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FEE g DN AR RS A0 TR AN 25 X SR A rb DTG | LD PG 22 B 3 A8 E IR BE BL AR R B R B 5 R
HEAT I T H5 35 0 43 B8 Ak L AR AR5 TR (9 T A5 R AE A0 B0 M 85 6 rDNA-TTS J3 51 43 # , % o o Ji 1A b 268, Jf: 38
FH 22 B JH A B0 S 38 2o 2 R4 T 0 L O 00 L A RSO AT R 2 R EAT R 25 R0 T . SRR . TRyl
LBy 6 DNEMRFAE 5 DEHRIE SSEEEAFE H 5 2 W8 A8 2205 0% B (Valsa mali var, pyri) &SRR LA
X5 A TR PR TR 22 42 b B (g R AR A% S Hh B[] A [R] 8 9 E 5 5 R P rDNA-TTS SERE 5 \BLASTn Xt & 8,
X5 AN BB S [l — BOR B GBS JQ618018) , H 5 B A BLIE £20 T bk (B 3% %5 DQ241769) | Bk 75 AL 2 0 18
Bk CE SRS GUL74590) 37 98 BL I B2 9% 3 vk OB 5 5 HIMO013819) i rDNAITS J5 81 9 7] 5 2 15 2] 100% 5 5 4h
1 MRS A R BTGB S Paraconiothyrium brasiliense B RJREYERE] 99 % 5 TR MREE 8 Fh 24 70 XF B4 4 Ji
LI T 22 A KA D5, T A TR A 11 R 2 700 X5 43 A= 10140 k) AR AT 25 Vo R B e FLah 1 500 5K L2090 T
DA TR B TR 165 f5 5 97 Y0 W5 B IS I 2 15 000 f%5IB06) H [R] BE YA 7 RCR B 47 . MR IR 25 538, vl D 3 B R

B3 IR B 5 AL 8 22056 1 9% R T A Valsa mali var. pyri; WK W6 SR T 75 B S 25 3 A R B 300 7T VB 4 B4 I

Je4 995 HH TB) B YA 25 7910
KR A R WIRTE s fLeE R
HESES S436.612.1'6

BB K295 (pear valsa canker) LR R B2 9%, &
AU BT F L RN B B RECRE B, 3%
I 18 1 2% 3 B bl 2 ke A R ) AR P L AR AE A
B BRKF-RAR AY BL Bl & A S P, de A N Ab
Xk T A2 5 o D TR R 2K R LA e v N W . YR
25 Wi [ Valsa ambiens (Pers. )Fr( TGS N Cyto-
spora carphosperma Sacc. )]\jg%ﬁ%ﬁ%?ilgﬁﬁ
(Valsa mali var. pyri)., Valsa ceratosperma #Fl
Valsa leucostoma ZEX ] 51 FLR JE L2 H50 ,

By 45 B4 RY 2 o = A T A AL A R ) L (H
B R A R S R EERN R, H
Hij » [ P9 © 8 TE TE W B9 By 16 AU T 2 19 24 7] 40 4
HBL-Z8 QR IR TR0 B B2 TE L WP B T R R -
PR A e 2 v HERR R AE . A SR R, 24
FIBTIE 5 AL B 2 05 19 8 B 52 2 R ATh 38 2000 ~
3020 RWHE R BORE 2 . T —Fh sk IR
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B3 AL T X AU FE s 1) &2 95 2H 245 )
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TER G TAE & b H R R RS A 9 B 0 BL AR
Ko 75 0 1) S WEIEAT 2 TH I B . B AR 0 H) A%
BERZE I HUR g A A 4l 21 8, ' PDA B 373k I
T 25 C I IE IR . B 22 4K 8 1A 22 D H2 Fh 3]
ZREMEREE R AT R S E
PR KT 22 10K, L LMk BE 20y 1. 0 <X 10°
A/mL WAL F 2R . TG B A A R R D
TR STE PDA B3R 3Pl b 8 T 25 °C T i
F7 36 h Aify . oy A4 7 i R B AR AR OB R0
WAV - B o3 A A6 B T 1Y Tk /0N TR % 3 (R
FIRIM 3T, B A % — PDA K33 B EE 3%,
AR A5 99 D B 4 SR i Ak T A0
13 RERHESUE

