S FRFR 2020,32(4) 1 1465-1472
Chinese Journal of Animal Nutrition

doi: 10.3969/].issn.1006-267x.2020.04.001

eI ITRS

+
(ST AR XRBOEBHEBE, AL AT HA ™ i 5T

=

5 4E & H 38

bid
T K TPAR 5280 == (PEANE R ), PEATERE 010031)

M OE, R —ERRARSEB AR TREFABRANG L4, BAA LG T Fodh 24,
REDHERHEET AR, ZiEE S % A =K =gk (PCDDs) #» % 5= jf»k % ( PCDFs)
BmRE EF2,3,7,8-wH K —1E3% (TCDD) 2 F MR EW —FF, AL EZ3h A5
PCDDs #= PCDFs #) 4% &R A L TCDD &) 2 4F A 2 L LB Sk A7 MR | A A48 X BF AR A —

KR AL, Dl 4, A0 ER R

HES%ES 5816 MEFRIRAD A

TR R AR E R ANA
PLIS G, s mi i  BOME VS T oK, T TR AR 43
AP, A XERE R A& R iR T
BRI . B B RSE  rBR 2 W ATt
Xt . #E 9% ( polychlorinated dibenzo-p-dioxins, PC-
DDs) F122 58 — 7K JF "k il ( polychlorinated dibenzo-
furans, PCDFs) , PCDDs A 75 Fj 7 #4 {& | PCDFs
A 135 Fhsthgid, it 210 RS by i, b
W HA WG E 1 A 17 Fl, H 2,3,7,8- D05 —
RIEX; DL (2,3, 7, 8—tetrachlorodibenzo-p-diox-
in, TCDD) & & P fic 338 Y — T,

T B MERE A A ) e A
AR LDGE K S SAERERE N ERS, Wi,
FE bt S AR T B SR A A LTS §
Y e 3 M A0 45 e 7R N Y 42 Bk 100 24 B K
T 2001 4F 5 H 23 H 76 g I [ 25 8 T (T
UNEXERIREE L7/ N ia WINE TN L DN

TN R B R B R A W R ik TR
RESTEEYHETT R, Wk Ykt e
di P B B VE Y AR R 7 L B )
PRI A 22— 3 o AR AR e 2 H IR A
1 30% . HAT, A HEFL T %S p A Iy ik

Y75 HH#A:2019-09-17

XEHS :1006-267X(2020) 04-1465-08

£ F5 W R fo 2% W R DU 2 ( ELISA) | 4 M 3% 5%
(EROD) b2 3 1 ¢ % % W 32 18 ( CALUX) | Ay
[¥1] 43 5% 6 928 43 7 ( DELFIA ) 25 A 6 T 7 1
EEI PR 28 A B B IE 7 32 2 v 0 B SR 0 —
ST PERE (HRGC/HRMS ) B FH 4 A 7 v, 3% [
1 P R R R B 1 Y A ARG I R A
MLE K Jl HRGC/HRMS T 45 A7 vk B
if A g L B A PR L E N 3.0 pg TEQ/g i
iy, TR K HL A AR 22 [ R 359 R s IR (e, X5
A7 il v B A 35 YK ) o R Sk A
FLH B AT AU W R DA Ay R R e A L B
PP it $ A — 2 B d SR B AR . Rk, AR
SO A L b B B R R VR R R AR
PLERVE — & MR A, WA Rt — e 5 %
ANIERS

1 E#HIAPTEEPNESERERKE

HAil, x4 2 v g o & s s i A A
FRAGBIEFE R, A 2L b & — g sy g 2
YA R BRI AR . Ramos %5110 7 BE o A
FLAE KA FH FL 7 PCDDs il PCDFs & & #E 47 T
Wi e AR sEFL Ok B 12 N3, B R R L

E QA : B &Y™ i 5 it 22 2 KB TAG B R % I ( GIFP2019026) 5 N 5 il A MOl B B A58 52 4 (2017CXIIM09)
YEEBAN: LT (1975—) 20, WS FE R R 58 61 1 32 %8 A0 A 8 LT3 ik 22 A F 5 F1UXUR: 34l . E-mail . wanglifang100008 @ 163.

