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Abstract; HDACs ( Histone deacetylase) family proteins are responsible for the deacetylation of histones H3K4 and
H4K19 and are involved in signal transduction processes of plant growth and stress. Jasmonates(JA) is an important nat-
ural plant hormone that not only regulates plant growth and development but also participates in the process of signal
transduction and regulation of plant responses to multiple stress conditions. However, the specific mechanism by which

HDACs participate in JA signal transduction is not very clear. We investigated the function and role of HDACs in plant
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JA signal transduction with HDA19 (Histone deacetylase 19). In this study, we found that the HDA19 T-DNA insertion

homozygous mutant did not show a significant JA root length response treated by MeJA. Under the same conditions, there

was no significant difference in anthocyanin content between different mutant lines of hdal19 and WT plants of the same

ecotype background. However, JAZ1, VSP1 and other downstream JA signaling pathway marker genes were significantly

up-regulated expression. At the same time, the resistance of hdal9 to fungi Botrytis cineara was significantly enhanced

compared with WT, and the expression levels of basic defense marker genes PDF1.2, Thi2.1 and ERF1 were signifi-

cantly higher than WT in hda19. Based on these results, we believe that HAD19 negatively regulates Arabidopsis thaliana

defense against Boirytis cineara via JA signaling pathway.

Key words; HDA19, JA, Boirytis cineara, biological stress

TE ARG FIAAUZ BIAR A 50, A+
BOTEVS VR UR R IR AN R K 0 R 5 T LR 32 Bk
B 2T | LB A B A IR T A A e Y
1=F o TR A HE A B v HE W A0 D AR AS B
HELTE N, A A A T — 2R 500 )7 1 4 it ok iR BT
R A AR o AL B 0T AR TR L TR D A ) B
P2 28 | I ok A T — A AN DG 43
3 ( pathogen associated molecular pattern, PAMP ) [
PG 324K ( pattern recognition receptor, PRR) 3k
PUIPRSY 995 [ AA5 5 70 T (Boller & He,2009)
PTI( PAMP-triggered immunity ) 3775 9% 25 95 5L 14 4
THAEC 7 M L 3 W) 4 i 45 2 il (H AR Y
M AR SEAR T fi# ( Calil & Fontes,2016) , SR, T
LI 5E 2 BT PTL AN AH G B o th 2 5 49
o B B A KN ) UE B8 ( Korner et al, 2013;
Nicaise, 2014 ; Iriti & Varoni, 2015; Calil & Fontes,
2016; Nicaise & Candresse, 2016; Niehl et al,
2016) . — Mok, FE Y 25T RNA 804 1 i
I 30 1 T AR ik 2 ) B A sy Y, Herh, 32
¥ KA £ RNA A 51 RNA ORI AR I PTE R,
X BE 12 A Sl 2 1Y) it 97 48 SR 3X S iR AR T
X EE RNA 19 U0 %) 3k B 50 5 4= G4 A0 2 14 1
B, BR T Bl 5L A By A8 5 740, b A 4 401
(R) & F AT A B XD 290 LR 1 B A8 5200, X 4%
AL RE TE R 2 BN B0 T BR e B 2 A AL BR
(Zhou & Chai, 2008 ; Verlaan et al, 2013 ; Nakahara
& Masuta,2014) . R 3 [H A 5800 9 fiok & 19 B 95
(effector-triggeredimmunity, ETI) J& PTI {19 & B 9~
WARRAS (Jones & Dangl,2006) , PTI A1 ETI A9 i
B SR S R ISR FTIR (JA) KR (SA) L&