W 2l fk 19 95 IR B 4% Fh T PDA ARG 3R 3 1
25°C FH53% 3~5 d, B UL 5800 5% T 78 e 8 R 3k 1
A K AE W 78 Olympus BX51 B is T . WS 22
5o R F IR A I i T 22 M K Ay R R
NG TFLA 2 0% % A BE WO s S T AR AR T AT R R
oAUl B e e (AR IORTPN IR
14 HFEMENETE

W 2 2l Ak 1 TR BR B B A K TR B AR Y
PDA A H e 1555 3 d Ji WA TR 22 TR AU IS L R
FfRi {6 CTAB &M 2 UL 4] DNA,

I P L TR PR A S ) B DX aE ] 51 4 1TS1
(5'- TCCGTAGGTGAACCTGCGG-3") Ml 1TS4
(5'- TCCTCCGCTTATTGATATGC-3)", L 4y
B PRIE R 20 DNA SR AR 54T rDNA-TTS J 5 Y
PCR ¥ 88, JZ R 4 .20 pl R AR B L A0 4F 10 X
buffer 2 pL., MgCl, 2 pL, 0. 25 mmol/L dNTP,
Taq W 1 xL.1 pL B9 DNA B8, FiF519 1TS1
TSI 9 1TS4 #°4 0. 2 pmol/L(H i Sangon 24
"AER . WA : 94°CHZA ¥ 3 min, 94 °C A8 4
1 min,55CiE k 30 5,72 ‘C#EMH 1 min, 30 MG,
72°C ZGEff 10 min, Zifk 1 PCR /= ¥ i 42 3
PMD19-T # & (TaKaRa) # 1L F| E. coli itk DH5a
JRZ SR A T Amp B9 LB R | 37 °CF
B IR 0, PPk BT VR AT PCR 473 %0 5E PR 52
BT, M TAE R B T A E .
1.5 REEBH RN E

FH 75 %6 19 0 T 0T B TG 5 A AR R A% aE AT 3% 1D
THE B B ali Ak 3 2 ) VAHBL B A% 2 51 42 31
TR 22 3L R RS b SR AL B2

BB AL B 228 (5 mm X 5 mm) % Fh 3] {2 B
JA BRI A 4% b AT 6 R IR IRTE K X I, b3
SE G K AL A 25 B T 25 °C fE TR AR T 8 3R G I
995260 WL 310 S A DL . BB SR AR I
M BE - 5K 23 B8 1 37 0 LT O 5 4 ol T A
17T
1.6 rDNA-ITS FIIE&2&Z LB N

£ GenBank M 3§ Chttp://www. ncbi. nlm.
nih. gov) HY B4 1t JE 47 I 45 2R 69 b xR ]
NCBI #2 it/ Blast T H  fE&AE RIRFEMER &Y E
FPF B R s e 51 A48 2 2 6 [ IR Y 51 L FAS-
TA % 2 G 88 0 — A SCAR SCHE, T Clust-
alX1. 83 X Jp 8 i A7 22 M #5526 45 o 19 51 90 7
51J5 I BioEdit 27l MEGA3. 1 # {4 LA R fin
A BL ¥ 35 AR - 17 Cunweighted pair-group method
using arithmetic average) f4 & & 4t BWRW, 1 #1 H
REG KRN,
1.7 FEFNFEEMNEEENNE

P22 A AR T SRR SR T R P AR X
IREVE AP T 25 C AR B 3R . R 6 IR,
WA B, ARG 24 h OEEE S 1k, U B %
7.5 d ST A BT 22 iy AR KA 2R

6517 A 1 5 3 ol W By A T R R 2 Ol
10X 10>/ mL Y sk 3 W0 A% T 511 4 77 ol 1 ok 22
) 2 54 40 pL AR AIE T Tl i B 7 b
T 25 CHH IR A8 B % X IR DLUJE KA e Ak
2, ¥i3% 8 h )i, 7E Olympus BX51 W i#E: T W%,
Be it 45 A B o3 A L R B R R
1.8 HEZHFIAE

SR50TF 2012 4E AN 2013 4F 4 A 4, 7 5 el % AL
B 0B S BREEAT 25500 By 3 . R 245 i A0S 1 B A
IR 2% b 1 o BE 20 2, I B T FROBE HR O BE 0. 5~
1.0 em SR )5 20l iR R A2 0] L B 10 d IR K 14K,
HURIR 3 W, B 3 A Oy A, e 45 b B AL AL
LI BEIR AR A T R R