com
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KA 23 MUY, BRSSO
WEYE V5 Y JR A AR R b IX, E0KS I Y PCDDs I
PCDFs& &4 T 1.30 ~2.47 pg TEQ/g, FH{E K
1.89 pg TEQ/g, U [KA [ ¥ PCDDs HIPCDFs-f-
Y& 8K T A= 8 3L ; Durand 26 % B 17 K 3L
AN 93 2T AR L v g e i AT A
I, H R 4R 239 LR A, PCDDs #il PCDFs -3
TN 0.33 pg TEQ/g A Wi s Kim %81 xif i [ 4E
i 2 L P RE A MG HLTE Yo i AT T I, PCDDs
F1 PCDFs % 4 0.27 pg TEQ/g JI§ ifi ; Pizarro-
Ardnguiz % XA 7 AR ML IX A 102 HER A
fief [ rh e R 47 XU W PCDDs Al PCDFs 75
KA N 0.32 pg TEQ/g g/ ; Rocha %1 X} 2
PG 07 S 7= M X 8 AN 3 34 A4 358 4 fif 3L
B AT T RURSE W S R A o v A T &)
T A 1Y PCDDs H1 PCDFs, {H #4141 T Wi 25 #1 & FiR
A,

R EE R AN RIS 7 b g g
S AR IE] A 2 B R [R5 7= i v e
PEAT UG W, AESE B A 05 77 i 22 18] i 5 BS
FEAL R, Sy U B 458 4 (L 2500 S Re . 3l Rt
SRR S e ) R IR A 3L R )
Prig v S 22—, L TR 3 Bk UR TS Y 1 4R
BE, H w0 1 e AR SRR AR OC . i A
KB B BT QRS g s i M
TE WA, 6 N T i L 2 TR A S L g 4R
M FLRE , X2 B U TR I 2 sh AR N 1) 32 S HE ik ik
TN e TSI R i S SRR X 3
(AR ARG T, AR L b e S i, IR T i
KPR A 5 245 1A PR A 75 e nB ARG v 1) 1]
FRAT, AR L rh B O i R R R (R Y AR
2| 50% B, Bl 5 T B 0 B BE LB o 5 W L
K, RN A A e 2L T B B
18 2 5 LA I, A2 7= 2 G BR (10 4 75 W R A5 22
M4 K AR T Hoogenboom %' fiff 5Y K W,
SR A A ] MR A U Y B Y R K R I A
it 33 d, Hoh k35 IRl b PCDDs il PCDFs 75
4 0.93 ng TEQ/kg, flf 3¢ # o PCDDs il PCDFs
£ 4 1.90 ng TEQ/kg(88% Ty 5t ) , 4= e 7.
PCDDs #l PCDFs [ 7 it iU 34 fin , Fo i £ oK 75
H IS AL ARl 25% , TS T Y By Ak
RN 18% , X AWFFE L R LR, PCDDs #1 PCDFs
TEWS ORI (R 56 A R R S5 R A 8 A6, 5 &

HHCPER Z . BFEHRGE | 2011 4F T B4R TE1E
[, FHi5 4% PCDDs 11 PCDFs (it 32 i 1] M2 45 4F &
4 3, PCDDs #1 PCDFs & & Fh &, 3 fR &
", ERBF T g R R, A L b Tl g
VR TR, DRI ABCAT GRDRE g g T YL Y B 4
Tt T A R ARG A 2L v e i

2 “HEMNSHEERRENS

TR A O B R R R A W R A AR AR
HIEEWEE R A STA IR B Y &
FECPEE, IR EEEN FES AR —E
RIEA K, X 2 7R R B0 G T AR,
FEO R B SRR, an s, Hofth 3=
SR PR AR AL B R AR B B B R R )
251 TCDD J& g0 b 8 M a0 — Bl ik &
Yy, AR SC 32 Bk TCDD 5 2 19 35 M 7R K =
LB AT HEIA
2.1 TCDD M4EERZGHFE

