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Research progress in toxicological mechanism and prevention
strategy of deoxynivalenol

DENG Yiqun, LIN Rugqin, WU Siting, YU Danni, LIU Si
(College of Life Sciences, South China Agricultural University/Guangdong Provincial Key Laboratory of Protein Function and
Regulation in Agricultural Organisms/Guangdong Laboratory for Lingnan Modern Agriculture/
Key Laboratory of Zoonosis of the Ministry of Agriculture and Rural Affairs, Guangzhou 510642, China)

Abstract: Deoxynivalenol (DON) is one of the most common and serious polluted mycotoxins that contaminate
grains, feed ingredients and feed. The acute or chronic poisoning symptoms of feed-borne exposure to DON in
animals are vomiting, diarrhea, feed refusal, weight loss and even death, which seriously threatens the healthy
breeding of animal. The toxicity mechanism and metabolic transformation of DON are the research hotspots in
the fields of agriculture and food. This article reviews the latest domestic and international research progress in
the cytotoxicological mechanism, biological prevention methods and detoxification microorganism screening of

DON. It is expected to provide references for prevention and control of the harm of DON to animal.
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KSR YRR, 2 i A EEDRL A i 32 2
ek B A, 2014—2018 4E )X RRSE . WM AN
T A5 T X AR P 524 40 ARk g A U 45 R 4
75, DON FHS H N 88% . T [E A& & o 5 Al
B P2 K, R g ik 55 3R 5 e 1) -4
VAR R R E AL X 82.9% HI/N#E S DON i5
gy, Horb 10% 75 94 i H EFRFRAE 1000 pg/kg e
2019 Ak} B B TS YA A 4 SR R OR, TARLRE
H1 DON (1) FHPEAS A 92.59%, B miE ik 4685.7
ng/kg, Ek A I DON BHEAS H 2N 100%, 5
EATIE 6615.7 ug/kg™. 2020 £ R A SR+
HEBRGAHELE LR, ARSRIEHRIA
75% LA b, HH DON I H 2358 80% LA 1P,
DON X AHUAR &) iz B ER R A, BE ™ 5 Hh 451 5
MUK G e D RE, 512 208 1 o 55 AU 1 A
DON 2tk A B8R IR 32 R I R ES 73 347 H IR
G IR BEYE AR I 45, K (R F E HR\ DON 25|
B R AR R R 2. DON 5l A A
P FF )2 % 57 & (Acute reference dose, ARfD) A
8 ng/kg (AR T1), RRER 6l 1) A S5 H i 52 4%
A& (Tolerable daily intake, TDI) /& 1 pug/kg (PAfA
R ) . sh%t DON BT B M = 2 4 )
M RS AN KB R 230, & 2% DON
BONBUR Y, JEHN 50~100 pe/kg (VAR &=
1) i) DON B ] i & iR ik Je 1o 48T, B AT T
DON ()7 T B BENLHI MR IR . AL FEZLRAR T
A3k DON [ 25 3L I R BT A 5 I 1 40 DS AIE Ttk
J&, VLA DONSK HLAA 1) 25 35 4 F 42 437 1)
i

1 IR E R S ERALHIT S

HEAE O 7L 408 T2 B Hf 7 DON AT #liii) 41
JH A R R R A R 5 5 400 O AE T R B AN,
DON 2 fitht 5 A% W A2 IR 850 I 00 A W A% R K it
PR AR I PKR AN I 20 B 3 HCK, 33k 1 s
24 23 JFE AL R I MAPK 15 5@, 12 E 40 4
S SR R T2 200 ARk, RIS B A (B
TREFRFAT) FlSE DON M4l dsIrRE T — &7
WIS . BpiE. AT E IS 2 DON 2 22 (1) F #E
SE, TEIEYN & Caco-2. ATHF4HAE & HepG2 Al
B E4H i 5 MDCK H, 3415 5618 7 DON fEMH
FLEN YDA 2 ) B BORN A1 HE A2 7 B A 5 A
RE ARSI, T P—A5 (/2 DON [ £ B AN B A,
R HE— A7 R B, DON i #% INK/AKT/
NF-«xB {5 5@ # e it P—25 [ K& F DON 140,

M 5 25 I DON A1 HoAth P—2 1 iS4 1) 24 i 53
PEU, DL A AR B R T DON 715 =5 40 i He i
WA AMHE R 237 WL, A R T — 4R JE DON 1)
BRHALA
1.1 DON iF S T-FNE 40 e i 7E o S 18

