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# F 55 % 7% (Downy mildew, DM) H1 Bl @ Pero-
nospora variabilis 3182, ¥ 4y % K P. farinosa 1. sp.
chenopodii Byford, J& & F 2 4 fe ™ 1 4 BRI 0
Z =" R BRI BE A AR . P.ovariabilis J& G VETE R
B 7 /4 (Obligate biotroph) #5 L B, AV R Y 2L )& ¥y
OB C AR E 2RI AEMBX . P. variabilis
FEEAZYEF AN IS I R A R D) A AR R AT B
5 B K (6 25 0 85 2, 5 W G R TR R R
Z5 MR AL B 33 %0 ~100%% B 7R R i ARl
P2 2 B R B iR 2 42 DM B 4 ™ B T
P. variabilis A A7 PEAE Y FhBE 16 2 REME R
Gy e B RIR S g o R R B R R e A
SR BIR . B wi il R A2
R ZRE BUbE AR 5 R B S e R T e Rk
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[ b 2 5 78 ) #3925 10 R JF e T K i 2E 2 R G
Tl R 3T 2 B A R ) 1 2 E T S T Y O B O R
o ASCHAZ DM IR P. variabilis B 7% £4E
Bl A B S T %, o BT IR O O 0 AL 2R
855 T HEAT £5 3R, O 42 1 22 22 DM $ M i 5% A7 78 1Y 1]
LR A i WF ST A, U O 22 2 DM H0% 45 D 1Y 42
i, P b APk B & DM ZEA B S AR BEe SRE
1 HFEEeHE

P. variabilis &% P27 AR W, RBELENG K27 £AEY)
AR A s W A T2 2 U SR R 4 R R
G sl o W5 B P, variabilis G895 {1z Y B (C. al-
bum)"™> " B (C.omurale)™ 3 IF (C. am-
brosioides)"™ " G JE Y o

IR W) I G B A MR B 0 P variabilis AR
LRI A X — AR TIZ A3 A 2 R A AL
HEZMERPE I 7K MR E . P.ovaria-
bilis B RE 12 Ye 3k 2 0N {0 5 R A Y a8 AR Y
(Cross—infection) {3 4R 18 #5019, Kumar 257V g i 18
BN EE DM AR YL B A Ak A= 22 (H AR Yok B R B 22
BB S EEYEA R, DM R A
100% . Nolen™ % B P. variabilis it W {7 4 K& A 3% [H
BB 22 M DR 5 A4 A 2K M Rye 5 3 F 40 Y Ap-
pledore & 1 BF 4 Tl C. berlandieri 1) 7% #f var. Macro-
calycium 75 8) o WA R HIE P. variabilis ik G5 12
Yy g I 2 A2 A2 B I 9 1E 9 Canahua (C. pallidi-
caule)™
2 HFEEHMHE
2.1 EiE

LA (Forma specialis, f. sp) J& 5 J5 & Ff LU (1)
G328, LA s D B X AN (] i A 3 i a0 1 R ST DL
FEWIE AT W, ATINH P. farinosa X it 3 )&
(Beta) 3% 2% J& (Spinacia) M1 2L J& (Chenopodium) 5 3
AR JE A BAT LA 8052 P. farinosa sp. che-
nopodii Byford JFF DM IR JFE "™, /& P. farinosa i
A LR, R H L . J5 %k, Choi T
rDNA—ITS ¥ 9 1) & 52 K B B 58I 0 # 42 DM i Ji
W N 2 GFE b P. variabilis. T 2N TT % 32 1F B0 09 3% 35
(Spinacia oleracea) Mt 3¢ (Beta vulgaris) DM ¥4 Jit T