TCDD %I 4k 58 % 48 i 5 PEAE I 52 3 2, (B
VERIPLHI AR 58— 3, MY B ge R 0, Rk
‘B N5 TCDD 1] 5 2500 A1 B A= 5 2 R B A1
T S22 A 3G BT S R T, S B L
YH LU M3 A — R T A 4 B AR AL AT AE
e UL 2 2 A G B — R T 2 Al 5 A R T
SR B OO A OC, BRI IR R TC-
DD #E i I B 52 AU ] 5t 40 e 14 5, 7 1375 O
T, [RIE AT LS 20 e o9 35 14 40 (ROS ) & & ; Al fig
FIAVE LS VAL S T8 1 B Ik B 40 fif R -2
P X B M (Bax) Rk, FAMET-H A B 400
W IR A 2( Bel-2) 335, W0G Mo = iR 85 F il 3
(Caspase-3) ik, #F — 20 T BOK B S2 AL 1A 57 40 i
P B R W] MEPE T UK B BEA TCDD % 5%
Al sZ I B LT RE AN & 7, oA TR BN S
M (E2) FIAE DRI ER (FSH) ¥R EE | A1 8 48]
Jir s B 9 R 20 O Y R B v R, AR AL
alfeE A K LA F 9(GDFY) MBI A%
A5 15( BMP15) mRNA K28 (3 3k , [F] if 55 B
IS [ (H19 R & RAE A K+ -2 (IGF-2) ]
mRNA ik FiHA X2 Orlowska %% i
X g R 4 it 2 1 T 2 BF ST R W, 42 TCDD A4k 3
(A S0RE 41 B H 3L 2 B 75 A 25 7 3R GA TR A AT
TCDD A3 3 12 #1124 h J&, 7031 % & H 29 34
12 ANBE R ThRe s AR I, 40 Mo B 28 45 51 2 TCDD
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TE A A FT IS T] v 52 ) d5e K — 28 8 1
IAHEN TCDD A fie 8 i2f 4 B 22 0 48 ffg 1 25 o
HE LA B 85 6T 248 7 985 s 1y i 1 Joi >R B i B
MIIRERAH . Jin 5 HH5¢ 2 W], TCDD Ab 344
ZE B AT A vy 52 AU 20 M U T R0 S LA AR 48 i A
THAMME A F (IL) 18 IL-18  IL-12 & &,
TCDD 7] fi£i# 3 Klotho/PDLIM2/p65 i 12 5 i 4
it r A1 5% 20 R 3 00, DA T 484 1 52 AL 48 i S
RSO EE A AR A T M AR
W55 R W], TCDD % &% 5 SBUSAE I M2 [ B &%
MR AR
2.2 TCDD MIEEEH

Wr5e & W], TCDD B A BUEIEM , 3 238 i3 07
£ 3Z 1K (aryl hydrocarbon receptor, AhR) 5 5 i
PR . ARR & — PP ECAR S He s R 7 TE 2 Fh
i geg A b s SR S R R AR P BRI R GA
Wu % BEGE T ARR 7 48 6 R IR 40 i
( cancer stem cells, CSCs) H i 1 F & H LW, BF
FEFRM ARR TEGL BB CSCs BRIY 4H i rfr 3 34 A
BRI R340, TCDD #7i% AhR 7 & 2 42 &5 41
JLERIEIE 053 H AL ST 68 71 FUE UM 96 40 i %
FERE T, T A B AR AT S 35 B AV i 98 1 400 B ok e
FTRERAE HIBL 2, BT B JE PR EE 1 B AR T RE 2
AhR 75 CSCs FtE ) B Z A Y =g, H CSCs
it B EAE A ABCG2 L J& AhR P 2 40 5,
Masoudi %' %iF 123 4~ (59 4~ JB iR 5 4 AR 08 2R
H,04 AJE X IR ) M FEA T ARR 5
17 7B S5 3R] B e rh AhR 5 & -1
fH )& 0.28 ng/mL, 5 fift & Xt B 41 %% h ABR 7 &
(0.07 ng/mL) A B EZES, ZMHRE RN AhR
38 1112 W7 42 (I 4l . Vogel 551 F 5% 2 B
FERL B 338 5 & 52 (R BH 18 ) (aryl hydrocarbon
receptor repressor, ARRR ) B 3 A /N f b, 3 2k K2
M /N B B9 4 B ( mouse lymphoma cells,
EL4) J5 il T TCDD Fl A AE 75 T 14 i 98 A= < 5 ik
— A3l 1k /N BV G R T 4 41 9 ( mouse embryonic
fibroblasts, MEF) i 5¢ 3 ], AhRR 41 3 ) £ Jifd
TS IL-18 FIFA B (COX) -2 KRBl A
KA B RO T 8 9 R A (PKA) Fil CAAT # 5%
MEEAEE B(C/EBPR) MG, L4 R A
AhRR ] RAEVE FH AL R AL T 241K 40 | JF o
Ji 7 AhRR 2 30 il b 968 A= K9 88 R 16 9T 4 A
Yang %V BF5E B, TCDD X /s BURR G T 40 i