I (ET) 3505530 i, 915 S8 AR DG RT3k | IR 3
5 WAy 19 B s S A SRR 1 Y

Hi JE BT AT AR 0 R W W R R AW IR TR
Jasmonates ( JAs) AN 0 B T A 9 A= K FLE | TR
U 2 5 D FF B S 0 ) 0 A S 0 A 0
T8 BYCAR A W T 3 A ) A R R T - L- S 5 B R
(JA-Tle) F i 19 TH i, B H L 32 (K COIL-JAZ JT Je&
0 Bl 5 E A SCF™ 268 H 1 A% 34 42 4 A 410 161
T JAZs ®E H (Xu et al, 2002; Chini et al, 2007;
Thines et al, 2007; Yan et al, 2009; Sheard et al,
2010) o JAZs 3, BA Jas Al ZIM 4544 3, i 5
52 0 B 53 PR A AR T B 08 T 2R R I R 1S
55 JAZs R fifp ol 3 2 8 45 IR R, BRSO
i A R R R R I R DG B o 3 s PR 4 R i A
5o TEX LAY K bHLH S5 5% s A+
JASMONATE INSENSITIVE1L ( JIN1/MYC2) ,MYC3
FIMYC4 2 JAZ 35 F A B4 AR, 14145 651 40
il HR AFp R T B35 70 Bz 7 55 3 72 ( Boter et al, 2004 ; Lo-
renzo et al,2004 ; Chini et al,2007 ; Dombrecht et al,
2007 ; Fernandez—Calvo et al ,2011) . oM, JA iK1
DAY BAE A A KRR E R LA M 1) AN
EME R, METEREE M, AE T R R R &, it
FaE 2, DL i B R B IR AR R Y B ik
( Wasternack & Hause, 2013 ; Campos et al, 2014 ;
Kazan,2015 ; Wasternack & Strnad ,2016 ; Staswick et
al, 1992; Feys et al, 1994; Pauwels et al, 2010;
Mcconn & Browse, 1996 ; Sanders et al, 2000 ; Stintzi
& Browse, 2000; Cheng et al, 2009 ; Franceschi &
Grimes, 1991 ;Shan et al,2009; Ueda & Kato, 1980;
Schommer et al, 2008 ; Shan et al,2011) , JAs it 7%
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DR Wy 77 A0 45 b B8 Bl ) DA R IR B B A4 1) =2
Y& (Howe & Jander,2008 ; Antico et al,2012; Erb et
al,2012; Campos et al ,2014; Yan & Xie,2015) , JA
Z: S5 B v B a0 R L DR g
I Er B M Qe Sy | e | R T R R L
7 0 ) P 7B T i A ) B S R Y o R e LU
KAEM [ B R Rz B R 21 R B R AR
(Howe & Jander,2008 ; Campos et al,2014; Lu et al,
2015; Goossens et al ,2016) , BRE &M, JA 15
A A )R BTN BE 1 o DA 1) B AR, 0 240 TR
JEAZ 60 8 T A T (R 28 IS 2008 RS TR A )
HL B SR AR ANA% A% FEL 18 . Botrytis cinerea , Plectospha-
erella cucumerina FAALHR TT B, LL S BB ( Campos
et al,2014;Yan & Xie,2015) ,

HHE A S WA A A2 f5 I 5T 43l i 48R
FALS B, T L 2 20 8 1 B S 8 1 1 SR AR
Z—(Allfrey et al, 1964 ) , TATHILAE A LWL
O B Bk O 20 R 1 4O G B2 B (HAT) ( Gallwitz,
1971) ,FHXS I 2H AR 1 2 S MEAL B (HDAC) 2 7
RENZH AR P B 2 S BERE D RE ST M w44 . AR,
X LT 4 R 2H 2R 1 2 A Y 8 AR S AR AR IR
W, T 5 DA B3 R 2 s 1 T A4 9 745 78] 25 ( Chen
& Tian,2007) , /A 10 Fh L O 2H 2R 1 3] B
LB 2 S AE , HAZ/IMA T BB AL 26
ME R L BEALAL 5, Lusser et al (2001) & BAE
Y H3 B R AR S 4 9 5 14 58 18 AN
23 i s DL N HA i 2 PR AR BE 2 5.8 .12 16 FI
20 o s EB BE 5 B £ WAL AL £ WK ( Fuchs et al,
2006 ) A6 3 o 508 e €0 J5T 235 e 9 T DR it
DNA & il Fl DNA &% 453 72 ( Bertos et al,2001) ,
ZH IR £t Ak AT I A S8 A% /N A 22 [E) Y AE AR
FH, IT 7 IR A% /M R 46 18 30 nm B2 65 5T 25 4, M
PATR Gt (5 o7 &5 44 42 JF %% 3¢ B 1 ( Shahbazian &
Grunstein,2007) ., H1 HDAC 45 WK £ Bk Ak ) 2
3 G (0, 5T 22 W TE A foff 45 ) T K0 RH B SR TR
3 O ARy 4 ik S B Ry B a3
( Hollender & Liu,2008) , Bi T 2 A8 Yo {0 5 45 44
LSl S W Y e e A AN NS TR LR S
#2555 s 8 A 1Y 45 A (Berger, 2007 ;
Shahbazian & Grunstein, 2007 ) . 7Eif 2 10 4+ |