ML

£ HepG2 40 ffarh, AT K I DON i@ i
ATF3AZip2a/2b-EGR1-p21 JE 5% S 41 il G2/M 4H
Ji & 3 B A, o RO AR K N R T EGR1TE
DON 75 5 1) 41 i & BT BEL v v R #E AR AR, ok
&b, DON £ 7] i 5 HepG2 4l pre-mRNA 16 %
PEBTRE, W MBI 1 U2AF1 Al SF1 1Rk
KF, FERNA BI04 )R AR 1, 5]k 40 i 7
T2, HFFEIE R I DON 230G P o I 1 i U,
DON 83 s PKR B8R A0 A5 4 5 D S 1
55, NS, DON B 1155 5 N B 3
PLAL, LA Ak B 1 55 B DL ) B 4% 52 957 . Yang
U R DONW AT L 5 N B 26 E 52 40 i R
GES-1 /=454 (Reactive oxygen species,
ROS) K AP, I Hidid ROS/INK/FOXO03a
SR, SR kA DNA $#i45.
WS Ty e B A B 24t e ) A BEL 55, o FOXO3a 1
N 5 % R F-7E DONA 4 i 85 Ve E A o Rk #E
ZAEA . Ndlovu " 75438, DON i) NRF2 $it
AMNAE T, INITisFE R, (23 HepG2 4H
Mg . FRATTEOB I 7T 45 SRR B, DON nf LA
Caspase-3/GSDMEI&# %, /" FAIMAET:, 75K/
B 2RE I & 2E U1, DON B 7% S0 i FE T A 4m
L T gn f At T 5 S LA A, FRATIE R I DON #]
PLIE I H ] Wnt/B-catenin 15 5 38 1%, 3 11 #0011 41 g
HAGH, 27~ p-catenin A& DON F  ZAE H 48 520,
F & A AR IE, DON 2 1 5 52 2 41
Wnt/f-catenin 15 ‘5 I, S205E 718 T 40 B 5 12
Wnt/B-catenin {5 5 18 6 & &1 FE O 55 0 E AL I8 %, 75
WA IG 5. b IR LR v TR
21 6 B BT 5 7 T A 4% AR L 108 B T T AL
L5 gee 1) e A R FE A DR, K DON 23 52 fi
IR 4 L 2 I F2, DON I8 it 1 5 41 i 18 7% 1) OC 4
R TEMS B 31 H3K27me3 7K - 3k 317
TEMS [R13215, W90 i 88 240 i 2% 1 20 B #
5 /N BV G 25 4 40 i &, DON )38 i 9k 55
PPARY2 fi3I¥ |k H3K4me2 fl H3K4me3 15 &
FHNH| PPARY2 FRIA, #E1f ~H PPARy2 VR 1 iF
05 TR 15 1) R O 35 R 1) 2 08 5 e 4 3T 1) A 7 T2 Jl
DL B3R B, DON 1] DL S 4m Mg 8 T/ F5 T2 e 4l
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el b T N N - AN AW TS it IR
1.2 DON F& BB R AEM TR H RIS