B RN P. effusa M P. schachtii'™ . 76 % J& (Pero-
nospora) 53 I B AE7E = JE 0 & A pE 1020 R iR g
FU R R RZBAAT - JBalH
F— R A L R A AE TR — ) R s AL R
[l L AL P ovariabilis B3¢ SCEUR IR 56 ©UE 52
e B WA AE 7 & A PE  HA 3 — LA
e Byford ™ K LB Z Wi Ay 44 4 P. farinosa 1)
223 DM WY 75 3230 B B, B A IX 43 o Kumar %6
Fl Aragaon &. Gutierrez 255 B 5% & P47 Ye 28 J& 2% wr
(4 P. variabilis 53 B WA AT S XBUR T, RS
TE & N AFAE XS P. variabilis 1 AS [ B M (Susceptibil-
ity) Fl ¥ £ R — 23 85 W 19 % 4k P (Host Species—
specific Isolates) . Kumar % 57 & #1 DM % J5 5 43
B Y % B A R C. berlandieri subsp. Nuttalliae ., C.
bushianum , C. ugandae 1 C. opulifolium Jo 0 M, #
W AE , C. ficifolium R C. strictum WL B DM Jg
J5 B A7 AR AR 5 19 LAk PE . Arago’ n S EFF (C.
quinoa) JEE(C. album) 5% 42 (C. murale) Ml 1 3 5+
(C. ambrosioides) %5 4 P ZERIHE Y EIF & T DM 5 5
RS TR S T ¢ o N T R ol v’
X
2.2 BEEBRKIAK

fi Bk K (Host jumping) f2& 48 9k J5L B8 5% 75 4= ¥ 78
KA i kA B rp O 7 3 BRI AR Yl B AT A — b
B AE ERI S . 1 3Bk BRI 4 0] AR AR & N
TR AR — > B B B RO A T R TR ) R SR
R E 1 32 205 009 I T AR N OF R — 2, a2k
GREe R AR T RE & — 2. B, MR
R Jm o T R AR AT R A T R B E 4k
22 4 DMK IR T P. variabilis 1R 7] B8 & 75 55 2% P 4%
TR (C. album) & A B 1E FERER Y . LR 23
550k B 24 L DMK R P. variabilis #H A", 32
4 DM AE B A RO 38 2 24, DY, 4fE i 22 22 DMAR 7T
REEAF AR AR B AR 1ol o e EBRER B R A |

3 FEFMMEIDMBIIERR
3.1 mMEEMIEREAE

PUPEVEMY 7 3k 6 IR AT IR A MRS R
A BO TE AT I R Fh S 9 VR B v 2 e Y R Fb
R EMAEETFELHEE, Hal, A XL DM
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MIHTHE PP B R TR 2N SR AR ALY

3011 MM AEEA &G4 DM E B IR AG Tk
X s O 0 AL A B R B OCER E E ER B
PEA AR E A — AR bR, — R T AR O L
{14 9 BAE T AR IR R TR EL B AR A M R 4y
G b 1 I 1Z TR, REAE FH T 45 Bl 45 1, O RE S I
SR AN B BE O, BRI, A i A Sy n] R
R G — WA FE DM ™ 5 R U bR o s

IR EMESE ey N I -9 A S 3 O s
AN R (S At ) e BE I Ao I 7
B BRI PE A B . Kumar £ 0V H T 0~4 905> Hbn
W09, =Y nt 1m0 FL O, S s s 1 9%, = Y it i FH O~
10%, bt ; 29 R QAR 1126~25% , Pt ; 39,
Y TR 26 26 ~50%6 , PR ;4 9, 4= g it T AR 50 %6 ~
100% , 5 8% . Mhada %42 T 0~5 9% ™ 5 43 2%
PRifE 09, TR BE 5 1 9%, B A2 /N T 1 mm 1Y 23 500 B
M AT 2 90, BLAR 0. 5~1 em MR BE, 50 H A1
/N B B3, i JE AT 5 3 9%, B B A (55
BETE AN T 509, i3 B0 A 5 4 9%, 9 B T AR 2o
W1 ALY 50 %6 55 9%, 9 BeE v AR ok i i B A 9090,
I W B R . Nolen ™42 H 0~5 2443 Gk bx
WE 0L, TOAER s 120, it B0 (0 BB AR B 5 2 2, (L
FH®EBREA Wt i AT I 39, IR BER UL
Mg B IR A S, IR IR 5 9, K
I TE . A, Ochoa 25 15 S T —Fh L T
2 JE A W) 9 1 1R e R G VRN bR e IR B R 0~5
G, 0~2 P RHTI , 3~5 PR B -