HH¥) HDACs 2B 21 K1, 12 HDACs ZR AL
BB IR AU IT JKAE K4 (Demetriou et
al, 2009 ) . & 4 2 ( Lagace et al, 2003) . % %j
( Busconi et al, 2009 ) FI4H % ( Bourque et al,2011)
o B K E, RIS AR ARA Y 1L B4, HDACs
WO S, BT FmERE HDACs /)7 81 [A] I
F%) HDACs 53  = A A [F] 19 3E K%, Heh A
Y N Ry A A A B AR W 3L A RPD3
(reduced potassium dependency protein 3 )-HDA1
( HDAC1 ) W % J& 1 SIR2 ( silent information
regulator 2) WK 4 . % =AW % HD2 FKIETEAE
YiAn i b R S AE A, B R AR SR KT B AR X
T HABZIE (Fu et al,2007) o 55— 8o B HY
#i ¥ HDACs-ZmRpd3-J& T RPD3-HDA1 #8 XK ik,
TE TR H 8 e I ke AR DI g L oAb SEBERE rpd3
R (Rossi et al ,1998) , FEMRI ST, i i HAT
JIh 2 T Tl 14 B T B Y 18 AR A e AR A SR 2R
MG S HHE, 5% T 12 4 ZmRPD3 19 HDACs
) I 732 = A ARG 2R 50 . 1 26 (il HDAG |
7.9.10 .17 #1 19 H it # & HDA1) tH RPD3 4%
2R OR B 5E 5 11 28 (L 4F HDAS (15 1 18) & X
HDAT FEA TV & (AU — > B 5% HDA2 4% ) €
Sk AtHDA2 #H ( Alinsug et al,2009,2012) , J5—
RfE— L H AL 5 TP R O 1L 28 ( Hollender &
Liu, 2008 ) , H fts RPD3 HDACs Bl HDAS Fi
HDA14 K733,

F£ RPD3/HDAL Kk 9 12 A~ 63 b, R A7
HDA6 #l HD1/HDA19 © &) Z 5%, B A
TR A ARG I, 4 B T 48 A X 3 v i R &
8 [ ] DL gk £ BE A ( Finkemeier et al, 20115
Tran et al ,2012; Wu et al,2011) . 2R, Fr A X L&
HDACs #y73TH#E AR AR R TR B R AT, HDACs
L DR 2 8 o 97 3R, L el I JEORH DG IR
IKIAR (SA) RATER (JA) BB 5 R (ABA) 415
(Fu et al, 2007 ; Hu et al ,2009 ; Xu et al,2013) , SA
FIA A AE BT O, T ABA W2 57K Jika
IO 8T A ) KT 4 R0 2 A A i 52 . HDAG 7R
VFZ B A o 7 v R AR F, 0 dn B Sk TR DT R
( Probst et al,2004) FFAEFIEEE (Wu et al,2000)
o ABA (7R ) FIER (5 1% F (Chen et al,2010)
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JEARIE HD1/HDA19 ] LAJE 35 iR % & ( Tanaka et
al,2008) , 25 5 X A= 4 FEE A= P 38 B 458 s I
(Song et al, 2005; Chen & Wu, 2010; Choi et al,
2012) , TE I, JA 5 5 S T AtHDA6
AtHDA19 1) %35 ( Zhou et al,2005) , HDACs [
(23R T RESE WAL ) A KRR &, 7= A 45 Foe] L
F27 . RPD3 [ i HDACs 3t Al (AtHDA6 , AtHDA9
F AtHDA19 ) 13578 &5 B2 AHAL ( Xu et al,2013)
IR IT AtHDA19 5E A T 4% Al 57 X, £ 5% 42 Jmy 3%
SEPHE (Fong et al,2006) , ARG I+ AtHDA19 WA 7E
ARG KA R IR, IF 5 Topless-1( TPL-1)
(B S I 7 ) — & A, LABH PR BT 19 1E 8 &
7 (Long et al,2006) , AtHDA19 f %% 5 7] 5 J5
PRAH DGR (a0 JA F 205 ) I B o I 1A 4 A% At
& (Alternaria brassicicola ) 175 % ( Zhou et al,2005) .
F 5% & B AtHDA19 5 %% 5% A -+ WRKY38 Al
WRKY62 #HH . /E H , WRKY38 1 WRKY62 A4
TG EPUIE RS T A, HDA19 7] DLy 5 & AT #0 3
RGP0 0 35 P, B2, Choi et al (2012) 38 7¢
ARG IF o, AtHDA19 78 AR SA 15518 S 2
S FE Atk 97 48 PR R AR AR T . AtHDAL9 A T] LA
P 5 — P 20 B DA, MBS M TR ( Pseudomonas sy-
ringae) 55 ( Kim et al,2008) ,

