 25 2 B 4 200 it e € fk A%
RGBT, i sy A kg ok, EREE R
20~25 °C G A%EsE/ME 12 h E3R,
1.3 FECRAE BAR bRk
13.1 SR —Msh A M

H R A B KA s R AT R R B,
FAEHAEJE A 16 .30 .60 .90 K FUA T,
1.3.2 I H ARSI 43

+ B 2B 5 He BRI ] s JR) A TR, g2l

BEHLIC 10 B 7B, 25 12 h 28 0% 9 L 240 g iy
IS g-kg )RR, FTHF W e O R BRI, v A PR
NPTEERE % TR RN AR5 R BE B S0 B
PEAT A E I FRAE R 5T
133 AMEITR R XIS K A

R B A s ) SR 501, AR 4L B ALER 8
T8, EF KB IT 24T Wright-Giemsa 2 {4, HL T
AN AR A R TR SRR S E A L
134 HHER R JOES¥ R

FRAEG - 5 HE Az s e o A 5, B2 BEHLE 8 H
T, WA B 85T Wright-Giemsa 42 £, | B b (8055
TR R TR IEARE S S k(LR DFE
HREH AR,
13.5 B Rg i gy R AL b

FR A - B HE A e (R AR ), B2 B AL 5 1
TR, A% B A A B RS, R P R s
HREAN YL A AK 1T Wright-Giemsa 44 (@, B+ .1
BEMEE ST FAR R REARA DT 20 ML,
1.4 Sitawr

TR TR DAY (H bR 1 22 (xxs) R n, R H
SPSS 13.0 it S A7 B9 A 3 5 40 b, 1
DEORLZH H) 22 & oMb BCCR BB R 7 25 o b
(ANOVA), J7 255 0f LSD ik L i i 2 57 I
ANFFHF Dunnett’ s T3 ¥ LB 22 5% TTHEC7E R
4[] 22 5 L BCR R TR 5

2 Z5% (Results)
2.1 BDE 209 Je#g A+ BA K s g

Bifi 5 A= K A 9E K BDE 209 Y8540 A= 1 Bl
RE BRI AT RTS8, 2RI NI 5 T

x1 BEEBEZRF

Table 1 The level of bone marrow hyperplasia
g IALLANNE . A R AN
Level Mature erythrocyte: nucleated cell
A E BTV R (1) o
Hyperactivity ’

ARG (D)

10:1
Hyperplasia obviously active
WA IR RR (1)
20:1
Active proliferation
BAAT (V)
50:1
Hypoplasia
B AR BE AR (V)
300:1

Hyperplasia of extreme to reduce
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R, RESHEMEL R WL 2 iR, 55t B4
B, AR e 2 N B E L7 PND 30 G
IR(P < 0.01); 75 77 F 4 ik /N UK R E PND 16,60,
90 H4 @ EFER(P < 0.01), MM/ A H HAE PND
30 WEFRR(P < 0.01), il -SG50 4l g,
BDE 209 Jeaifitt 7 RARE ARG (B0 B
ZE5(P >0.05) ; MEP: T FRAREE TG B 5 22 (P >0.05),,
2.2 BDE 209 B3 A=+ BN A I A 45
221 AME I AL

BDE 209 % %% i A= 7 BB & 1 i 4 & 4

FIHEEER R 3 4 Pros, 55X AL L, %, &5 7
i PBDEs 88 % A J5 N [F) & & B B+ SRS 1 24
JiL 2R GE AT S, v A PR 2 9 4
L K BPA% A48 L %) 50 241 T ik A8 1R (P > 0.05)
222 AMNEIMLT AL

BDE 209 JL8 XA A & & BB BN E 21 44
MISEMAZERANZR 5.6 Fias, 5% B L, IR 4
Al 7 i BDE 209 Ye33 A9 I/ EUAE PND 30 Hi 3R
LI AN %L(RBC) (P<0.05) . IMLZLE 1 (Hb) (P <0.05 1§
P<0.0D) XL EF(P < 0.05 5 P< 0.01)AY B3

%2 BDE 209 #£EXFR/NMREEZSZM (n=10)
Table 2 Effect of BDE 209 exposure on the body weight in offspring mice (n=10)

PEH] Sex 209 Group 16 d 30d 60 d 90 d
XFHBZH Control 15.9+2.26 29.3+0.64 46.0+1.21 47.0+6.83
et Female K4 Low 14.1£2.07 27.0+1.64%* 45.8+2.48 43.1%3.65
FEI A4l High 12.2+2.07** 30.2+1.87 39.9+2.48%* 41.0£3.33%*
X} HRZH Control 15.1+1.57 26.5+2.04 33.8+2.50 36.8+3.12
HiPE Male K4 Low 14.5+1.04 233+1.19%* 37.0£4.53 393+6.23
FEI 4] High 13.1+1.89 23.1+£1.09%* 35.1£2.61 393+3.91

1 *P<0.05,**P<0.01,
Note: *P<0.05, **P<0.01.