2 BRESH

21 REESBANR LRSS

M3 AN FE 7 IXOR AR A T 2L 4 BT 6 AL T
B AR S5 VAHB1~VAHB6. 4> %] F 25°CF
BT PDA Bi g 5Pl b3 IR ULEE R b H 3% 57
MR, WELLE R R, VAHBL ~ VAHBS & #k B 5
FRIESREA — 30, 7 PDA 5532 5 LI @1 P £
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IR XU A5 BRI A2 g 190 DA TR 5 5 AL 2 24 7R i 6 51

WA LB AERZ(E 1-A) . WHRTE PDA K537
BB 3 d EHEA LA DU A AR, R
EER] UL, MR AE PDA B5 5538 B3R 7 d 5. 1%
SR B K22 I R AR AR T 40X 10 £
f 8 SR T LSS, B 22 T 0 L ELAT IR JEE R 3 R L TR 2
FeBEN 2.4~9.8 pm, R4 (K 1-B) .

FHRTE PBA B5 3238 B RE% 20 d J5 AR v] DL B
% ) BB € 43 AR A6 AT (B 1-C) . 40 X 10 5 1Y
UBE SR AR T O AT B TS A R/

B L
b P2 :
A:PDA FHREGFRM B IE ; B 22458 (X 400); C. B ESAM TR D FHEE /T ERT (X400) 5 E: 4041 F 0 & 1 B KR 5
KT 20~30 1% F: il ZE B4, A: Mycelium colonies cultured on PDA; B: Microstructure of mycelium( X 400); C: Black

H5), RANR(3.5~8.0) pm X (0.7~1.2) pm, FE
WK B FR 2, 2 25 CHEIR I 5% 6~8 h )& . 4%
AT VAT BT R AR, A3 A T R SR,
12 h Ze A7, A 2853 A 36 0T I K 2 R AL R/
20~30 A% BEERIE sAE A ERIE . 23 2R 90 1 Wi K
H ) 57 A — B R JE BB A ML AS R 2 A i
FAEBHALL A2 DR R 2 A 2R
B B N 2 . H AT B 2R A AT DL AR 3
iR B 22,

o [Len)

mass of conidiophores formed at center of mycelium colonies; D:Banana shape conidiophores( X400) ; E:Before conidiophores germi-

nation the conidiophores expands as 20-30 times as before; F:Different states of conidiophores germination.

1
Fig.1
22 FEENEFGE
RIGZE W R M L 7 25 C FHERFE 5~10 d, 2
Pk F A B B fa R B B 4% 4 d 5 BRI AT Ak B
i R 5 EH T 2 i A RR T]  HL TG Kk ok BR 2 405
AFER 2 R KN« PN BRI 1 B A % 1 3
oy B A5 BN M B0 B RE IR R 5 R0 2 b R R
FR B SRR AR ) o R 48 AT A £ 32 DU R 6% 1 o, 422 b
B0 TR A DA EH ] AR 4 0 A 2% v 0 B AL 1Y) i
JEL TR
23 JKEHE (DNA-ITS K FLE
Pl VAHB1 ~ VAHB6 B # i 3% R 41 DNA
REMR L X 43 B B bk 17 rDNA-TTS 3 K i PCR ™

AEERELERKNMPEBRTFREGLESHE

Morphological characteristics of mycelium and conidiophores of pear valsa canker pathogen

BB 1 SRIEBRMEL 4 F A T 500~
750 bp MY HI S . itk i PCR j= W) &% #5764k
Pk B P 20 B % EAT PCR 918 0 e 45 SR 2 0 . R
[F] 43 B B bk (19 rDNA-TTS 531 4 58 115 3] K/ Hy
598 bp WY Sk v Br. 528 s 09 8 AL (Xin-
jiang pear) J& £ 9% B AR (V. ambiens; & 35
HMO013819) i J5 51 be XJ  Ho g8 5E F7 51 H i 1~8 bp
J#8 4y 18S rRNA 4% ¥ 51,9~ 207 bp i ITS1,
208~361 bp K 5. 8S rRNA %t ¥ 51, 362~ 537
bp K ITS2. 538~598 bp N #h4r 28S rRNA 4ty 7
Y, kA, VAHB1~ VAHBS B ¥k N R — S0
W LA P 45 3B % 55 GenBank W ¥, & E 5 N
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JQ618018,