AW 5T KB, HDA19 5% JA {5 5 iy, H
32, A NI hdal9 75 JA AR R A R
B IARKER N, FRSEllEs L s,
IR G A A bE B 1 hdal9 TEARR YL FR ST 5
B AERUA R B E R B e MR AR
()& B HER 3 = T mye234, SR, hdal9 HH HE
TEPAAI ISR T IR ST X H W B. cineara BYPT
P, hdal9 FUFHUH A AR ICEE A PDF1.2 \Thi2. 1,
ERF1 R K AR = F WT, ARWFIE 45 R L,
HDA19 1€ JA V5 (%) R 9 % B B8 92 9 Bk v & 4%
UIN/RER (R

1 R 57 &
1.1 #RFniE £ K £ 4

FFA hdal9 464 T-DNA i A 58 78 (K #B &
Columbia-0 BfEE 5., M Arabidopsis Biological Re-

source Center W4 3£ hdal9-4 ( SALK _ 139443 ) |
hdal19-5 ( CS370961 ) F1 hdal9-6 ( SALK _
027241C) , it W xf 5 o, WK 1, KA
myc234 .myc2 B TE Patricia et al(2011) FHRIE , £
AT, B A RN 2€ AE M) FH T Columbia-0 35t
fTs 5, e TR 7R K H [20% (v/v) 5 H 15
min |, 2R J5 #& B 7E 2 4% Murashige Fl Skoog ( 1/2
MS) $5FEIEIFAE 4 C FARFE3 do B — R
MR b, MW 22 CT 10 h)t/14 h
BRI T AT AERE AR, MYHE
MeJA W4 H Sigma-Aldrich, Taq DNA % & B th
Takara Biotechnology $24t | Al # FH AL 2= 5 M 16
Sangon 43K
1.2 JA Ab3E

kTN 2R A TR R A B ) 4 AR R A AR
6, K g I Fl - 7E A HECE A 1,10 85 25
pwmol - L™ MeJA A Murashige 1 Skoog( MS) B fIg 1%
FRAE L RERD T 4 C T A 3 d,JFFE 22 CHREE
o, 1A I 4 AR B IE AT e o b, X T
BAFES T JA BT EYEZA LT 3
WIFEXFREMRREE AT 3K,
1.3 BEZ2ENNE

RTMEAHT RS E, #8100 pmol - L
MeJA ) MS ZERE G AR T A KK 7 d B4
WT Fl hdal19-4/5/6 Fl myc234 [ TEFRE W (g) | 4%
A1 mL R I BEE ) (WP - SRR L Ry
99 : 1), R HFAE 4 C K5 AL IF 3% L2 IR ¥ 24 h,
13 000 r - min™ B> 10 min, BUE R AE 530 nm 3%
RN 600 nm K AR I WO BE | A6 €8 2K A AR X
i AR (0D530-0.25x0D600) /W 8,
1.4 RNA 2E#0 qRT-PCR

fdi F Trizol 377 ( Invitrogen ) M UL RS I+ %)) 1 o
PEHCE RNA, 4 Hu et al (2012) fF iR #E 47 gRT-
PCR, A5 2,5 —BE ¢cDNA ffi 1 B A oligo (dT)
18 51 W) M-Mu LV ¥ %5 5% 1§ ( Fermentas ) , H 7%
20 mL VAR & B 1.5 mg DNA i &b B () RNA
& W, TE Roche Light Cycler 480 SZ B} PCR 1 |,
M ) 7 Y UL H B B 2XSYBR Green I master
mix # 17 qRT-PCR, TEABE G, B AH T
qRT-PCR 73 Hr W AE W) 2= 2 £ T3k, If H X &



