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Research advances in sugarcane leaf scald disease and its causal agent
Xanthomonas albilineans

Meng Jianyu Zhang Huili Lin Linghong Huang Hongyang Gao Sanji’

(National Engineering Research Center for Sugarcane, Fujian University of Agriculture and Forestry,
Fuzhou 350002, Fujian Province, China)

Abstract: Sugarcane leaf scald, caused by proteobacteria Xanthomonas albilineans, is a systemic dis-
ease that occurs in the most sugarcane-producing countries/regions in the world and poses a potential
threat to the development of the sugarcane industry. The occurrence, distribution, transmission and epi-
demiology of sugarcane leaf scald disease, the biological and genomic characteristics, identification and
detection, and the genetic diversity and pathogenic mechanism of X. albilineans were reviewed in this
paper. At the same time, current strategies for disease management were proposed to strengthen the de-
velopment and utilization of disease-resistant germplasm resources, release new elite varieties by con-
ventional breeding programs and molecular breeding, cut off the path of disease transmission, and
strengthen disease inspection and quarantine. Besides, the risks of outbreak and spread of this epidemic
disease in Chinese sugarcane-producing areas and the future prospects for research and application of
molecular breeding for disease resistance, pathogenicity, and host-pathogen interaction mechanism were
also discussed.
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FET V0 i AR (X)), H e 5 T b
MPEY 90% (Li et al., 2018) o H e & I M 25 1E
Yy, Gl LRI A5 , 2R R R R AR Y1
FERE R R, 25 S sl H e AR Ak, H AR K 22 3]
b R A, SR R BRI, 43R
FEL BRI ) 2 SR s B K AR R iR, Bk
HER /DA 130 Fl, 30 H L UE S R YL P A
S04 (5 E AR 55, 1997) .

H R 2R 2 A58 PR T B Xanthomonas
albilineans 5 | & 1Y) — Fp 51 B H FEAN B &, 7E 2 BK
22 0RI R T RE A% ) 5% ol Ml IX % 38 & A= (Ricaud &
Ryan, 1989; Rott & Davis, 2000) , [ 5% i AT B %
Bl A 2007 4 A A R R PSS AR ) R R A
I 204D 80 A, HRE P A 1T [
AR VR R X S8 HGE | (EE %R B A R T
3 A DR B4 12 TR D 4 T A e P 2 T (5%
Tl H RERL B 2= F 5T, 1985) o fiwilt , Zhang
et al.(2017) Fl Lin et al. (2018 ) 1 =5 5 J57 B 43 25 143
TAF S U SN T e ) e ) H R
X— PEREX A R . s R A SR RS 56
REE R AT W DL R SR A B s L . ARE
FEREIAR T H T 11 70 B L I o1 ) A= 4 2 R DR 4
FEbE PR R FRIS 0 I B A S R B0 o AL
S5 B ORI IE E R , FE4E e T 5 Bl R
JEEE T A JE W aE iR A RN S b () 81, DAY Sk 38 H
JE AR R S B 45 KB o 7 B RS

1 HEBFHRHREERFR

11 HEALXRRENSHSRE

20 HH 20 20 44X, HORE 11 2% 0 76 B0 B2 JE VE E T
g EROKRE AAEGE st E &R Ml e e R A B
SR 52 R R AR HGE , H AT 207 66 S H
R R KA & I g BN o R E S
TR 2 7= 1 A R — b S M A E K (Ricaud & Ry-
an, 1989;Rott & Davis,2000) ., 20142 80 4EAt, HHE
FIZR TR EAR A 4R VL0 AT R X e &
Az CRe Tl H RO B IFIE BT, 1985 5 6 [ 7R 55
1997) , f5cdfe , 6] V8 2= F AV R A8 1R X AT fig
(Zhang et al., 2017; Lin et al., 2018; Zhang et al.,
2019) . 20 = R B M TR 1 A5 B AT I S |
I —Fh AR G N R GG & .
M 2 /0 LR 11 8L 70 J&@ /Y 124 Fp 81 -4 4
578170 Z )8 1Y 268 Fh XTI HE % (Leyns et al.,
1984453 ,2017) o 1A% 8 BT 127 2 35 3 B A X