W e B 55 00 e i I A5 64 6 Bk 20 Y rDNA-
ITS FF 5 1E NCBI M3 b5 B8 % 8 R S bk oD-
NA-ITS 7 51 i [ I 4k 2E 47 BLAST B, &k B
S Wk p AR . Horb, 5 EOR A AL £
S B BR (ltaly pear, V. ceratosperma, % 3% 5
DQ241769) . Hr 5% A4 )& 4= 9% T8 #k (Xinjiang pear,
V. ambiens, %35 HMO013819) . Bk 78 Z &5 12 55 B
#k (Shaanxi pear, V. ambiens, % %5 EU310398
FIEUS520098) A1 P4 AL £ 4% 7 #k (Shaanxi pear,
V. mail var. pyri, &35 GU174590) & & 2K H
BRI rDNA-ITS J5 81 (4 [a] 95 14 T LIk 3] 100965 5
[ 7 3¢ B TR #k (Shaanxi apple, Cytospora marchi-
ca , 35 EU520220) i 220 I R 9 rDNA-TTS
JEA I TR PR T LAGA B 100 % . 5 H A3 S8 R 9
W # (Japanese apple, V. ceratosperma, & 3% 5
GQ855780) . L1 7R 3= 2R J& 4= 9% T #k (Shandong ap-
ple,V. ceratosperma, & %5 GQ865689) i) rDNA-
ITS FPo) g [ PP ik 3 1 9890 (1 2) . Ak, 55
— A% e S N LW Paraconiothyrium bra-
siliense [AJURMEIE R 99 %,

MR (DNA-TTS JF8I 9 Blast FEXT 15 28206 &
fR 73 BT 2 SR mT DU Bt B BB R 2 905 o it A S
RIS W SRS (Valsa mali var., pyri), )@ T3
[ERANEEN: N

Hosts Species accessed
Pear V. ambiens

Pear V. ambiens

Pear V. ambiens

Pear V. ambiens

Pear V. ambiens

Pear V. ceratosperma
Pear V. ambiens

Pear V. ambiens

Apple C. marchica
Pear V. malivar. pyri
Pear V. ambiens

Apple V. ceratosperma
Apple V. ceratosperma
Apple V. ceratosperma

VAHBI
VAHB2
VAHB3
VAHB4
VAHBS5
100155241769

GU174590
HMO013819
AB302236
GQ855780
98| G0865689

66{— AB369472 M. Spectabilis V. ceratosperma
JN575597 Apple V. malivar. mali
HQ654804  Larix V. kunzei
96— EF447413 Apple V. malicola
57 JN545839 Apple V. malicola
31 ABI188679 Poplar V. sordida
AB369506 Poplar V. sordida
79'AB470822 Salix C. chrysosperma
EU552118 P neriifolia C. austromontana

0‘0%/}: KAE 0 0. 01, 43 3 7 MV ERAE S T2 A 28 SCHF % . Foot-
step is 0. 01, bootstrap values are shown on the left of each
clade.

B2 EEERESEEERSRERN
rDNA-ITS F 5l & 4t B 2 i
Fig. 2 Phylogenetic tree of pear valsa canker pathogen

and high homology pathogen based on rDNA-ITS sequence

24 REFIEMEREFEOIHER
2 DN TE 22 RS R B L R TE 70X L B
4 G305 3k 25 YN BRI LM 1500 f5 .25 %
Ik ¢ iz L 800 175 . 95 Yo I Mk i J 25 3125 175
95% = MEEEJF 24 1 600 fiF W 97 %0 WE A AR IR 2
15 000 f5 ¥ 25 %6 A< ik H 20 e S 2L 570 17 500 £5% WL
97 % = MR R 25 1 500 F5 .20 % T 7 B i & 77
165 175 & . 80 %6 13 M it w] 32 Pk A3 770 17 500 £ W %%
5 ANKb B L BRSBTS 49 %6 ~ 70 %05
fib 13 A~ 4b FE 0 BR ARCRAR 25 L B 22 A KA R A R
38% . Hor, 400 K TR A R AR MR A 1 000 £5 I .
15 % 48 S 5 7K 500 SR RN 2. 4 %6 5 R R ) K ) I
T3 A B IR 2 ) R Gk B KOF (R D