( mouse embryonic stem cells, MESCs) HA S AE
F, HoAE AL AT fE & TCDD 3% I8 MESCs
g1 B {4 & P4501A1 ( cytochrome P4501A1,
CYP1AL) 5%k $2 85 MESCs A7 A= W5 Jif 98 1) %
PR I 75 i 98 4 2 3 2 5% 37 vh 7 A TG R
WHEEE J1 . SR, X% TCDD 3% 1k FH s A #H 2 BF
SE4ER . Yamaguchi 252 i AR AR 15 3R 45 H
e 40 e RKO 41 fifd #F 5 TCDD 4E i, & #1 0.1 ~
100.0 nmol/LK TCDD #l ] T RKO 4 i i JE 1§,
UG FE , IF 2 SR M AE T 9F — L DR ST R B, Ak
FH AhR {Z5 313 CH223191 4% T TCDD X 4&
YERT, AT AE By 7 I BLH & TCDD FEfik T AR &
LS T CYPIAL &, 9N T F-«B p65
F B3 PR UK, TR 34 T S il 58 ps3 |
AL D) B 20 R p21 AR 1 85 KT BE SR A R
B, TCDD #l#% AhR 155145, AhR {5 5% 340
il 235 B g 20 M AR S R B AR J2 45 B W —
ASEFEHE 4> T ; Danjou 281 1 %F 429 1 3, R
TSR B AN 716 151 fil B X B8 2H 0 491 300 47 B 5T, A 4
Xt %50 e B 222 A B YE S Y R B
iE 5 BT Y R A R R | 2 R R A [a] X
] S5 A3 AT , G5 SR I, n o R R K TR i AN A
InFLRR g AR . bR B IE 45 R R B, TCDD U
VEAS RS XTI AT FR 07, i 23R o 4288
2.3 TCDD MBEEHNSFH

IR, ZoB S X i i A — e A,
H I S E R ) AR BCAR TR N BEAS
9 B IR O R R Tl o B M U A . AR AL
il W i AR A A A5 538 B ) il 4
JL I B 20 B 3 A A Ak, T BB AR, iR R
A R W PR A O P RO KB T A A A O
ARG . Herlin 27" B 55 iR 38, fff 6 . AKR
FEIR Bk [ ARR (=/=) ] /I BUFD B A [ ARR
(+/+) ]/NE, B {22 88 T TCDD, L 2 & 10 &,
TCDD £ & &7 &~ 200 pg/kg BW, 45 £ 0
TCDD T3 AhR (+/+) /N ERE FE ARG | f7 AR
W, AR IR S, fe W R N R R B
Hm; 5 ARR (+/+) /NERAH L, TCDD 2 8851 &
ARR(—=/=) /MBS DAL, H S5 /NS A
— BN, MPREERIER, AR 2 5IEH &%
B H,% TCDD ifi 35 48 & X E %, Yu
ST FSE S | ARR 15 5 JEUME 52 45 48 ( collagen in-
duced arthritis, CIA ) /)]s BUS B i ik 3 fn, 22
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R TE B A M, S OB A0 A PR o R
(ALP) mRNA F A K FBEAL, H ARR RiKKF 5
HEREREAAME,

HE— B 5T 2 W, TCDD #47% AhR Xt /) BRUIR
I BG40 6 K 200 i MC3T3-E 1 40 it 34 7 0 404k
A IR . BOE AhR 2342 3 41 il A1
VA7 5 H P4 B8 ( extracellular regulated protein kina-
ses, ERK) B2 fk , AhR 7 it (RO 1 805 ERK {55
i R T MC3T3-E1 40 it 38 58 7K S, #0| ALP
Ve, WFIR S5 RN, ARR 5 22 3k 0] g i B0
ERK {55 38 % 410 ] 1505 40 i 38 58 70 o Ak, i — 20
S5 CIA /NRUB 21, Cedervall 257 3 i3 JIfi B
BB B 3RO BF5T TCDD X B A= K, 45 1 3%
B4 ,1 pmol/L~10 nmol/L /) TCDD % £ 5 i &
A DN AT BB R R BB ARR TEAE K AR )T
Fik HJRFR S AR B R K, I, TCDD %
AR Al g e S MR R AE A .
Fader 45 77 F 78 2 W, 45 I 1k 0 e i 4 SRS LB 0
0.01~30.00 wg/kg A TCDD, | &4 ik 34 i 7
TP 0 E 4 /DN B2 4R B 43 % (bone volume frac-
tion, BVF) , 3B HN T 2.9 F1 3.3 15, AR il 375 ¢
941 R 2 M W 2 1§ ( tartrate resistant acid phospha-
tase , TRAP) i P S i 15 40 At % 1 55 i 3% 1 bb >R,
P 2 2156 (1 K (cathepsin K, CatK) A1 5 45 &
FH 1 13 ( matrix metalloprotease, MMP13 ) i % ,
$275 TCDD it 35 Wi, B /N G2 3% T8 i1 40 i 5K
SIS B E PR DT 40 AR D R B AR TR
A8 T2 5 250 0R) 3 S5 T 40 ) B A T AS 2
5 4 fa 534k . TCDD W] 5 £ 4 i 4 375 = BB 4 g
SACFTET Ak BH P 8 5 DR 5 RORE £ 1 NMB 7E i
BRI, HER R BTN 18.8 f5, AW RE
W], AR 0 15 o 99 S ) i 1] AR, 32 3
B, 5 RERE L
2.4 TCDD FXBH