%3 BDE 209 EXFR/NR AT P ERMBEANZIET (n=10)
Table 3 Effect of BDE 209 exposure on the white blood cells and neutrophile granulocytes in offspring mice (n=10)

4 /(< 10° - L)

R A R 107 - L)

£ 4151 ) i
Sex Group White blood cells/(x10° L") Neutrophile granulocytes/(x10°+L ")
30 d 60 d 90 d 30 d 60 d 90 d
XfIRZH Control 2.18+0.14 3.08+0.14 2.73x127 0.32+0.11 0.45£0.18 0.44£0.30
TP Male =4 Low 1.86+0.82 2.55+1.06 2.75+2.56 0.30+0.14 0.58+0.18 0.2620.19
B3l 4 High 2.06+0.90 2.99+1.57 2.63+138 0.27£0.09 0.62£0.17 0.72£0.63
XF B84 Control 1.75+0.54 2.69+1.28 229+0.57 0.24+0.10 0.44+0.44 0.44+0.17
P Female IHI 2 Low 2.13+0.93 2.13+0.44 2.62+1.30 0.42+0.13 0.42+0.14 0.43+0.46
R4 High 1.67+0.58 2.37+0.65 2.05+0.85 0.34+0.15 0.41£0.15 0.36+0.19
% 4 BDE 209 22X FR/ Rk B4 a0 B2 A aH e (n=10)
Table 4 Effect of BDE 209 exposure on the lymphocytes and mononuclear cells in offspring mice (n=10)
s a5 R0 M /(x 10° - L) KA (x10° - L)
Sex Group Lymphocytes/(x10° - L") Mononuclear cells/(x10° L")
30 d 60 d 90 d 30 d 60 d 90 d
X} B84 Control 1.77+0.23 2.55£0.30 2.09+1.05 0.07£0.07 0.06+0.01 0.19£0.28
T Male A2 Low 1.52+0.74 1.88+0.92 1.02+0.86 0.04+0.03 0.05+0.05 0.20+0.35
R4 High 1.76+0.87 2274132 1.17£0.78 0.02+0.01 0.09+0.09 0.09+0.11
X} B84 Control 1.48+0.44 1.48+1.33 1.80+0.41 0.02+0.03 0.08+0.06 0.04:0.04
P Female A4 Low 1.63+0.90 1.62+0.37 1.72+1.28 0.08+0.07 0.08+0.02 0.05+0.06
774 High 1.33+0.42 1.87+0.57 1.62+0.64 0.01+0.01 0.07+0.04 0.07+0.05
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RAAR 5 T /N B 7E PNID 30 HH P21 40 it 15 FR
FEAR(P< 0.05) 5 78 HL A B[R] o B 52 56 24 v 35 R L 4%
E1| SR 2L 1 T A = s R R 11|
H4 L # , BDE 209 7t 75 1 PE 1 B0 40 i 3 40 45 3
SRR EAE 2 (P >0.05); MEVE T R0 40 i R 58
2T BRTC 0 1 22 5:(P>0.05),
223 AR TR

BDE 209 % 8 X AN [ & & BB+ BUAR & 1/ iz

SNSRI 7 s, S5XF 4 A, 7 PND 30,
7 i 52 5% BDE 209 FMEVE B AV /B A0 42 5
#% BDE 209 (PR /N B B0t /N B T ) e 2
FAR(P < 0.05 B P < 0.01); 1] PND 60,90 AY5Z52H
/N 27 A W 2% 3] 2 AR (P> 0.05), il i 4
SR A 4H LA, BDE 209 4y 3 MM B /ot
BOE B EMEZE R (P >0.05) s MEME T B /MO
22 R (P >0.05),

&5 BDE 209 EXFR/NRIAEBRMATLFN (n=10)
Table 5 Effect of BDE 209 exposure on the red cell count and hemoglobin in offspring mice (n=10)

LI E/(x 1012 - L)

MEHE A g-L)