AN T 24 700 % B J6F 2 1A 43 E A T AL & B,
20% T & T FR B 7E ) 45 YA FRE K 97 Y0 15 T iR
JRZGRE T, F 7 H & RAE 0.5 % LT, = F 2 R A8
B2 K-, 26 B I 26 25 300 % 55 B 4 AR 7 T i i R B
7 AR SR B B84 5 70 Y0 AR B B T VR R ) L 15 6
26 G KR (12,5 Y0 M W8 T T 9 T A R L 25 V0 K f i
LI A 98 Vo R MR FUE2h 5 FhAb B, X T B B & B
A RAF BB HIAE L 60 F 8 R RN 14 %052, 4 %08
P - R ) 7K R0 L 99 V0 MR B R 24 (1. 8 6 3 T g s TR
AR KGR A 5 Pl 245 700 % AL J2 95 46 i 1 0 o OR
e T R R I 50 %6 s Hodh, 2. 4 %0 )8 R B IR
B IR TR 4 Y04 TR B 2 TR 57 5 JE B K 6 BE G
BEER.
25 FREFEKMEFLEHFAB AR

FH 1] 245 280 e 48 SR 3R WY, (324 300 25 06 R i i
FLI 1 500 A5 VX5 B T8 2 95 1 B ¥ 250 R 4 L e
BEIR A3 IR 93. 3300, H 5 H A 4 B 2557 b 2 2= &
3 HARh 97 Yo MR R IR 25 15 000 %R L ik BEVR
MWK 86. 67%; 1B KX BIH A RAL N 16. 67 %
(D,

N FL R 5 A2 95 5 B 407 11 64 AT A T8 R T LA
95 %6 = MR JFL 2 1 600 7% Y AN 80 U6 I3 Wk [ mT 34 44 Ay
17 500 R A5 @A A B AR R 0
LA 95 4y 9155 3] 25, 21 mm Ml 23. 70 mm, A K
A 1 X BRI AR A 2L 3) . HoAth 3 A
b BRSO, HL3A S R AL B 2 S

PNELIR G5 2 955 14 52 K B 117 DR A R B e | v
AR T & 3 A2 R AL B 2 & R BFE 10%
DR H = F 22 S8R % — DR 5 e i ik B
BORAD FL B0y, HLY 5 0 B AL B 25 S i
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Table 1 Inhibition and treatment effects of common fungicides to pear valsa canker pathogen

R WK ¥ ¥ B Bt e 9 B
251 Dilmf'on i/ % Wik R/ % BRR/% B /mm HEHR/%
Fungicides times Inhibition rate of Rate of conidial Cure rate of Healing width Recurrence rate
©s mycelium growth germination  disease spot of wound of disease spot
K% B8 Contrast 0 0.00 r 100. 00 a 16.67 ¢ 3.24 ¢ 73.33 a
95 Y M 25 95% Tebuconazole TC 3125 76.58 ¢ 36.58 e — — —
50 % 2 B 2 ] 9P A . B B B
50% Carbendazim SP 1000 37.54 j 66.31 d
500 g/L = M 2 17 5 - — -
500 g/L Triadimefon SC 1000 6.570 80.2z f
97 Y% =W ER 524 97 % Triadimefon TC 1500 62.26 g 31.67 f — — —
97 Y WEE BE IR 2 97% Azoxystrobin TC 15 000 69.72 ¢ 0.45 m 86.67 b 16.35 b 8.57 cd
98 % FE IR EUE 25 98 % Cymoxanil TC 1000 11.57 m 13. 80 j — — —
99 % 75 RJFE 25 99% Hymexazol TC 3000 3.61q 86.42 b — — -
95 % =WhEE 24 95% Triadimenol TC 1600 72.514d 22.40 h 66.67 d 25.21 a 10.43 b
70 % AR AR Sl A TV A _ - _
70% Maneoseh SP 1000 21.811 2.65 1
70 % F L FE A HE R R AR _ _ _
70% Topsin-M SP 1000 27.72 k 35.79 e
4 Y07 TR F R _ _ _
1% kasugamycin SP 1000 0.00 r 100 a
12. 5 Y M nae it ] 2 493 51 _ _ _
12. 5% Diniconazole SP 3000 8.79n 10.21 k
25 %% 15 e Pt T 4 A 51 B - -
25% Tebuconazole SP 1500 28.27 k 21.61 h
80 % I3 M Pt W] 2 4 A% 1) ) )
80% Tebuconazole SP 17 500 19. 26 i 17.94 i 63.33 d 23.70 a 11.33 b
25 Y BEfEHEFL I 25 % Prochloraz EC 1500 78.79 b 11.42 k 93.33 a 16.56 b 6.27 de
20% T 7 A TR 2 7% 5
20% Coumoxystrobin SC 165 50.94 h 0.00 m 76.67 ¢ 14.12 b 7.35 cd
0 T i i i £h K
1. 806 T JHe il 7R 6 7K 5] 180 5.45 p 75.89 ¢ B - -