FE X DON S NEUR I B0, Xt 5 2t ]
AT 5] JE R MK i S BT 4344, Rl DON X4 (1) B¢
FRALE ) 32 8 7 A1 9% . TR B, DON ¥
% Caspase-12 FIIH] NOD2 415 BA Ak =45, M
T B W A4 P M o ) S BE e TE8E /N )
40 & IPEC-J2, DON F&{% p-AKT/AKT. p-
mTOR/mTOR I3 N4 g [ W AH < 8 5 LC3-11 1Y
ik, &M LR, DON A GeidE i #7] PI3K/AKT/
mTOR {5 ‘5 il B 0S40 L B R, AT 5 -5 40 i )
TP, DON & AJ LA 5 ROS 74, Mimifieidk IPEC-
J2 2 W T AN R BB R AE R ik 41, DON JE it
p38 MAPK #l1 INK 15 5 i@ % Il fil] IPEC-J2 5% %
HEEA N AEH AT, DON 7] DU
MAPK {2 58 (p38. ERK Ml INK) ()R 1L %
T IPEC-J2 4fiffa b i) 98 0 ) R Zhang 555 I
DON i i #i% p38 Ml ERK1/2 i 5 IPEC-J2 41 /i
H9ORE R 172 A2, p38 FI 7 AT 8 2% DON i &
7= A R 9E K IL6. TNF-a. CXCL2. CXCLS.
IL12A. IL1A. CCL20. CCL4 A1 IL15, 1fif ERK1/2 #iI
)7 AT B> P04 TL15 A IL6 7745 . b4k, DON
LGS NF-xB {5 5@ B2 i IPEC-J2 40 i 147
& W i JRE ME B A5 BT OB 75 % W, DON #]
DI I 380 4 15 R NILRP3 A /M i Jal 77 75
FORIG A W67 5 1 11738 980 g b i A0
DON 5 & I iz 18 98 hE -5 M1 A4 G2 [ 3 36 %5 V) oK
2, W RN, ANFE ) DON 2 25 577 & 63 1 S
B A [F) B80S, TR 2 ) DON w] 0 4 it i
B4 i TLR4/NF-xB {55, & 21| 5 5% Jl B RN,
M 75 () DON W] 38 3ok 28 7 4 15 e 47 S 728 0 1
RRPY . DON b2 75 R AL IR (AU 2 B AL
JIR U 2 ML A B L 1) 4% 38 ', DON 2 5 3 4% J5AX
JL I bk O 4 B A Ak B PR A ROS FI TN — %
(MDA) 13RI, M6l 40 bt AL ae o, b &
DON [ b 3 ¥R B 3% I, 26 ki 4k fil & & A
(MFN1/2 F1 OPAIL) FRIE K Je 2R LR R 0 4 2 &
Vs e R, AN AR E Y LC3 M p62 1Y
mRNA 7KF _E i, iX$27~ DON 7] G i i A 08 %
I 2 HE AR it 5, AT (R I R A ) e A 40 7 AL
ZH e,
1.3 DON F&MEFHMETEFT AT

BR 70T i AN e g% 48 B SR #EYEAE A, DON
W BA AR A4 TR . DON nliEid Ca™/CaM/
CaMKII 388 I 52 e A1 R 10 1 i Jo2 o S0 A A A 22 328

JRIRIE KT, FHRMPETMD B DM E A
Jf2 PHNCs ', DON t1£x1% 5 PHNCs 4 fg 8 T2 Al
E W, 24 DON ¥R 38 i, LC3 2 [ R IA K1
bn, T PI3K/AKT/mTOR i % 52 2|30 1], X 5 B
PI3K/AKT/mTOR 15 5 il #% 7E DON 55 141 ffd 5
W Hp kS B T AE Y. 7N AT B R A i R
PNTIA 1, 30 F1 10 umol/L ] DON ¥ i 541
AL DNA 547 A0 41 i 1 BRI 7E G2/M 3,
Horp &7 & DON 7 S4iiia A 1, K5 & DON % S
4B F W, $E7~ DON 1] R il ik PI3K/AKT i B 175
Sy g W filoR 40 TR, Ak, DON i
Caspase-8 /' 2R JH T2 18 % F1 MAPK {5 53
P 2545 S PHNCs 40 5 72004, 78 /N R AL
DON i INK/c-Jun 15 5 i B I ) S8 A6 S
SEONAH MR T, DT 52 0 R 1 A3 A 71
DON I #E42BR, nl W52 21 42 B i 2 H I A A 4%
55, FALH] AT A L DON I8 i 33 A0 B A
NRF2 A 75 R AR B PR

25 B Rk, DON nJ S HL A4 1) B 20 2R 88 5
ATz ENEER, W R T ESEEE KA
EAEA AR, 32 S0 0 40 A BV BELAT Ak N
PR X B RN 2 R A W 2 . H AT M ANIE 2 DON
TEMLAAR P 75 A7 76 4 5 M 1R 32 8, DON R HE 41 il
BEPE T LR AU N RE B A, X BHAS T DON (1)
R UAREE A R . BT DON {54232 H Gk 8
Fa, W] T TR P DON X & & s E/E )
Z AR, H AT I ARG A 2 B —
S ) FH V% A 0 S5 5 A A T 79 SR 7 ¥ R £ A MK ik
BRRM B EEIERN 5540 —Fho2& Wk sk it
1T %, R P EE . A A SRR F B 2
5 G B ] HR (IR B 2R AT B R R AL B

2 IRtEHZEHSFMEREMRER

H AT S TR IE 2 Bl A 1550, A FE AR B
=R Y/RCR /B TR iR 2 = i i [ Ol I
DON Kt B A R RCR, BAVE R I
ISR 5. AEPIHIR BT 78 DON B 1% B R 47 HL
] 32 LI 2% i S AL SLIORN A J5E DX R IR 3 R e g
73~ A 2 E AR T R T R R