Perg , FEARYRARI LAY , 45 B RE s s
P L AR B Bk 8 BAEE R Pas-
palum dilatatum . Wi B- % Paspalum conjugatum , 1%
Imperata cylindrica . K7 Panicum maximum 55 52 ¥
(B T 9 1 e oM B 2 9 52 i, 19855 Ricaud &
Ryan, 1989) . H 145005 23 5 |0 DA 260 T i ZE 1
ZRAEE R K S SR S is b, S ECH AR K 2
1, A RCEERORD T ARAEBR 4 R, 3 i H R RS
et R DL R R R O RN Al R A T R
I3 PR 75 45 (Ricaud & Ryan, 1989; Hoy & Grisham,
1994)
1.2 HEBE SRR ENAIER

HORE AN A 12 R b 2 B R E R
(Ricaud & Ryan, 1989) . &M & i AR « kw0 1]
M T IS FPCPAT K 1~2 mm (Y R R
TOARERETEE LR SRS, SH AR TS, 5808 (B R (] 7
b S R CA N IE- S N 3 G A R SR o 2 AK i)
NI s R A R SR S R ) i ZH SR A A 2R
It H 2R B G FF 1 1) T Fipe) 9 & i, i i
JEtiZE , ) A 5 A H R IR 2R T R
LR T KA, 253650 LT 55 1 73 BE , A Ay
BER T iR LS 25 AR R —— B
FRBURBRER (B 1) 5 KA IR REZE 10 T 3B 1o 90
DI 1A AT RS B R4S SRAR LT, S 9o 7™ 7 0 BRE AR TR =R
2 BIRBE R LT s AR s | T 7™ EE A 1) S 2
HBUREARIET IS . 2k KRR - SR TG AT fi]
FEAR , BLAACEFF I IRMHZERNAE T, 28 AR AR sl K T AR
(%) FH b W] RS 23 32 B 52 5 A I 7R 2R BRI 2 A/
2, RO SR YRR SR B0 SRR R A S A
JE R i AR B B T 5 5 S8 AR T BN A R AR
B AR A BR T 76 i Bt A A, i Ak,
TR IRAR Y B2 5 1 o — A BB, SR AT
PR AT AT 52 9 JoE o 50 R] BOH #5 28 JLARARAS H BT
P REIR , SRR RS S IR T e Z2 00, 224 388 B MR
Biant R R RS TRECE AR, IR 2s
gh o R ANTAE IR (Ricaud & Ryan, 1989; Rott &
Davis,2000) .
1.3 HEAZRNEBERESRITHE

HRE 1 A5 T R R A R TR
BGHRE , 0AT LI b iR TS IOR T B T AU AL 7
(K12). Mok BT RV, 200 B AT LA 3E i Al ik
550 MR SR 10 4 ik A B £ B £ 4% (Klett & Rott,
1994) , i AT LI i S A% 4% ( Daugrois et al., 2012)
FEBRZ A% (14 B B AGHZE S5 N R B 43Rl AR
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(AR O T, B T ) H Ao 2 S e o 8 o 5
ol 49 75 XA [ S it X 2 (A o i A g
PR 7 B H R AR A 8] 3 2 2% R R B
VIR G o 0 A A T R 5 H RE A AT |
o J TR O T R P PRI5E 25 FIR A P i 25

?_‘;{

A X, WiFEHEEBE R TRIEFRARER
BE b0 B 25 5 2 9, B IRUHE 1 i o2 W k(IR T 24 g
IR T R A AT o TR IR BRI TR S X L 400
AR, T AE Rl P A DR B A A0 B 8 7
A XN 9 T (Ricaud & Ryan, 1989)

E1 HEAFFRARERSHREREEBAE(Lietal,2018)
Fig. 1 The typical symptoms of sugarcane leaf scald and cell morphology of its causal agent
Xanthomonas albilineans (Li et al.,2018)
A M OB AR B SR BOMERER s B: HEZEH R IR, M7 S 22 R AL AER s C: HRER
S AT R A A5 . A: The leaves show white to yellow chlorisis pencil line streaks or leaf bleaching; B: side shoots occur

along the sugarcane stalk and leaves show similar symptoms as the stalk; C: cell morphology of X. albilineans.
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Fig. 2 The infection cycle of sugarcane leaf scald disease (Daugrois et al., 2013)