I 1% 18 2 (Disease index, DI) J& B N 2% # % F 1Y
PUEVE A 48 b, A R M R AR . R R
B =100 X3 (£ Zhm 8O} & AR AE) /(A 2ot
BOX B AR, DI HBE R e 5t — i 20 4k 30
A AR G 1 O T AS BE B e A 5k 2o S O v
W BT Y Al ) BT BN 28 R R AR 4% DT 3k
110328 P BT G — il . Khalifa % 18X 22
PR P O SR T Staudt S50 HE HY Y TP S
2%, B, DI & 0~5, ¥ T (Extremely resistant, ER) ;
< 5~25, & i (Highly resistant, HR) ; <<25~50, 470 Ji%§
(Resistant, R) ; 50<<~75, J&# (Susceptible, S) ; >75,
1 /8% (Highly susceptible ,HS) .

s E Uk AR i £k F i AL (The area under disease
progress curve, AUDPC) J& i 3 $it P 7% v Fil 7= & 46
Py by — Fh E S AR, AUDPC fE % f i — Bt} 1]
o RNy R BE SN AR S B AR KRR
FIEEREkK, vk 1 V5 M-S B0™ AL S HE
B AUDPCE AR AR

n

AUDPC=> ((y,+ y,=1)/2)X(4,:,— 1,)

A e S VAl A YR, ¢ R AR I 8] A, y 02
FEELE £ 1 S T S PP B I [H]

73— 5 AUDPC o B K AR A 3%, BURG 5 3iAT
o3 Gy B 7 T R R 0 (P S B R

1 .
AUDPC,, —T + o/
o
In(1/1 —y,)— ll’l(yo/l _yo)
r(e.s'z): T

A sy SR H A 7 ARy, 2 TR I [H]
T i R E
3.1.2 sk HAT, DM YU 3 24 1
] AR S P13 N B AR R B S A T s .
% (Three-leaf method ) /& it 4 >€ 52 WA W] 9 H 1] ™ 8 F&F
M52 J5 5, 2000 4F f1 Danielsen Fl Ames™" #& | 1% )5
T o AL T BB A1) B A R G A 3 B 43 (IR )
AR — RS IR i e AR AR E A e TR
3R MRS B, S 5 A O R A L
HOVE A B ™ R B AT ] PR BE AL AR O T A
AN T S R AR FVAT 5 ) R AT LA R T R A R )
Az K B BOKS B (9 7 8 B2 1T Al % . Danielsen 55 VB 5%
S = AR P Xy R Bt 3 BORE OC
(r=—0.736) , I\ gt J& B DM 7 i 45 2% 1 Jee £ 07
o WA UL, =R TE DM B %08 F R DT
i 45 5 ThT FLAT TR A PR RN R SE A9 R A, R DMt
PEBFSE I B 3%

— R UL, TR I AN 25+ o3 A PR A
PRI 280 < g Jit B 5 DR B X 3R B5E (G X G X E) B4 LA 0
R Mok Eml . WS NIRRT
TR 5 77 R T 3 A 5 3R B BT g e A R
W Ah 0 T AR G B RE AR 32 i e UL R g Y s
T I RS R 7R 111K R 7 N O A B ¢ ) N T 8 DA
AR R A E R AN R AR e BB A B,
P RT 45 25 A TR DM BT PR B A 35t A5 O0 Sy N i
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T AN B R 7 0w IR R R 4 R A A 1Y
SR Z IR R WO R — RS ik
B 7E 1F £ M W05 7 & 4t (Plant— pathogen systems) H1
N o BT, B AR R S g HORBOA R S 52 5 & PR AN
DM Hi M 5 ol 5 0 5 k0 AR B AR R 3 ) Y
TREATREXS B A B . R, R g
SE S — P DM HT0E P ) BEAE 7 3