1. 8% Acetate SC
45 % AR AR H K 45 % Amobam SC 150 12.33 m 0.00 m — — —
25 Y% AR ik F R s ff 7L 5
25% Score ME

25 % M ELIl 25% Propiconazole EC 1500 86.94 a 36.54 e — — -
15 %6 2% % i /K 571

15% cupric-amminium complexion AS

2.4 Y0 J5 TR~ T2 R 7K 3R
2. 4% rot acid-copper sulfate agent AS

17 500 63.13 24.48 g — — -

0 0.10 r 9.45 k - - -

0 0.29r 100. 00 a - - -

D RS EE JG AR 5 /R R TE 5 %6k 122 57 i 3% (P<<0.05)

The data within the same letters in the same column are not significantly different at the level of 5% (P<C0.05).

3 : - . B X Shite . K
A JGPEAL B Disease spot treated; B:25 % BK&EIEFLIM 25% Prochloraz EC; C:20% T & B liR & 7 7] 20% Coumoxystrobin SC;
D80 %6 R Me i 1] {43 ) 80% Tebuconazole SP; E.97 % MEH i 97 % Azoxystrobin TC.
3 AEGFAEBERELEFHONRSHUR
Fig.3 The healing effects of wound treated with different fungicides to pear valsa canker
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5% £ W, Valsa ambiens ., Valsa mali var.
pyri ﬂl Valsa ceratosperma ﬂﬂ%l@?&ﬂj%fﬁfﬁo
BB 92 5 o L T e A v [ I B0k A PR B B 5
[Valsa ambiens (Pers.) Fr. |, TG N HL 72 FE 1
(Cytospora carphosperma) , f= FEFL WA T I 5] &
JEE 92 FOAE IR 5 S SR AR T B AR 2 A
DR AR B 92 9 i TR RS SR T e 0 9 R A [R] — 1>
Fift s 3K 0 T SE 44 Sy 2R B B2 58 [Valsa cerato-
sperma (Tode et Fr.)Maire] "' ¥E & K H) K 3
V. ceratosperma W] 5|2 BB JEF L2955 . H 2003 4F 1@
EPCE, EHBR ER B Valsa ceratosperma F i
Sy A REDL , FE BRI L AE 3890 LR &, JE AR S 24
Bl R sl X B A A A Bl R S R AL
JE 25 TR HE AT 0 L5 IS 5 T Sy AR T e i T
WO 2 SR AL B (Valsa mali var. pyri); £JHTH
SRR B 4 AN G 9 AL L TR 4 B
PRAN 7 A>3 SR W I 2 0 T 0 B R A 1TSS J 81 i AT
TR Ay AT, 45 A GenBank B A M Valsa
ceratosperma V. ambiens M V. mali i) ITS FE %1
T RGELF R IR IELIGEI V. cer-
atosperma, /N V. ambiens F V., mali®™ . T HY,
JE AT X A 15 AN i Y B4R TR 2 05 95
PEAT 70 B ARAT 79 sl Ab T pk 150 45 R R B
FEAEAN R A T 7% 28 8, L rDNA-TTS B8 1R e 51 7
e~ R V. mali var. pyri,

V22 2735 0 LR T A2 5 RS0 SR A2 1) i 44 0E
FIREHSE . £5a A FET A 905 45 R o0 i &
B, BRARE T 422 0 T R SR e T i ] — b, (EL
P TR AR B2 J8 A e v i 2 28 40 #r 1#
AT LAAR S #E 7t L B 2 T R S 2R I e i T
SPEAE 2 DA R RIEH |,

A AR 2 55 T 7E TR P SCHR R A 2 A 44
TE[R] B R, B0 BB 8 2298 B V. ambiens 1 V.
mali var. pyri, B UL V. ambiens fEH £, Kk
Y5 FE D PP 45 % 5k GenBank W3S EF, SR T V.
ambiens 15 %4 [0 25 A 1B K205 19 Ay 24 DL RO
T iy 44 V5 DU G o 70 R AF i DX | RS B 42 0 114 g Dt
BN N Valsa mali var. pyri.