2 HEBSRREEEYFSEE AR

2.1 HEBSRRERS LA

H M Dowson £ 37 8 B I i 2 4, Hr ik
A TERZEMN, BpIRYE T 30 E A R s e 25
- RIAREIRA [7] , 2 B TR R 4 TR A SRy —
AF BB AR, L JLAE , DNA-DNA 74238 3 48 A
BREZEM EO BRI RN HT . 16S rDNA
J¥ 5153 B . 250 50T 81 43 B (multilocus sequence
analysis, MLSA) S5 AR M) 12 Mo Tz )m A i i %
5 % X Z % 5E (Hauben et al., 1997; Young et al.,
2008 ; Je A5, 2010) o FECIAZAS FRAR T ot A= T N2 AT
ST, B TR R AL 20 N F, 704 E A
F170 458 L Fh (Saddler & Bradbury,2015) .

Ashby e B H T P20 IR B RR R 145 FTF 1

Bacterium albilineans , \8 )5 ¥ 5 & Bacterium 4 ¥R 0
WM A Y R IR )& Phytomonas(Martin & Robinson,
1961) . Dowson ¥ T A7 A A AE IS B (A1
75 R e i TR T A S B e P TR L HRE AR
i S5 44 R A AT X albilineans Wi H
Z 4 TEH T SO BRI FP 44, AR AT T
Agrobacterium albilineans (Ashby) Savulescu . F 2%
1B 5l 5§ Pseudomonas albilineans (Ashby) Krasil’
nikov . 4 4% & 5 AT & paspali 7% ¢ X, albilineans
var. paspali Orian(Ricaud & Ryan, 1989) .
22 HEAZRREEEYZESE

CIAZS D20 DA A DRI 1R 53 282 ) ik
A B P TR T TS A B 1) B RRAE - 5 S TR TR,
7% A AR EAIR, R/ 0.4~0.6 pmx0.8~
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2.0 um, ZHCH H A B A R S A, g 2200k D
W, — A SRR A2 Bl AR A0 A AR A A
B (1) 5 b G0 AR R PR R, 6 B2 il A A
FH ARSI JFAE 2o 4 S Sk B M, S AL il
SR BAPE BRSSOV o 1 5% R R AT TR A by B LR
J& T — A, IR S RRE 0K ATAR, RN R
0.25~0.3 umx0.6~1.0 pum, B 5 4 , B A BAR
B AT IO 8 B AR B0 A R
Jta= B HR (Saddler & Bradbury,2015) . [ 4% 8
PO R R A AR TR, B AR AR SR d Ay B AR
25~28°C, A K I IR 37°C , fE N T 33k rh AR K
%08, — 2 /D HE 5 4~6 d(Ricaud & Ryan, 1989) ,
HAY 2R BB RAKEEE , 4 0553
B AN A B L DA 2 6 18 R 4 e R A R
U5 S PR ER AR RSO RS R &L L 7= A= e AL, (HAS
A IRZF M, AR TR AR , A P Z Pt (Birch,
2001 ;Saddler & Bradbury,2015)
23 HEAEFRHRERERARMHE