TCDD W & P 58 IR £ . Gao 57
FHE , K H TCDD 5 S 4F ik 5% 13 K C57BL/6J
/I UM G 5 1] 78 %t ( mouse embryonic palate mesen-
chymal, MEPM ) 4 Jifi, &% S 3 B, TCDD 0l il
MEPM 4 it A= 1< L5, 384 0 48 3 2, 4000 <] 248 i
M G1 A1) S JH A& R i i A G2/M 1A 41 il
#, TCDD 7E4& 1 /K P b 3 i 40 j 5 91 25 11 E
(cyclin E) F14H iy J& 1] 25 3 4K #6388 2 (cyclin-
dependent kinase 2, CDK2) ik, ¥4 /il pl6 A1 p21

WmERIL, WA SR KW, TCDD A i i 2 A8
MEPM 4l 15 55 % . Gao 57" S IR EE 10 X
C57BL/6) /N T IR 64 pg/kg # TCDD , 75 I Uk 55
13,14 F1 15 K 43 # I5 3 K 4% 3E 40 6% RNA (In-
cRNA) H19 Fll IGF-2 Fik /K, 55528, IncRNA
H19 335 7K - Fb X B8 2 43 51 755 (1.99+0.23) £i% .
(4.52+0.21) f5% F1(1.36+0.33) i, i IGF-2 %A
FkKFE5 ImcRNA H19 #)2, Y% F % B4l , H
Fb X FRZH 43 S FEAR (0.52+0.42) 4% . (0.24+0.16)
fEHI(0.4920.22) £, HBF 5T 45 R K W] IncRNA
H19 A fg J& TCDD 5 & 5 24 1% 75 48 b, Wang
VORI RAE , A I IR A 10.5 K C57BL/6T /N,
4t 28 we/kg TCDD, 43 3 FHE IR 13.5 .14.5 Fll
15.5 RRENETS 43 Hr DNA H 524k DNA HI 54
T i (DNMTs) Fl DNMTs Ji3 31 T CpG H 3t fk 3
KK 45 R F W, TCDD 4H DNA H1 3 4k /K S F11
DNMT3a ik /K& T X B4, {2 J& DNMT3a J3
T IX CpG i 5 2 WL R KRG, T3
DNMT3a #35 L, 7] e 5 B LIS 41 213 (k1
FoAk, X Fh 55 4L 0] BB 2 TCDD 75 & Jif BRI
TR IR B R, A BLRIE Y iR G R W, AE R R
64 ng/kgl) TCDD AbBRAT 4R 4H 10.5 K C57BL/6J
INEL, BESGESR RS 13.5.14.5.15.5 A1 17.5 K%
G LIS /3 B DNMTs F1 B 5 -CpG 45 4 &
F (MBDs) ik K-, 45 R W], TCDD 4 5 % &
A%y 98.24% X B TC IS 24 & A, H TCDD 41
DNMTs 1l MBDs 323k K- 4 2 /& T X IR 4L, $2 R
Jf 24 % A= W] fig 55 DNMTs il MBDs £ %" &%
BREE WG R W, 45 WL IR S 10.5 K C57BL/6D i
SR YHE  TCDD, 7 50 28 pe/ke, TE UL IR
%5 13.5.14.5.15.5.16.5 F1 17.5 KALFLZE R, 45
FKW,TCOD F# SR KB, K EEN
100%, HF g5 y-2 3L TR A Bz 4K B3 W 3
( GABRB3) [t A %,
2.5 TCDD By EfthE