HH T DON # & th 2> 52 i 2)) ) 7 18 B B 1) 1
U, a8 AR B ANORT DU T 3 B A R AR SN, T
Hk 58 18 5 1 3 S0 Z G0 R R 1 o8 17 6 B B
DHRENT, [ 0k, 26 AR R 7E 22 i DON X HLAAR 1) 85 3
VERI 77 T & 52 0 7E . AR FkiE, W2 LR AT
Lactobacillus rhamnosus RC007 B 2% fi% DON X
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K T T8 AR IR 98 255081 i 30 38 37V 1) e A 4
XN M AL AT B RCO07 A B R B
DON [ B M 1) s AR g s ST/ B, FRATTK
I 28 A T R AR FLER AT 18 LGG B Pk mT e b 1 8 Ak
WA T IR, SRR DON 5 & IR P 5 X S 3 R
EE" . R LGG WRRR 1 %%
DON 1) [l 75 1, 1] Py JHC At DR R 20 A By 4 il 1
LGG bk AT 22/ DON 5 [ A7 45 005 A1 i 4
5%, Bt LGG 1 Akl i 41 TLR4/NF-xB 5 5 i
% K B 2 kA% DON 1 & 19 /) BRI 28 i e 32177,
AL, LGG BRIt v] LE IS 47 DON A5 (1 4 kL
A B W3 T e N U R R A LR B b, 9140
HEMFLRATE L. plantarum IM113 P AT 8 i 36 0
J i A 55 40 B (1) 3 2 02> DON X} RIXS 1) i 38 451473
VEFH, 1458 XS i 18 )78 40 WROSORIAR I D g 5501
WAL, FE Y AL R AT B AU = s B & b )
e, 7] LA 08> DON X4 #ME 1 (1) S8 A0 B B R
REANFEPEAE R B 1 ALERAT B BASL, AR IR TR
Devosia sp. ANSB714 B Pkt 95 it 18 58 A 20 2% i
DON X A KINHIER, sk E, RE
&=, RIETRE. PUALEE I TE e B PR SEY,
TEY)IE ) ot B 4% RAR SR 0 A 22 4 I R I
PrEa A TE PSS A, AR L R DRHA IR, B
Al & R INA 2 Py s Y i RE i i DON [ 8
PR o TR, MWWk %E Hericium erinaceus
PRI 22 W% 32 22 b o 40 Bl AN BR 2R AL, % 2 PR A
FPUEALTEYE, BedlH DON 755 I A0 RIS B
i IPEC-J2 4= ROS FI4H M -4, Fiif
YL R EAFAE T PR L0 £0t i b i) — 2]
MR, FAKIFMLRIET KEAPI/NRF2 {55
i % DON %5 51 ROS M7=4, Be M=
DON 5| it 1) Jia 38 451 105 PN 235 i i B P Th g™ 7%
R 3 E R T F1BE Anemarrhena asphodeloides 1)
WRZEF TR Mangifera indica B 25, & WAL RIS
NRF2 {55 1@, #1#] DON 75 5 1 L8 P 57 40 i 45
AR AR — R AR IR 2 B A VLA A
Yy, {EH % Vitis viniferas [RB. Reynoutria
Jjaponica XAt Arachis hypogaea “EHEW) & B
e 327 BT S NRF2 558 1, Jf/b TPEC-
J2 AHifgrh ROS B/~ A, ke 2 K8 e 2ok A4 s g Az
b1 240 9 T AT 4] DON S Jigy 18 41 B 453 493 1 £
FHERET . SRR B2 R AT A,
BeFo T — A2, E A2 f# DON X 43
JiR b Rz 40 B 53 MAC-T g B IR S A 403 495 71 98 E 3%
NS, TR F 2 & LR T Schisandra chinensis

R BRI —FRIE RN EY, TR T &R
A B DON X A 7 40 i 5 HT-29 (140 f &
PE, FARYHLE AT RE 2 Fvk T F @i NRF2 (55
g T HO-1 (R E M #I | DON i 5 1 44k
B LAk, kT H ZRIE T LUEE HIH] MAPK {55
68 % AR T 0 ) 24 L 0 R 1 PR R IR AR