M GenBank (48 ZE A 1R) 0] 1, ok B 2Bk 45 Hu i)
15 A% HTRE 11 2% 2 BRI T TR R 34 ELAT A R R DR L1
SIS BRHRE 1 A5 R AT IR R 43 2ok A s
8 Hb JIf €535 1% 1) GPEPC73 . GPEPC17 . GPEPC86
k&, B R IE 5 REU174 . REU209 £k £ Fl 5548 Je
7 5 MTQO32 bk 7 5 % H 35 [E 9 & BLik M ) XaF-
LO7-1,USA048 Fl Xa23R1 ¥k £ ; i A ok [ L3110
FIJO80 ¥k 2 . JII3% 19 GAB226 ¥k % i FL 4= R 1)
HVO005 F1 HVOO082 #k % . I A W8 JL N WE (1)
PNG130 ¥k & Fl #r B =% K ) LKA070 #k &
GPEPC73 #k ZRILH 4 HLA 238 8], HoAx 14 bk R 5k
PR LS A 2R PR sl A A T 3 15 R R A i [ 4 g
MZ ¢ (guanine and cytosine, GC) & A8 4b N 62.8%~
63.3%. GPEPC73 tk RIELH 4l &2 — K K/INH
3.7687 Mb AR AR 3 25 K/ Nk 24 837,27 212,
31 555 bp MY FTRL AL, 5 RS FIAF-1) GC & &
62.9%, %3262 RN, D FERE M 3 067 4.
GPEPC73 Pk 7 1) 4o (o fA 5 A7 JUA% Az ) 5 [R] 4 i 7Y
FRIE Y GC IR RSB, 78 5 T 1T 5 B R U w50 RN 52 1
LS B M T A 2 ) Y B AR S (Pieretti et al.,
2009) . GPEPC73 #k R YL ik GC & & 2 A —
P, AR 58 A8 R E R 3 R FH () 4%

3 HEBFFRFERESEESKRN

o D P DR T A A RS R AR i T 12
Wirb AR R H AR, SRS, IR A S A R R

A BRAE AL SR bR ISR R VR L SO R TUE K DL LA
R ST AR ) 200 R 2 2 R R A5 D7 T2 S 031
Ji R 22 SR A R A o HRE 1 2 v A 7
FH 8 KR Wilbrink” s 17 9% 3% #F 47 4 B RN RE 3R
(Ricaud & Ryan, 1989) , Davis et al.(1994) i 5% H &
TR R R, RIE S R Wilbrink s 15775
WIRALBR DA TR R R SRR B AR

TR R A S0 33K 2 AU B2 1 4%
BT AR I, T ELREAT A A A . Bl E
P2 T e X TR P A s P i 1409 D R 3 g 4
I AL WS 53180 LA KA i G 12 DU 363
SEHORT-BOIES: T IRETTAR TV AR R S
A RE DX RE 2% B0 T O A% BB AT
(Zhang et al., 2017; Lin et al., 2018; Zhang et al.,
2019),

LI 27 BV e T AR P00 35 12 W 1) i T %
5 B R I R SR . A 20 42 704
FEUG , B BRI ELPY 3k [ R RN 56 [ A5
C 4R A5 HREF 2R BT I B Rr S B v P el 2 e
REBTAAS, I IR HE e D CHIA WK 2 W B 511
I %E (enzyme linked immunosorbent assay, ELISA) |
B A 9% 45 G W A2 % (dot immunobinding assay,
DIA ) FllZH 21 E[1 i 42 %2 (tissue blot immunosorbent as-
say, TBIA) %5 J7 ¥ 00 T HE (1 2 #E A7 48 5 Ak ]
3 J5L T ARSI R >4 10°~10° CFU/mL (Ricaud & Ry-
an, 1989; Comstock & Irey, 1992; Wang et al., 1999),
A0 B 1Y 16S tDNA L) & 16S tDNA~23S rDNA 2 [f]
A 5] % [X 38, (internal transcribed spacer, ITS) & H T
Y P m AR 2R 1953 F 4 (Honeycutt et al., 1995;
Hauben et al., 1997; Gongalves & Rosato, 2002) , 4l
Pan et al. (19973 1999) % T 4 7% i1 F LA 147 7Y 16S
rDNA~23S rDNA Z [A i ITS X3R5 T Alad/L1 il
PGBL1/PGBL2 M 2l 45 54 PCR £ 5 [ 4 ; Wang et
al.(1999)Bcit T —X eIk 5 %) XAF1/XARL, %5
PIFEAR Jy A5 B AT R =R 1 455 & (ad-
enosine triphosphate-biding cassette, ABC) % iz 5 [
BER XALc_1791 , R L PCRAGIN | EHEPE RS 77 5
53 2 15 7 5 PCR K AH 45 & (biological amplifica-
tion followed by PCR, BIO-PCR) J5 12 JT JEE 5 )i B 46
I, ARSI R 0% 43 51k 10%,10° CFU/mL, [ DIA |
ELISA 5 IfiL 1 “7 K ) 75 kA B v 19 2 U3 s Lin et
al.(2018) R XAF1/XAR1 5| #%} 36 I HEIX (14 357 {73
HRER AR L AT PCRAGIN , AR A F 4 i B
PERS 38 5H 73% , T 0 AR A I Ao o BE A
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AN 17%.