J 5 R N B DM PR SR 4L T 5 — bk
R CER AT SR L, R N R 22 T
HY SR TG B R R A R RN B AR
FE A, e e 1Y, PG, 32000 V6 S 38 B LG b oY i
FEEBECY S AN, Kumar™ & B PEAG I 515 (The
two— point method ) 1, J& — Fft fi i 1 35 B Be 14 07 36 1)
ik
3.2 mEEERE

DM it M %5 78 I 9] 22 0 22, 27 ok B DU 5 oK 5
Oy R BSOS by WA G A AR D R G
7% HUYEA By LS, TR, 1 4 1Y I 301 BB 8 5 70 14 A
T Y e AR M B U . A EE N AR
A0 3 22 A2 DM ™ H BE DV Ak B ORI OC B I A
Kumar %57 % 252 W 4F 78 B BE v 7R 35 [7] — Hb &0 0 A ]
T 400 22 22 Fh B BT IR AT PR S E R B A AE 65 d
0 B " R A, X — B ) G ) A 2
13— #, Ik By Bf AUDPC | 3 % £ % (Rate param-
eter) A1 ™ & JiF 15 % ( Severity index ) 28 i 1795 2 2 58
B IR 5 3% 5 Otazu 5 IR FE 45 K — .

A DM BUE S HA: B WS UIAH G, — ok Ul
R e A T s S i R I 1 RV S W
S 16 DM ERJE AT R0, DA 36 sk T 4R g, 3R B R
U,
3.3 EEMRINIDMBRELEE

ot J52 58 WS B0 VE VR SR AT TR AT AR R
$ g 7 kR0 T ST SR B R T IS A 2R
Pem RS RRERE Bt 5 R bt % A
TARAE . UG A R A R R R A A E A B
AE 7 52 0 A: i J 30T 5 i I TR BEAE A AR | 5E R
HoA= i Jo 401 1 o By St b (28 32 5 IR AR A BAE ) L I
Z R R (FF SR AN AR AR )
3.3.1 HERBAGREELT FFEDMEBRRERE
o AR S B R O 25 I R B R o A A

Ptk B2 U5 . Khalifa 5 76 35 Kl it & % ™ E 1
JE 16 B PCR A % % Hualhuas , CICA il Real 45
SAEEE AT T DM PP L8, 25 - B R Hual-
huas A& % & , CICA Fl Real () % 5 % 43 51 4 36. 8% Fi
63. 6% ; J& ik $8& %X (Susceptibility indices) 43> %] & 0.
60. 7% F194. 4% ; PCR Kl 75 {XAE CICA Fil Real )
Wit Y88 P variabilis (DNA-TTS 9984 7 (Am-
plicons) (866 bp) ; 7E33% W /> ity Fft 14 ot -~ B % ik
KT BP A 53X FE 4 Uk B Hualhuas 2 8 Bt &
(ER), 1fi Real A &1 2 i #h (HS) o Gabriel 475 36 4~
B AT T DM it %, R IEE A 01 Tard .08
Tard .12 Tard .04 Tard.11 Tard.10 Tard.19 Tard.18
Tard BJ% , H172 ,A26 . A03,A16 . A22 Al4 F H171
PG . Panka 55 XF 24 A3 42 5 Rl (&) FE D 22
17 DM PUrE S5, 245 5 0 oR 42 YL fe B i BE AR 5, 1
F8BR 12, 5~80, Horbr, >k B KRN A9 16 4> Fk 35 0 Fh (b
F )X P. variabilis 2& IR & W PUTE TR U5 T 42 565
Ly DX f0 ) 5% B i B2 RO, RU—S—PQCIP . RU—2—
PQCIP \NL—6—PQCIP ,E—DK—4—PQCIP fl G—
205—95—PQCIP % fit 7 W 3% 30 ) 4 4 6 o0, 1T G
i ERE MR . Colque— Little 2512 %if 132 4> 22 2 5t A 7l
(54X B 21 A~ A 55 A0 A 106 43 F i) 78 3 4~ 2l 37 /4 T
il A TR TR T DM o b 4 Fn 6 i % 5
g5 g R e AR AR 5% ~83 %, -1 46. 2%, ;R AR
16 0.2%~83.6% , V¥ 42. 6% ; 1= Y 45 %k (Incidence
of infection) ZE b4 /N, 36. 8% ~92. 0% ,F 71.6% ;
AR A7 A 2 X BB 32 (C. album) \Puno B Rl B G29
G41.G42.G93.G96.G106 G108 F1 G112; %} BEFE (C.
album) (Puno, & P JEFl i G41.G42.G76.G93.G96
M G112 AP M B 5 . Mhada 2578 BE 3% BF X 77 13
Z S BT PR AN 2 M 2 00 B A A EE (C. album) R A
i (C. murale) il i 2 W B AR I 82 R A [E] 5 54 8
g PR 5 s 64T T DM M S8 E |, & IR BT BR U M 2a
F1S938/1 F Bk , M24 F B = &% . 4% 15 AP Kurmi
(CV16) F1 Real (CV21) 4% Fl 3% F| 4E . 11 P. variabili
GYESH G 2R AT AR