WHE R IR FE, 50 R B A Uk
Iy HAIE W] B A B 96 DON i E i R0R . 1%
My e —Fh FER 3 T 1143 Kaempferia galanga FR =25
MRS, R LI N R % & E A
Z0O-1 Al Claudin-3 {515, 1492 l73E R T A, M
M %2 DON X} Caco-2 4B I E A . SRIER
T2 AFE T & 4R 1€ Lonicera japonica- ¥ ff
Eucommia folium W55 2 PR AR H, 2% 57T TN @
T 0 ) O TR R AR 4 IR - B S 3 B
Ihk, Z&f# DON X} IPEC-J2 [ & PR Y, #
R E Y NF-xB/MAPKAS 50, o
DON 15 ‘3 I S840 S I8, 48 RE DR 1R T8 A i 1 o
A5 A HP | NF-xB A0E mTOR
55 IE S i DON 175 5 (1048 W T8 98 0 A1 4810 B
C I FTR

LR B, U IR 7 IR AN 8 B 35 S5 7R 2%
fit DON [ 40 B B3 14 7 T B RIF R . ] 4 1
5 Bt H IRk S A B S P, 22 A DON X 4 B AIE bk
ELAH A PR . 4EZE & E i@t ia ROS AL k. 4
I A AL B ME A S NRF2 MG E b R A%
KR ZZ M DON X N\ i ol i /87 P 12 48 i 1) 25 1 AR
R By vl 2 il A A A AL B AN 25 Tk H
ALY B S5, AT AP A DON 5 5 () 28 40 B
BV LUK T LU S 0 KEAP1/NRF2 15 5@
% 18 58 i TE T 4B B K B AR A BR 7, 4ERR I E T 0
3 FE A o4k, MR G DON Xt i b 57 i 454517
B T B AR, FRATTACIIL T B mT S P Joi ) 3
T I, S2fiE DON X/ A I 18 B FAE U
S A A AR BT ER A R 9% DON X W A4
JF B AN i3 R84 VR FHS s KB n-3 2 ANHLF G 5
M2 EPA H1 DHA %5t a] $ % Jizy b 52 40 B R 4815
5 IE P, PR DON X 18 BE B D RE A A AT, ik
LR H R AR S WA (R, e T I ) P R
W N3O FOXO1 3R IA /K F#l#l DON 5 S (1) 41
W8 T AN D e RS

3 BRtEFEMNRESHEDMRER

o ek o T R R (0 T VA R BT o e
it 2 ALl B A AE IR B 3 2K MR VA
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FEVDERWL PR | e Bt v R kR AN R DL R Bk
FREE, A0 22 I 85 7 v 2 EE I R . R A R AL
AR R RGN, ¥R BN N LFEIRFEY .
DON KA 2= Ve B ke, A AL G ) BRI AL
Wi AR A R IR, anss i plE IR 145
e BT B BE AR PRI (1) s G )
S FH A ) B3 Bl o R4 1 T R R A O IR
HE2LFRACE Y, AU &, &7k &
ZHESRUH S TR, TR P I R R R AR R £
1) B TR 25 28 85 5 v R B A R R T SR 0 1)
W77, RA R G R thak, A E IR
Y SR S A6 DON [ fig s AR iR 4
FAT C124 13 LB A K& C3 AL AL AT C3 i 22
F] S A A6 5E, o DON AR Ak o i Bl IR E 1
FE, INTTTIE B R EAE

[t 3R A A2 K DON 7371 C12. 13 AR5
SERIE TR RS CO 12 IS5t TV sl 24 S A
¥) DOM-1(Deepoxy-4-deoxynivalenol), FHAHX T £}
A& LT e 5™, Fuchs 557 WA 98 B 53
BRI S 1 ARALEE IR IR AN B8 Eubacterium
BBSH797 W #k 7] DON Jit 38 S8 AR U o o 7 AL
PN, A2 PR H T ST R R EDRHES NS AT 7
ORI o A, MRS g8 rh 43 55 H AR 2 A AT 8
Clostridium sp. WJ06 Fl1ZF I #F I8 Bacillus sp.
LS100 JfERs DON BEAT i F4 2 A, #5 H7sn 2]
A DON 5 4Ly talpe} o 25 mT B Sl o 38 49 1 A KA
AR FRATHE RS iy 18 h AH 4k 73 59545 2 7k DON
JI I S AR A R AP 4 IR 2% IR TR Eggerthella sp. DII-
9 A s E v IR Slackia sp. D-G6, iX 2 #k # #:1 AT
7t 48 h ¥ 40~50 ug DON it %y DOM-1, /&
H BT 3R A X DON B PR S8 A 2003 A e 1 B
PRSI, BeAh, s 8 5 IR EE Slackia sp. D-G6 & A] LA
NG IR T e T o o A A M HE 5 Py, ME S By B AT 4R
AR S5 ThRE, $27R Slackia sp. D-G6 MY H 7%
F&f# DON HIfE /7, i B &I AE M i A2 B D Re, BA
RAF R AT 57" He &85 M358 R S 20 S 15
B EARAT B Desulfitobacterium sp. PGC-3-9, 1% fig
¥ DON #EAT B SRT, ZEY0K DON i
AT MR B AN 2