T, HA T e 2 0 R i e S A SIE
Y65 5 PCR 4% R (quantitative real-time PCR,qPCR) .
A T2 B B R (loop-mediated isothermal am-
plification, LAMP) A1 5 2 PCR J7 2t ¢ FH T+ H 1
2% 8 B FT B 17 K (Dias et al., 2018) . Garces
et al.(2014) B & T #E ] [ A% B R M R A 5 LA
K% 19 Tagman ¥ 5 F15 14, EE 57 qPCR A I 7 7%
e ICAG I B3 100 CFU/mL; Dias et al. (2018) %57
LAMP FIEUPCR 712, A fIRASMIER 5 10 CFU/mML.

4 HERAFRRREEESFE

HRE A R BT A E 2 AR R BB
How A R Persley(1973) F IR K FEAN[R]
TR DX 1 25 B BT T 0 B 42 7 4 T TR L
R IRIXLERR ZR A A E AN [ Y S0 7 . Champoiseau
et al. (2006) 1l Huerta-Lara et al. (2009) .43 5| i 1E
2% TN 1 3 P R R XA 1 AR B LT B 0
VI B TEAFAE Z R . Rott et al. (1986) LIFE R 1T
B AT RGN R IR 3 7 b ke I ) 1 2%
BT TR 43 25 W i A AR, ISR FH R A ik 1R R i ]
TG PE DO CH AR LA 0 0 78, 25 SR R B 114>
[ R 11 28 />3 B TRl 53 B 6 A (] 5L i i 1 3t
SN 3 FPAS AL AL 24257 . Rott et al. (1994)45 K
H 28 NN [A] [ S Bl b X1 215 A4 2% 75 M AT 1T 1Y)
53 B Wt 4] 43 B 3 FPAS [R) i v A 28R Rk B K
FING S5 [k IR 1 B B B e AR
A A BARBRE A I35 7 S W AL T, 33N oA
I ok F AR DN A RARFIRE A I3 27 S W S AU I 9k
S PHAESE 0T BL 2% AR 8 AR5 %) TR AR AR R SRyl
THFERNERI . 341, Alvarez et al. (1996) # 4
BTG ML 24 S0 A DNA $5 808508 41K 384
P 2% S8 BT TR R R 43R 3 A AR RN 8 NI
ZHFf. Davis et al.(1997) R H PN 41 DNA R 1E A
DI 22 2 Kk 758 I FB Uk (pulsed field gel elec-
trophoresis, PEGE ) [&] i 73 B 77 72 48 22 H 54 Fh H i
4% 8 PRI AT 1R R4 B8 R 8 1~ PFGE 4 (A~H) ;
Pieretti et al. (2012) 2 i 4 Bk A 10 1~ PFGE 41 #f
(A~T) o TEFCIE T 1 45908 SO 7 st 1% 78 S 2 B
BN, JE T R — A bk & 54 #f PFGE-B, 5 i [H
GPEPC73 .GPEPC17.GPEPC86 . MTQ032 Btk Fl1 3
XaFLO7-1 B ¥ [R] U5 14 52 & L 8 99.5%~100.0%
(Lin et al.,2018 ; Ntambo et al.,2019) .