AEL ) 1 B0 o BT T 43 8 4 50N b v 5 DR TR Y
B JIIKOF- AN TR 43 25 0 AT 8 R [R] — b o 14 42 e R 2
ANTA] . A7 26 T A RE 0% o iR 27 5 A A T i R E T Sk
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L — S8 MR GE IR I P. variabilis WA 4 A4
FEEAT SR IA LA, TS BOE RS W7 R AR AL
PRV R T BN K B Y P.ovariabilis
F) SHe 25 M 2 BE P RE S5 BB P. variabilis 73 85 W) 1) N [
M2 1k .
3.3.2 MBI AMGRMER  HIEY L&
AR T IE A AR AR T A Bl ) 2 Al Y R e AR R
TR Z PR R 3 A RS E Y BP0 B R R AR T —
FhAl BE iR A o B WYL S B A Moh AR AE R 2 AE Y
PG B

BE O (1 30 5% B AR R 2 BB (C. album) ™ FRRAT 22
(C. berlandieri) X} P. variabilis 3% ¥ H 8 & W k" o
Kumar ' %f 51 #E 119 34 A~ ZERLF 57 98 6, 6045 74 BF A=
RN 27 A A 5] A P58 1) ZE 22 b o A B S v A< H [B) [
SR 2% 1 R T sk R AT T DM B2 V7 4 0 i
%, 7 AW A R PI-510532, CHEN 67/78. Ames
22158 A CHEN 7/81 45 4 {3 B2 i it e B S g /=i
C. berlandieri sbsp. nuttalliae F1 It 3 i F C. bushi-
anum To Az YL fE R o C. berlandieri sbsp. nuttalliae
C. bushianum ¥ 88 5 3 32 B 44 38, X Le iy M ¢ U5
HHIRHE DM T2k KB A B h . Nolen ™ %t
34y C. berlandieri var. Macrocalycium (BVM) | 2 {}y
BVM X C. quinoa 2228 F0 113 (C. album) 41 B
(C. quinoa) % 101~ )@ H ¥ i 47 DM HTPEPEH , R &
IS8 AU BB RL Ok B R /Y C. berlandieri %
Tl Macrocalycium M= 35 BB K 9 F AR AL, 3% 264K + 1
S LR A BLAT PO L RV TR B PR B ROR U
3.4 FEEXDMIRIENE

FT, 5T P. variabilis 538 % B AR 1 £ B P bk
15 A5 R BT AL AT AN T A B Sk AT R i E
NCBI F- 51 H 470 995 fi 356 5 DT A A5 3 38 0E
3.4.1 w5 AFH HEEXNDMMBIESHAR
R VIR DG o — FBOA U0 5 2t b 22 8, G S8 o o &2
PO R OUT RBGE FD 23 7E DM B FE BT A
BRI RBUTE . B R PR L AT AR
558 v 0 A R 3 AR AR A A I AT 560 Nelson
& Campbell VB 55 & B 7& WAL P AR 2 I8 % (1 — i
R i AT ) AL