B ik MEAE ], TCDD b A HoAth — 2635 1
YEH] . Nghiem 451" F 5% 2 8 T 0B 075 Y i X
RS G LK & B AR, 45 5 3% I 7 i e
5 e )L FE p 28 O TR Bl AN X 2 [R) T e i B
IFRESFEUES £ AR, Oanh 25" 5T £,
TUEHE Y X 5 % L EE I T R S R ( de-
hydroepiandrosterone , DHEA ) £ 52 fifi] ( testosterone ,
T) &EREREIN, 5 RKZE g3 R Y5 A
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K R TR S R EO RN W E AL, eR X
S B A FHEMAER . Pang &1 BFE R, A )
W B TCDD X 2/ R B T (Th) 48 i AR
A MM L 4E M (SLC) A R R FEEE . R &
TCDD % 755 | & f 5 2 50 15 &40, 1 /=5 77 2 TC-
DD % 7% W 5 8™ 8 % 58 I B, Li 450 1 58 %
B, 45 4T W J0 R i 2L 3 % C57BL/6 /N B TR
TCDD, il J5 1 3 29 [ 47 ik A 44 i (ILC3) 43
b, S mi bk 5 FS S ILC3 ThRE, 5 ILC3 44k A 56
(%) 24 IR A2 AR A AL 3Z AR vt ( RORyt) H v 2l
S L [ AR . Zha 25 BF ST R B 5 B TCDD
AT 0 ) 1 40 AR ORI T R R X
Al B T DNA 45345 Jin =2 R0 40 36 T BT S
[, & ¥ & TCDD ##5 J5 , L4 A 4 b 35
G, W8 B b 40 B 0 L e S

3 N &

TCDD E A ¥4 (1) W) BRI AL 27 e v IR A5 5
EEWEEh A, AR T TCDD £# ik
AR E A A AR R AR FEERE,
R AR AR S 7L TCDD 119 7 it 32 2830 0ok B 42 3l 4 1)
kL5 Y, TCDD % —mgdi iy 3295 Je i 21k TR
G ol Br 3 A be KRl i 4R DL K A
WA R ALY S E RO £ 77 A TC-
DD 45 mg e, PRI, i G 3 2 B 2 4 it T LA 2K
KA TCDD 45 — 0% 0 (9 HE ik, 4 43 288 iic 48 25 9 o
g i A TG B 3 AR 4 1 W BT kA
B AERE) A LA/ B B e i B v A ) ng
it A S B A L — 2515 Y sl Wy el R S AR VE YD

H i, 38 ik A ) A £ L TCDD 4§ g 9
PR I DRI, R R AT b 2 0 A i FL v g
BT R G0 AU W, AL HE X TCDD HE il 8 Bt
I AEHERCUE B 3, A TR 2 A 5 R g dn A
firf 27 | QR TR FL L R R IR (UHT) 2K L A0 7 %
4 ¥RB TCDD &5 g 55 76 AN [R] b 24 40 45 vp i)
Bk, Mok, A B R W], TCDD H A 58 1Y 5
PEAE R, (X HAIL B 52 25 S AN R ], TR ot o ok
o i — 2 JF Je B ABESY, i TCDD 45 — i o 11 B
o KA S B AR A it 4 A PR AR AR RN S

SE W
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Dioxins: Toxicity and Mechanism in Raw Milk

WANG Lifang
(Inner Mongolia Academy of Agricultural and Animal Husbandry Sciences, Laboratory of Quality & Safety Risk
Assessment for Agricultural Products ( Hohhot) , Ministry of Agriculture and Rural Affairs, Hohhot 010031, China)

Abstract; Dioxins are a kind of persistent organic pollutants with chlorinated oxytricyclic aromatic hydrocar-
bons, which are typical compounds accumulating in the food chain due to their particular chemical and physical
properties. Dioxins mainly contain polychlorinated dibenzo-p-dioxins ( PCDDs) and polychlorinated dibenzo-
furans ( PCDFs) , among them specially on congeners with chlorines in the 2,3 ,7,8-positions (TCDD) due to
its highest toxicity. The PCDDs and PCDFs contents, sources and toxicity and mechanism of TCDD in raw
milk were summarized in the paper, which provided some reference value for related researches. [ Chinese
Journal of Animal Nutrition, 2020, 32(4) .1465-1472 |
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