RIS HE W2 AR AT H e 1 A5 2 AT

WL AL R AL R — AT B, A
FH 551 PCRAG LT AR AL AT DU 45 2
BT TR o B s L Z RE AT BT, R] It AT
DL 1125 8 SRR 11 5 e e D R P A TR X
43 FF (Lopes et al., 2001) ; 73 41, BEHLY 3G 2 5Pk
DNA F¥ #8 | B 2 81 F Frid (Permaul et
al., 1996; Shaik et al.,2009) \J& T J5 & & F LA 1)
Z A 15,7 5 43 HF (Champoiseau et al., 2006 ; Pieretti
et al., 2009 ; Ntambo et al., 2019 ) Z5 35 A 7% 0% 5 #
WHEZAEE LA N o B U R 2
4 A 1 J R A Tl A A 5 PR A B8l ) AT
I FF) 4 356 R 2 7 ST g S DR 4 i AR 8 67 5 PRI 5 R X TR
FhEAT A0 3 1, RO BE R 2 20 A7 91 o A8 ik
— PR T AN B RS B B AR

5 HiER&RREEBURIEE

B PR TR B — AR A A 20 e AR B
I, WIS HE 32 SN2 WEFIR 255, B MY
XJ A A EE LS R R AP E L A S —FhEE T
Z: 5 2% EAEY) SR R A AR, 5 M TR R A
AEORMEAT o Fioh , R BB B A AT T B )
W Z 45 (type 111 secretion systems, T3SS) , J& H 1
P SN AT PE L A 7% (hypersensitive response and
pathogenicity , Hrp) T i i 1) , BEAEKE R0 & FH 8 7
paLPS Rt e skt O P (B NS By 18 O ]
A Hrp 4fith 1) TS 230 W8 2R 48, 10 HLAS 77 A6 8 D G
(Rott et al.,2011) . FI AR B HMIAT R A7 5 2l Wy )5
PR TR 5308 2R 455, ' FH % 1 5 1 (pathogenici-
ty islands 1, SPI-1) 4wt , {H AR AL 8 A i 2
(Marguerettaz et al.,2011) .

AR E A IAT B AN AT LAAR AR S A A s
FGAEARBTHR 38 AT LM A B2 56 | e 20 2L DL S i
Fr HEBEAI A (Mensi et al., 2014) , HAZ A H BEA B
J5 AR AR B R R BT A L, &
FOHE B 44580 (Birch & Patil, 1983) . 4553
AR 2R PR A i O 2l 5 B0 I | 3R R
T 2 I TR 4 B R G 4= Gl i O B X 3R (Birch &
Patil, 1987) . 384 A TnS 7% 58 151 R B
B EE R (0B 8 I S R R PR A ) 2R
# (69 kb 7247 ) 47 % (Rott et al., 1996; Wall & Birch,
1997) o 75 H RE 4% 21 USR8 1 Bk XaFLO7-1 1Y
XALc_0557(OmpAI) F P i A4 T~ EZ-Tn5 5%
VI, 9 SR (A B0 1 S AR I 7 ) e B 25 2 3
5210 (Fleites et al.,2013) . [ 4% 5 HL AT B 5L A 41
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L B T rh ) B AR (5 Mb 2247 )/, 30
ML 5 A B MEFE B Xylella fastidiosa 3P, 12 1 F&
PRI HA 2 /4> b e ]S 352 7 91 R 40, LT B
75 5 I TR AR DG 1 DNA RS AR{RL, A Bh T 11 2k 8
PR PR AE H A B S A R T 5 AR W D AR Y
YN P I B ARAS 58 L (Pieretti et al.,2012)

AR 2R VR PR TR 1Y 27 F2 B 2R P ek
R ZAANERE, (UL A P e e B e e
I 118 200 B0 R o2 At il , T i 5 AR A T 9 1 45 i
FECRPEA DG, AR R MAT TR 1Y) I A 240 B R o i
M8 & A — ARG — K BB X 3,
LA By T o1 AR FH 240 B i = i v L AE HREAR
[ Y 4 4% BE 71 (Pieretti et al., 2012) . X2
i T BB FH T PR H RE A SCFL IS, DA (2 2 41 TR
FEREP AR TR S AN T, DRI IL , 30 S 24 i B o5
it th 9 TN Sk 3 7% 7 L7 (Roper et al., 2007 ; Chatter-
jee et al., 2008 ; Pérez-Donoso et al.,2010) . 155
AR PR T B A — A1 i BT AR AR 1] TonB RGEH
TonB HHi B i ia (RS HE BRI , 12 5 Fi 40 M R 3 i
77 A R A ), AT R 32905 D R R A B
FA R B T 1L (Rott et al.,2011) . Pieretti et
al. (2012 )38 iz 41 i 5k [A 21 = AT i P 22 D 2 S AR 245
B ITE R, ABC Heia 8 VB AE A SR e A
ez B AR S 20 N R A T BE R H A B
AT R Y B 2 A