P 4151
Sex Group Red cell count/(x10'2- L") Hemoglobin/(g-L")
30 d 60 d 90 d 30 d 60 d 90 d
XfIBZH Control 9.41£0.52 9.39+0.09 7.84+1.26 145+13.23 131£5.66 117£18.85
TPk Male fRFI 4 Low 8.13+0.50%* 8.96+0.76 8.39+0.49 127+11.14* 133+7.86 123+11.84
R4 High 7.29+0.38%* 9.15+0.57 8.04+1.17 11426.85%* 138£11.99 120+6.30
XfIRZH Control 8.24+0.36 8.55+1.33 8.18+0.35 130£5.06 123+34.68 122£10.18
Wfit%: Female G4 Low 8.09+0.55 8.50+1.12 8.23+2.44 129+10.67 132+20.07 138+20.84
Tl R4 High 8.16+0.15 8.83+0.46 8.39+0.50 132£3.95 137+3.69 128+8.16
T *P<0.05; **P<0.01,
Note: *P<0.05; **P<0.01.
%6 BDE 209 FEXFHR/NMNRALMMEMRERN (n=10)
Table 6 Effect of BDE 209 exposure on the hematokrit in offspring mice (n=10)
PEH 51 LIYNAEFE/% Hematokrit/%
Sex Group 30d 60 d 90 d
%if HE4H Control 54.41+5.00 51.11%3.12 43.20+4.81
It Male fIEFI A Low 48.75+3.49* 49.02+4.02 45.70+4.52
FIFI A4 High 45.13+2.47%* 52.13+3.24 42.17+6.08
X} HR 4 Control 51.00+2.27 47.03+7.14 47.08+2.89
Mt Female T Low 47.32+3.13* 47.44+7.09 50.87+5.31
A4 High 48.45+1.62 51.41x4.11 49.03+4.45
T *P<0.05; **P<0.01,
Note: *P<0.05; **P<0.01.
%7 BDE 209 X FR/MRIM/MIRFERHZI (n=10)
Table 7 Effect of BDE 209 exposure on the thrombocytes in offspring mice (n=10)
P 215 IMi/PRAX10° - L) Thrombocytes/(x10° L")
Sex Group 30 d 60 d 90 d
it HEZH Control 531.50+85.48 589.60+12.02 619.50+103.84
T Male I Low 515.09+67.19 543.28+298.71 740.34326.82
T E4] High 359.40+79.61%* 645.94+169.61 474.29+145.65
XfHBZH Control 543.93+34.90 463.18+128.94 528.50+84.45
i Female I Low 330.38+130.25%* 433.14+106.43 458.42+100.36

4 High

333.30+£99.52*

475.58+143.88

501.40+106.94

. *P<0.05,**P<0.01,
Note: *P<0.05, **P<0.01.
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1 BDE 209 RFE5|EFR/NRIIE MR BHMEES
TE:AL20 f55 T IER /D RAMA MR 3B, 20 558 T 240
ZH 5 H/NRANER MG B 5 C, 100 £ T IE & /N BAMNE I
TR 3D, 100 F58E T A0S 2 04 5 /N RN A L

Fig. 1
offspring mice after BDE 209 exposure
Note: The white blood cells in normal (A, x 20; C, x 100)
and abnormal (B, x 20; D, x 100).

Increased number of white blood cells in

E2 BDE 209 255]&/NRSMNE MR Fr H ILF 5 B 41k
H:A,20 55T IR /DRAME MR A B, 20 55T 5 BTG A ik 1
ANMLAM A ML 5 C, 20 AT T AU H LAY S A T e Ak B2 200 A
#WH . D.E.FEXR A B.C 100 75 FE
SR B AT IR,

Fig. 2 Abnormal lymphocytes in offspring mice
after BDE 209 exposure
Note: The normal (A, X 20; D, x 100), hyperchromatism and
pleomorphism (B, x 20; E, X 100) and crowded
(C, x 20; F, x 100) of lymphocytes. Arrow presents the abnormal.

2.3 BDE 209 421 B A1 A il A5 B 40 i 25 2
LORIEREES
23,1 AIJE] i 4 A I S R Y A

BDE 209 Z&#&% Az /N BRI S a9 5 5 4 2R
8 frn, K & 41 7E PND30., 60, = 7 it 41 7
PND 90 A5l 3] #5455 22 W hy 11 4 RO AS 1 3
Z(P <005, VLK 1), W47 PND 90 A6 5]
(1) MY S 5 R 22 0y S AR G R L A i, L TR