C3 A 24 C3 A7 i F 5 A Bl 22 T R
fIRBE 4 3-keto-DON, #1 [#fik % DON ] 1/10,
Shima %505 M 4 3 BE i b 20 89 ) B9 AT B
Agrobacterium-Rhizobium E3-39 TH K REE¥ DON A,
W 3-keto-DON o XN 21 2R 8 4 A\ A [ 2l i 1) ¥
IKHE i R o) B B i 35 AT B Pelagibacterium

halotolerans ANSP101 B ¥k, i% B ¥k il F DON %%
N 3-keto-DON!, Jf Hix ##F 70 & B 2&
ANSP101 B #k [l & B DDH % DON % {k N 3-
keto-DON™!,

DON #) C3 fi7. % [n) A AL S W 2 il 2 38 I
RIZH R, 25 1 2572 DON M C3 i f3 4 A S A T &
SN T R 3, il DON(R # %) # 46N 3-keto-
DON;; % 2 #5J2& 3-keto-DON ] C3 £ i 3 4 it JR
B S MR BRI, TR ICEE 1) 3-epi-DON™, He 55
METE Medicago sativa W) 13 FE 5 b 7 1% 3K 15
1 #EAI°¥: DON 1R A 3-epi-DON 1 4 7K 1 QB
Devosia sp. 17-2-E-8. Devosia sp. 17-2-E-8 X
DON R4l 75 2 2 oAb [ B, 5 1 20 2 H itk g
I K S 361 114 B 0B Dep A DON %804k A 3-keto-
DON, 5 2 52 ik J7 B4 i 1T (NADPH) 8 1)
Jii E W DepB 11k 3-keto-DON ik Ji 4 3-epi-
DON®*7, b ak, B A PR A 2H 7 1 38R & A 43
B3 2 ¥R AT R AR DON B BR, 3 51 v 2 I F
M8 Sphingomonas sp. S3-4 FEIR T K& Devosia
sp. D6-9, H:A Devosia sp. D6-9 B Fk 1 & 56 i@ 1 i
2 QDDH ¥ DON %t~ 3-keto-DON, F H
NADPH & #i (1) B B 10 i i AKR13B2 Al
AKR6D1 # 3-keto-DON #44tA 3-epi-DON™, Tfj
Sphingomonas sp. S3-4 B 1A ) 2 18 ik 1 i ik 57 ff b
F i AKR18A1 fif DON 4Ly 3-keto-DON, 3-
keto-DON JE— 58 K 0 I BE4% AL 4 3-epi-DON ™7,
& 7 18R IQE PAAN, Paradevosia shaoguanensis
DDBO001 f12&i#%+ [KH Nocardioides sp. WSN05-2
W R AR DON #4k 4 3-epi-DON"Y, &4 AR5
MHEE Acinetobacter. B FE R K H
Leadbetterella F1H 2F 16 J& Gemmata WFI1VRA 5750
AW DON ¥4k N 3-epi-DONP?, iR [
Nocardioides sp. ZHH-013 HEE¥ DON ¥4t N
3-keto-DON Fil 3-epi-DON, H:H 3-keto-DON J&: 4%
164 3-epi-DON b 22 rh 8] 24, FF H. Nocardioides
sp. ZHH-013 i HEACHT 3-epi-DON, SR, J5FiX
SE B PR o2 54 DON [ 5% B I ol 336 IR 46 (1
FUE WARIE

4 RE5RE

FLBE R AR W EE A AT BB
ARk JEURE AN D Ak, R 0T 7 R TS e AR
g RSP 2 KF, e DON S5 G fie i ik 1)
HWF R —, KN AR — B2
STUAT B ity LR A AT T FE R o SR 2 T A 7T
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