6 HERKRREZEMHERE

6.1 MFEMEARERESHRMES

B T H R L B2 58 T (1985) Fil Lin et
al.(2018) 4R 1B 2 8 H i@ v B #h Saccharum sinense
P EH , 10 Z2BAT R S, officinarum R ZE8F 4=
FiS. robustum J&H 20 o BRI, AT AR R H REEF
A TSR B ISR v 0 3 A R BT A B e e
GAL , FAPUER ALY, AT H R
AR S3Ah, N EAAE A SE B R L B BT
A TR AAL A BCE . DS [ 5] %) LCPSS-
384 . H095-988 Fil HOCP96-540 FI A T8 [ 5 1545 5 | ik
FRB £ 1 22 545 SR ] LIE PO AR . I1eAh, &1
XF T b R — Ak s RS I B S AT
PRI [, R AT b R 6 A Ry 2 B T6 H T
W E R AT It — o AN R 28
PR N TR S e ik, WA T ) — ST
S O H TRERT AL A (R, WS 40 5 WS 44 5 b
08-120 F: 4% 08-1589 Mk 07-150 -1 46 %5 B 1

505 = HE 11-3898 2 1 08-1609 25, 1k 45 i Ff ()
A R A 7= R A LRI R AR S

H R 2R H [A)2h  FEA BY iR
KL T R R A PR TR R T B TR H RS
iR EY &, B PG Dy I 1S A TR M
9o 5 o Jer TR P AR R EG 3 00 56 i 32X 5% (Lin et al.,
2018) 5 J 2 BY s H AR R AR K DL R RERS B
A BT 2 5 11 Ak 2 A A T R 1 S0
PRI 5 FH R SRR B R VAN, B R i S
W A {E (Patro & Rao, 2006; Rott et al.,2011) . #%
SV T E A A2 A I U S R A R 10 A ) B B B
Gutierrez et al.(2016) F| LA TagMan AR5} 1) qPCR
RN 5 325 53 W REARLRR I 1 26 e BB AT R S
B SRR T 2 R] A A G , PR R A P
99 LR 1) Bt e (EOR DA HRE S R o
6.2 MRHED FEMSK

PRACH TR B R A g B 2% A 1) SR AR Ak
RATARRE) G S IR A GRS BRIy
BAEE A A I R R, H0h o i ic il
BB AR R T AR AR B IR T AR 58458
LRI b | NI N D A S B S
I35 0 A= B B8 43 B2 T8 Pantoea dispersa, 31 INi%
Az 7 T B A ] 1 A% PR R R i RE R K albD
W H S AFH BEA D Q63 i, 5 albD FEIR i H TE AL
PRAEB A (1 5% 8 AT 1R, i ok s B 28R 10
fBR &5 IR (Zhang & Birch, 1997 ; Zhang et al., 1999;
Birch, 2001) ; Gutierrez et al. (2018) LA $T J% it Fh
LCP85-384 FILEH 5 Fh L99-226 4238 #1451 89 4~ G
PER OB AE A, SR 1 948 MR 751
FEPR G DX 1% 155 BB 523 90 A% R 22 5 (sin-
gle nucleotide polymorphism, SNP ) P50 & AR ic FY) 1%
B LR HE )T R O T 8 B MR S A
TENLA L R T 5.23%~16.93% [R5 2%, 3 Ak
34 SNPFRICHERE T 16.00% Y F T )T 2%, (B 24
PO o> F ARG B R o7 R B B b i
FE SR R v FF I H .
6.3 PIEREEERRF