Kumar 5" % 2 1 4 A~ 5 b, B CHEN
67/78(119 d) 4, Hi4x P1 510532(158 d) \CHEN 7/81

(134 d)Fl Ames 22158(131 d) 55 34 /& W 28 i B[] B
[ 458 2 Utusaya , LP—4B il Blanca de Juli 25 B 2§
b B B, 1 K 75 %0 ~99 %6 7 A T R A A
R B m T AN B S R BT SRR /N A
B G o B i R RE R BT R R AR
Tt 55 B0 PR AR G
3.4.2 B ed HY XK E FE B 5 (Bio-
trophic pathogens) f T ¥ L 5 A%, 5 H W 31 5% B %
FAURTE N A G AR
AR R AR BAT v — 2 HLA AR 3 0 B o R
AT RE G P AT 5 AR, 2 WO P variabilis 1 ¥
TEPUE G PE M PR ADE I . B iU — A = 2k
kA ¥ (Glucosidic triterpenoids) , J& 4T 77 K719, %t
CLANMLAT T AR AE T U R AN e S A
W AEMBE PSR N0.2 g/kg, EHFEP N3 g/
kg™,

W L TE P, variabilis 1 5P 461 £7 76 T F 19 F 5z
o, PR R IR IRCIR S, Sl i B R AR Y. P
R o2 T i 5 W) B A X D R e g ) R R L
W5 7R 505 5 ™ R 2 ) JE UM Y 06 R R
PR 2 1 1 St R T A 0 14 K 43 AR O O 2 B B[]
AR AT AR AR, PRtk B 22 % DM BT AR R AR B I
ANz B W SRR,
3.4.3 #BEEH AL BN DM Y HUTE1E R R AR
EARZ T E AR W, P variabilis 8 3F #
SAEAFFHR ERKRKE , HAREE N M,
FEAE I R Y . L, ALTE Pl variabilis =2 4 3t
BrhdEw EE HHREANRERE S A%
B RANFEHEAR K R I A B D) . Colque-Little 55 F
FL R BLP. variabilis % 3¢ 7" 8 5 AL 58 A A A
8o P. variabilis G 810 A BT, 32 2R RS E
ARG S AR IR R TR A
3.4.04 mHE#E HAI,MYBMEMNHTEZESD
1 7K ¥ 2 (Salicylic acid,, SA) | %€ #ij R (Jasmonic acid ,
JA) M1 4% (Ethylene) S8 ¥y Bt o A6 9 5 9 It TR A Hfe 25
PE (BT ) BAE A, B 48 B 1 1 i3 20 38 % W Sl SA B
A )2 973 % ( Defense response pathway ) 45 4 12 5 1
JZ ¥ (Hypersensitive response, HR)'™ . Asai 2™ fiff
5% K PN IF (Arabidopsis thaliana) ¥R R E 1 1K
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(1dpi) J& , SA By 1 )2 137 i B 1 #9 AcPR 1 Fl AtPADA4
IR VR T, AR, AR A SA SV AE B i H 2R A
(fm, AINPR1,AEDS1, AtGRX480) H1 3 K %k 1 b %
WA, REEZ BN FRE R RGN, 25 SA B RN Y
FRFL AL AR, SAMH T i Ak S
it FE I ArCAT2 133K, T 5 30 4016 &L (Hy -
drogen peroxide) & f 34 i, B &k T HR ™ o