ARG T 22 R TR L B AS G T AR R T 3
R Y R T R g U R A T Y 24 5 9 2
P 4 245 0] R A 1 BT 22 AE K RSO B L AH G R A

i#

W R B4R R AR, 25 26 1 7Y PR I 2L L 95 0 1Y
JG e T 24 95 D0 = WS B2 JL 24 R 97 D Y = 1 i it
25 1073 24 500 X A 5 A A A0 A A R {H R R
22 1 AN R B L U0 15 96 19 265 0 K ) L 45 %6 1Y
FRAR B AR 12,5 0 45 e 2 T 3 4 453 0 70 D0 A AL AR
BRAF IR R ) . PR AR AR P R N 2
JEAS DR 3L RN TR 22 AR A T 4 R
PP 245 500, 95 V0 = i I 24 20 06 T 7 A iR
R PR (25 00 WK i fiiz L3 L 80 Vo I W T T I 1 A R A
97 6 W T TG 45

AR AL G2 1) L 25 27 B0 1 48 R R T T
rDNA-ITS J5 81 [7] 98 1 5 & 48 19 2R 26 70 Hr 4 2R,
TG Ll P A2 B 3 A A 32 A 1 B T
HBURE N Valsa mali var. pyri, A AL 2% 255
25 PN TR AR R 0 AR R A i T TR 22 A o3 A T
FR A0 RCR A B35 22 S .l W) B 3R B8R 1K
B8y B e Y A S g R TR TR R T A B TR A 3 R ORI
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Identification of the pathogen of pear valsa canker
and screening of chemical fungicide against it

YE Zhen-feng WU Xiang-qin LYU Guan-hua XUE Cheng WU Ting-ting LIU Pu ZHU Li-wu
College of Horticulture , Anhui Agricultural University , Hefei 230036 ,China

Abstract To identify the pathogen of pear valsa canker, the diseased branches of pear tree were
collected from the fields of Hebei, Shanxi and Anhui Province respectively in China. Patthogens were i-
solated from the skin of these branches and then were cultured on PDA medium and purified by single
spore culture. Identification of the pathogenic fungus was carried out according to the characteristics of
fungal morphology, pathogenicity and sequence analysis of ribosomal DNA internal transcribed spacer
(Rdn-1TS). Twenty two chemical fungicides were used to test their antibacterial effect on the mycelium
growth and conidiophores germination in vitro and the control effect of the disease in the field by dis-
eased spot cure. The results show that the five strains of purified pathogenic fungus from the six isolates
were identical and the same to the reported pathogen Valsa mali var. pyri according to fungal morpho-
logic characteristics. The symptoms induced by artificial inoculation with the five strains were the same
as that found in the field. The five strains belonged to the same pathogen by analysis of rtDNA-ITS se-
quence and had been submitted to the National Center for Biotechnology Information (NCBI) with the
accession number JQ618018, which had 100% similarity to V. ceratosperma from pear tree in Italy
(DQ241769) , Valsa mali var. pyri from pear tree in Shanxi (GU174590) and V. ambiens from pear tree
in Xinjiang (HMO013819) in the database of NCBI. Furthermore, another isolated strain was homolo-
gous up to 99% with Paraconiothyrium brasiliense , a kind of plant endophyte by analysis of rDNA-ITS
sequence. In the fungicide in vitro assay, there were eight fungicides efficient to suppress the mycelia
growth, and eleven fungicides efficient to inhibit the conidium germination. The field tests revealed that
the 25% emulsifiable concentrate of Prochloraz in dilution of 1 500 times, 20% suspension concentrate of
Coumoxystrobin in dilution of 165 times and 97% Azoxystrobin technical in dilution of 15 000 times
were the most appropriate fungicides. Therefore, it was confirmed that the pathogen of pear valsa can-
ker isolated from the three provinces above was Valsa mali var. pyri and Prochloraz, Coumoxystrobin
and Azoxystrobin were high efficient chemicals in control of pear valsa canker in the production.

Key words pear; valsa canker; pathogen; chemical fungicide
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