11

PMBZESE . HDA19 VAR HURE T XF BB Botrytis cineara WL N 1359

X1 HDALY BT HESREESIY

Table 1 HDA19 mutant codes and identification of primers
RAEIR R T-DNA % Zedm 514 Ao 514
Mutant line Code of T-DNA Left primer Right primer
hdal9-4 SALK_139443 GGCAATTACTACTATGGCCAAGG TGCGGATAGTGTAACCACCAC
hdal19-5 CS370961 TGCTGCTCTAGTGCTCTGTTTC' CACCATCAGGTCCGGACG
hdal19-6 SALK_027241C CTTGTAGCCTAGCTTCCTTGTTAAC CATAGAAATAACAAACTTTCCTCTTCAC
%2 qRT-PCR3|¥
Table 2 Primers of qRT-PCR
5 et Y A5 49
Gene Left primer Right primer
ACTIN2 TGTGCCAATCTACGAGGGTTT TTTCCCGCTCTGCTGTTGT
UF3GT CGATGTGGGAGTCGTTGATG TCACAGCATTCTCCAAGCTTTG
DFR CCAAATTTCTCAGGCCAAAATA TCAGCTTCTTGGAACTGAATTCA
LOX2 ATGAGCCTGTTATCAATGCTGC AACACCAGCTCCAGCTCTATTCTT
LOX3 AAGTTTATGGCCGTGGTTGATAC AATCTCTTTCTCTATCCGTCCGAT
JAZ1 TATATTCTACGCCGGGCAAGT TGCGATAGTAGCGATGTTGC
VSP1 GTCAGAAGTCACTGTCGAGAATCTC CCTTTCTTCACAAGGCTATT CCTA
B-tubulin GCCCCTGCATTCTACGTCTC CGTGAGTAACTCCGTCACCG
ERF1 TGGTTGTTCTCCGGTTGTGG CGGAGCGGTGATCAAAGTCA
PR5 TTGTCCTCCCACGGACTACT TCCGGTACAAGTGAAGGTGC
VSP2 GCTCGGGATTGAACCCATCA ATGCTTCCAGTAGGTCACGC
PDF1.2 AGGGGTTTGCGGAAACAGT ACTTGTGTGCTGGGAAGACAT
Thi 2.1 CGAGGTTGGGTAAACGCCAT AGTGTTCATGGCACCACACA

MEYHEL T2 PAMARARELE , WmIT
ACTIN2 LR AR 2 PR 3R 3k g N FR 0 B, T T4
2 SR g TR S P 1, LR 2
1.5 R R LK I

WJEHT BT ik, B. cineara 78 2xV8 Bifig A4 K
(Mengiste et al,2003) , & T &G AEY, A 10 d #2
L B By SR W Uk 4R 4 2B A, JF 7E Sabouraud
Maltose Broth HiJE 15 4 7% B , fi F Preval Ig‘;%%
%5 o KRN RO RE ) TR A A T R A PRI
ET, aﬁcum}}\ 3~5 dpi MIEMR K JE, U;U\?ﬁﬁ*
(AR 50 5 1) 8. RNA 9 qRT-PCR 22 2 H B IR
Miﬂ@iﬂf@%o

1.6 Zit o

JLFad Sigma Plot 10.0 1155 ) Student’ s 5
B git e FEMWER(+ P<0.05, 3 * * P<
0.01, #* % P<0.001 ) £ 4k J& F. >k 37 5250 85 2 /Y
SERIE + bRifEX
1.7 RS

ABIFFE T 1400 R T R R A B R B S S R
HDA19, AT4G38130; MYC2, ATIG32640; MYC3,
AT5GA46760; MYC4, AT4G17880; LOX2, AT3G45140;
LOX3,AT1G17420; JAZ1,AT1G19180; DFR, AT5G42800
UF3GT, AT5G54060; VSP1, AT5G24780; VSP2,
AT5G24770; ERF1,AT3G23240; JR1,AT3G16470; PR4,
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AT3G04720; PR5, ATIG75040; PDFIL. 2, ATSGA4420;
Thi2.1,AT1G72260 Fl ACTIN2, AT3G18780.

2 HRH A

2.1 HDA19 785 JA AT HRK R K

HDA19 BZ MY EE S JA TR IAN,
FATHBE hdal9 J& A HA WAL E) JA A S,
FIAE MeJA 1 1/2 MS 8532 38 b4 K 19 %) 1 48
o, 7E S MeJA 19 1/2MS 553558 AR K0 B 2
PR IT 4 i B B AR K AR J Y R B Ui fig
JH TA AH R AZRAN coil-2 Fl myc2 Xt MeJA {5
SRR, E A JA MR TREIFEAEZM
i, R T WT B AR K AR R A