16 e 25 PR BV (IO ) A W X JE A4 8 57 1Y
(Necrotrophs ) 5 J5 44 ) Bl 480 M S g 38 8 1A Sk 32 2 02
FJA S A 5 09T 8 B 9 R I TA T RE AT I
% B TR 1Y B AR RN R L R R A B
JA G BROR T R B AR AR R R 3R A (B R
T HR RN . RS P.ovariabilis 375 0
fEv, = 5 JA By M8 Jx Wl R S B CgHSPS3 .
CgWRKY33 FMl CqPR4 .3 L4, & W] TA /i 5 (1 1 1)
JE BB T L A SA B A R 3 s A A 7 v
VE B MO A5 A IS M EAEAR L, B I Y
FEJF RV, Rollano-Pen” aloza % i) iff 53 36 W1 ¢ 3fe
AL AR TR AE YO0 A 3R B T TR 1) B 4 P
Al BEJE A JA F SA 5 5 9 Bk (Signaling cascades ) 3 [\
AT PRI BEARE 75 B SRR B, TA {5 5 B KR,
Al 541 (Antagonized ) SA #4817, SR, X R W
N T A 555 IR P, variabilis B3 728 P HAE T
ABF5E

P. variabilis 12 Y 38 % Kurmi Ji7 K 3 BUEE IR , ¢ B
ZY R & T HR N o P. variabilis 7 4 Kurmi J&5 A1
oK HE ALY K 38 82 20 5 #U g T Col-0 X H. arabopsidis
waco9 (Hyaloperonospora arabidopsidis ) W) W N A L1 o
H. arabidopsidis 12 %« 3 d Ja , Z 5 JA i %
AtHSP90 . AtWRKY33 Fl AtPR4 H: R {6 L 5 7% I+ 2
SRk M2 5 SAE B AEP3 M AICAT2 3£ %
IRHV R R AW AR X R & A4 TA B
J2 R 75 28 % 3% B P, variabilis {2 e 0SS
T A2 A2 v TA A 5 0 B A R0 H e R A DG B P 4
(CgPR4) il CqHSPS3 W)W T # ik k4357 . CqPR4
TEAL RS I 1 [A) PR L [ ArPR4™ H BE (Sugarwin)
) PR4™H T K b i ZmPR4™V 4 B8 # Me-JA 5 5 .
[l RE 400 I 0 PR 1 SR Y 90(ACHSP90) ™ 5 1L 7E
M % (Nicotiana benthamiana) " Ky [6] J5 FE
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Research progress on downy mildew and disease re-
sistance of quinoa

WANG Chang"*, YANG Fa-rong”, LT Min-quan*, WEI Yu-ming’, LU Jian-ying",
LIU Hong-ping’,ZHAO Gui-qin"
(1. College of Grassland Science , Gansu Agricultural University,Key Laboratory for Grassland Ecosystem ,Minis-
try of Education, Grassland Engineering Laboratory of Gansu Province,Sino-U. S. Centers for Grazing Land Eco-
system Sustainability,Lanzhou 730070, China; 2. Institute of Crops Research, Gansu Academy of Agricultural Sci-
ences, Lanzhou 730070, China; 3. Institute of Pasture and Green Agriculture ,Gansu Academy of Agricultural Sci-
ences, Lanzhou 730070, China ;4. Gansu Academy of Agricultural Sciences, Lanzhou 730070, China;5. Lintao
Agricultural School of Dingxi City in Gansu Province , Dingzxi 730500, China)

Abstract: Quinoa is a kind of popular emerging crops because of its value for food and feed. Quinoa downy mil-
dew (DM), caused by Peronospora variabilis,is the most serious global disease. The use of resistant varieties is the
most economical, simple and effective measure to control quinoa DM. To better understand the latest research trends
of quinoa resistance to DM at home and abroad, this paper describes the host range, host-specificity and “host jump-
ing” phenomenon of quinoa DM. It also compares and analyzes the identification periods, methods, evaluation indexes
and models of quinoa DM, confirming that the indoor identification technology of detached leaf inoculation is a reliable
and effective method to identify DM resistance in quinoa. The resistance of quinoa cultivars varies greatly, there exist
abundant resistant resources in quinoa wild relatives. The preliminary resistance mechanisms of quinoa DM have been
expounded from the aspects of growth period, saponin content, stomatal traits, hormone metabolism and molecular
mechanism of resistance. However, the interaction mechanisms of quinoa and P. variabilis are still unclear, further re-
search is needed to conduct.

Key words: quinoa;downy mildew ;resistance
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