T 1 A% 2 B 1 T A R
ZEMTRBE B A5G . R B BRI 1 S E A
BEAT DU SO 1 S AR R R A, A AR AN A
I N B A I 2 7 6 H R 1 2% 1 — A s
Jiti o (EERREAN T D5 1Y R BHR AR 25U K W 7 AN R
i 7K b 3 25 , 40 Ricaud & Ryan(1989) BFFE 4%
T, BERR R IR K IR 24 h )5, T S0°C IR AR
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2~3 h A DA R bR HE A A AT A . HRE e
ZI i ] LL3E A ) SEOR T 2 A AU AL %
1, AN [R) e 22 ] i R e T 5L AT LA 5%~10% /R
IhAREER 75 /R S 2 A TR T 35, 7 1k 38 SRR
6.4 HN3E[EEHRIEKIE

20 tH22 80—90 4FAR , H I I A TE IR IE T 4R
TR A TE AR R B X O & A . Bl TR E
=X B WPER 2 TUM A (X)), BRriZhk
FLEIX 2 NE (X)) JEXE A KA (Lin et al., 2018;
Zhang et al.,2019), R DT FEE FAELE 1 2B A 5t
P LR M AS X — RIS, K 20 TH22 50 4R 0K T 4R, 36
] KBt 45 H R 7 P B0 40T M BV A S D5 R
TG 55 ] 52 b b X5 | 2 H BB Ah SRR, iR
TR R EA R s B (H B T Y e R
TR P AN {4 I T B ARG S R A, 51 ) )
LTI T R S — R 0 T B A5 4R AU
PRI , 7 SR B R R P ) R A T 5 A A
XoF 7 LR 2% o BT B 12 X A A o b B
6.5 FTEHIEFHERENE

HREERAE P 96 I B 1 A LR G
VRZ—. HREISCR G, 75 2 Rt ot 1 P R i o
VAT 2R E R KR T RSN T S
TR AR R B R v 7 LR R RS
E AR R . S A0, I+ B 7R Ae , 248
APUIEHE I R T, SH R BT SR algs
VA5t mT AT 50 il H 1 1 450 R AR (2R SORVEE,
2017) . A2E 2550 AT LAAG S B s 1 40,
HAE R IRHI K T 1 000~1 200 159 14 77% ]
24152000 AR PERS 7 3 500 175 W Y 72% 4% TR R
HEFEZR 500 5 1 509% 1R EL K ) (4 000 153 Y
HHETE 3505 R 19 14% 2% 38 5 7K 30 45 245 70 k4T
WSt , AT AT R B 1k HRE A 1 & AR S AT (255
,2016) .
7T RE

H R H = R E BN E R EZ —, HAl
T A H I 7= X ——) P IR X Al = 7
AU BT E XA R R A, 30K 3R [ A
b B & AR 1 7S #E J8k Bk ( Zhang et al., 20175 Lin
etal.,2018;Zhang et al.,2019) ., H A B IRTRFE X
I 1 2% o LM A 1 PR R A AR S /N, T AR R
FEAE—FhbE R | JB T PFGE-B 407 , i A BE bR 22 2
20 40 80 AR A 90 AFAR ) £ 3 4 2 B3k B
BE 22K JE N RN ] DK A0 BV AR ) I

¥ 25 R ATHIRE R (Lin et al., 2018) ;7% PFGE-
B HHEAR R T 20 {H20 90 AEAR 5 1 70 1y B RE X 5
& (Diaz et al.,2001) o AR HHE A0 AL RE LK
oI A TR , TR I R DA AR 1200 T 2 R T T RS
O BB R TR 0 H T S, N 2 5 | A v R
P, s 3 & A A TR A W i s AR BB
TEE U A B A VR B I 2 T A RO
Jitio BACH AR A R L s e 42 H 5 PR 5 554
EARRON K RSN T H RETE AR A M
(RIS, 2017) o HRE 1 450 T AR 00 ) 0 g
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ARV A 25 55, W RH A 1 R H IRE T B R Y
2 (Ricaud & Ryan, 1989; Gutierrez et al., 2018) .
H AT R SRPUR 7 T A e R SR 7 B Fh - B fE 8
B H YL S0 SR O S T R (R
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