H TR hdal9 AR R B2 JA 5 516 5
AR FRATLER — R U 3R hdal19-4, hda19-5 il
hda19-6 ¥, 4 Tl 2] B A ] MeJA R Y12
MS 5537 3£ 1, Columbia 4= 75 8175 5t 15 A= B Rp 1
WT Fl myc234 =R ST FhFAE X HR, 25
REW], =B [F 1) 28 ZE Bk hdal9-4  hdal9-5
hda19-6 5WFA T —FEXT JA {5 S HUR (B 1), A
BF, XPAS RV B 4 i AR K AT T Gt e AT,
hda19-4 ,hdal19-5 ,hda19-6 F1 WT AH L% A W% 22
SHENTS mye234 MK AR EZR (K 2),
AR EE 6 K, BRI AR EIAH [F] 9 5250 25
22 hdal ML BEZSEPEST T myc234

JA VRSN RE TS S IR B R K e 6 %
T, RN A YA B R, AR R s Hh SR e
FARL, ARWFFEME T A JA ZFEEF ] hdal9 5278
WHRRENWAEAERT &, 2R EYW hdal9-4,
hda19-5,hdal9-6 HI {6 2 & &t & = T myc234,
{8 hda19-4, hdal9-5, hda19-6 AL GAF & E S5 WT
ZEFIEAAR R (K 3:A) . ATEDTKF LEIE
g5 AT PR T AL R AW S R
UF3GT,DFR B3Rk 1T qRT-PCR 43471, 43 5%F
FH 100 wmol « L™ MeJA ZbFEE) 7 d #IT hdal9-4,
hda19-5 ,hda19-6 ,WT , myc234 75 A [a] b B 8] 547
FkE. TE hdal9-4,hdal9-5, hda19-6 Fl WT {67
FAW A BRI i KO B2 5 T mye234 {12
hda19-4 ,hda19-5,hda19-6 5 WT MLt , #£75 R LY

HARENAES T HREEZSIFARE, i
REGARMR MR MR ZE R — B HLRER T
203 (K 3:8B),
2.3 hdal9 REEFE) JA THERRIEZERZ1EMN

FERX AR ME T JA 5518 ik e
Frid B Y 3 Gk K F . XA [A] Ak B TE] 100
pwmol « L MeJA ZE ¥ 7 d 2 4) hdal9-4, hdal9-
5,hdal9-6 ,WT, myc234 % ¥ dE 47 HORE , $2 B 6
FES B RNA, I 18 i qRT-PCR P& 1A7 JA 4154
Pric % A A XF R G5, Bl 4 B OR 7E hdal9-4,
hdal9-5 Fl hdal9-6 T Y JA & B 5 K LOX2 FI
LOX3 FiB K- B35 F WT il myc234 W) £k
K, I HAE myc234 = RASR 1, LOX2 FI LOX3
WG 5 KO A%, JAZ1 155 K F 5 LoXx2 i
LOX3 B FRIBIEOLARRL, JAZ1 J& Me]A {5 517 1E G
JA G5l BT IR R iRk o JAZY JERIR IR 1
ZHIMEH hda19-4 hdal19-5 1 hdal19-6 FE75AK N
B JA {553 B 9IS , X R JA T U R T
SLN & AR i SOK T 1 3G s R AR, 53 Ak, A
hda19-4/5/6 W1 VSP1 % A 1) R iA 0 8 & F WT
1 myc234 . X FH hdal9 275 (Y B 8 s o7 T
Ja HmF WT AH I R 3Rk KOF-
2.4 HDA19 Ih & i 72 Sk 3558 T #U B9 3% Xt Botrytis
cineara HIETH B

kA HDAL9 J2& 75 75 A5 ) (1% J5 il o7 180 3o 72
R, {# ] hdal9-4, hda19-5, hda19-6, WT 2k
WEZ B 2R FE B A B. cinerea ARTR T BT
RURE B, 35 26 400 B I B FP - 20% 38 B 71K
B LRIERERN R 0.7% Ager S0 1/2MS 555565
I, 7E4 CRFE3 d, 858 T HB&ENH TRk
AR T d, IR B K R R IR R 21
CHEHEREERE 4 FRL, 282 RRE—
B 4T B. cinerea 1R YL AL |

JHEH tuwen80 11 SMB 5555 3 B iF 5 55 55 19
B. cinerea 11 , B 107 e B PR 4£ R 5% 10%°4~/mL
FHF A B, 767 3557 b W5 105 76 A% P i R 19
KWL REETEBEMEBRAMETESR 3,
PIRgE I R Tm BB AE KR oL, MBS A AT DL
b AEARRI AR B AT, 5 AT WT ST 1
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