Z2 3] S U GRYL IR EL A0 L R R (P < 0,05, ILIEL 2),,
232 BHEEMIE A AR A LS

BDE 209 % &% X AN [6] & B B B B & 20 i
TEA A TR K RN 9 Fias . RFIE 4 0
Kt/ INBLZE PND 60,90 B 86 4 H vl K6 ) 31 -
I G S H S R R B BN AR TR R(P < 0.05, L
 3), sl 2 e /N B PNDOO WEZ 3 3 4] 5+
WA, RN E A Rw, R T B2 n
FIEHEZAEP < 0.05, WLE 4),
233 HREYL AL R T

SR BDE 209 8755 | YL o (AR mi AF | FoAT 2
TP T g g 7 8 B R B A4 2 8, 1E % Y B 0
NFRGRAE AR B H N 2n = 40, AHFSE X R
ARSI T, BT 58 B A AN B A
TG R AN 10 fIER , AL RURTECH b it R & B
HSH YR A 5 iR,

%8 BDE 209 22 FR/NRIEMRFRERTE
Table 8 Effect of BDE 209 exposure on the rate of

abnormal peripheral blood smear in offspring mice (n=8)

SR B R
P51 Fsf ] Abnormal rate/Sample
Sex Time DO 2 N 451 v 25 N = B 1 B+
Control Low High
30d 0/8 3/8* 0/8
WP
60 d 0/8 4/8* 1/8
Femal
90 d 0/8 4/8* 3/8*
N 30d 0/8 3/8* 1/8
Ttk
60 d 0/8 3/8* 0/8
Male
90 d 0/8 4/8* 3/8%*

1 *P<0.05,**P<0.01,
Note: *P<0.05, **P<0.01.

&9 BDE209 RE|RTREMAMRAIREREE
Table 9 Effect of BDE 209 exposure on the rate of

abnormal bone marrow cell in offspring mice (n=8)

K H B A S
PE5 s i) A5 Abnormal rate/Sample
Sex Time MR GEAH mREA
Control Low High
30d 0/8 1/8 0/8
lil3ed
60 d 0/8 4/8* 1/8
Male
90 d 0/8 3/8% 3/8%
, 30d 0/8 0/8 0/8
WM
60 d 0/8 3/8%* 0/8
Female
90 d 0/8 3/8%* 0/8
HE* P<0.05,

Note: *  P<0.05.
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3 BDE 209 £FE5|EFREMEEFR
AL 20 55 T IER /DREHES B, 20 f5 45 TR R4 7 R
BB A IRERS . C.D BIXRL A B & 100 £ T EHi4 .
Fig. 3 Effect of BDE 209 exposure on the active proliferation
of bone marrow cell in offspring mice
Note: The normal (A, xX20; C, x100) and dysplasia (B, X20; D, x100)

in bone marrow cell.

E 4 BDE 209 REFIZE4H PND 90 i/ NRREBHESR
A, 20 B35 R IER /NRUEBES B, 20 558 T miif B e ws
/N U B S . C D EAXERE A B & 100 4%

BN ERES, BOFLITR R E RN,

Fig. 4 Effect of BDE 209 exposure on the rate of abnormal
bone marrow cells in offspring mice (PND 90)

Note: The normal (A, X20; C, x100) and dysplasia (B, x20; D, x100) in

bone marrow cell. Arrow presents the giant naked nucleus of the cell.

5 BDE 209 RF3/MNRAEHEAMLCFARRHEBNZ N
TE:AD, WIA/NRG OB E, AN Ak,
C.F, g/ e fh,
Fig. 5 Effect of BDE 209 exposure on the rate of karyotype and
number in bone marrow cell in offspring mice
Note: A, D, Control; B, E, Lowdose; C, F, Highdose

3 1742 ( Discussion)
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I3 2 5 RS R AR I IR, )2 35 B 2E AN
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AMFFE FHARE 10 40 6 525 11 %0k PBDEs %2 7% J5
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90 d FFAMNE MR A FFE LR . 535, [ PBDEs
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R0 BB, HORLZ0 L | K £ 48 e R B 20 B2
HrbRirp ki gnftigs H i %, rhrki il iz shie

%10 BDE 209 REXFR/NREHARRE
FEBMYBEMFERHE (n=5)
Table 10 Effect of BDE 209 exposure on the rate
of abnormal karyotype in bone marrow cell in
offspring mice (n=5)

o 1/ B AR

PE5 st [ 25, Abnormal rate/Sample
Sex Time XA GTE4l SREd
Control Low High
30d 0/5 0/5 0/5
ff 60 d 0/5 0/5 0/5
Female 90 d 0/5 0/5 0/5
30d 0/5 0/5 0/5
Mtk
60 d 0/5 0/5 0/5
Male
90 d 0/5 0/5 0/5
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