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RAGERF LM IEBR{ESPip/NHPH 3T &

RN EEY paa LEXT

, F-®E

IR AR, MME AR A T A E AR E, KD 410128; 2R AL R AR EH AR SR, KD 410128

BWE  AGPREVETUE(SAR)Z —Fh B R E IR AR S 5 # i  T0 Es A) BEpR AT B AT 1 bk . AERTIR
RGO AL PR T, Wl ) B A AL S B HL e AL, AT 0T SAR . IR IE BR/N-F2 3L DR E 2 (Pip/NHP) fF 9 8
KIREENE 570 T, ESARE Tl HA EE/E . 1230408 T Pip/NHPII G R, #iz LK SARR %A F ) S5 B it

TR .
X

RGPAEGUE, BaIES, IRNERR, N-FLIEIRIE R

2, BE, 24, EAk (2022). KAFEMEFHEEEE SPipINHPHITHEE. M-k 57, 412421,

B a0 4= G smUOR I 7 BT S B0 1 AR A 0t i
BAL TS R BEARI RGEPTE SN, PAORGP ARG 2 G
299 JFAR I J5 82 N {2 (Durrant and Dong, 2004), iX
RS AR 18 1015 S HUERAR O R GRS
4 (systemic acquired resistance, SAR). SAR & 7
FK 82 (salicylic acid, SA)IFIE, IS Hbrid
R FEAH %3 [F1 (Pathogenesis-Related Protein 1,
PR1)% — R A1 B N 1 % 5% 4 72 (van Loon et al.,
2006; Park et al., 2007). SARYE i & 14 33k 17
1E, H20MHZL60FEAE R R, PRI R
HAEHEY R B E N A, S0 TR AR
MEEH N B )32 2 (Tian and Zhang, 2019).

SARBBOE N, TR A G H 2Pl (BN )
ARG T IMEIEBIRIR G RS L, Tl R o)
S AN SE AU R AR 5 B2 R g4 1) e e [ B . SARfi K
HISEP RS (1) 725 R IEGSH A 4 SARIE 55
(2) SARTE 5 R#Gifkidh; (3) RAHLRE TIKAL (4)
RN “BitadE st " IRAE . Ak, SARIE
HA BRI, fB i “idie” Baa Tt —R
(Luna et al., 2012; Slaughter et al., 2012). [RfT,
SARMAEF . YEFRFAE IR . — KT Bt
PE— AT AERF2-3 ), 2 AL A I RESRAS B RF A
filk. R, SARMNFEZNE TR A2 i bhE sEi

Woke H 39: 2022-01-16; #2252 H #1: 2022-04-24

TARWE? AR, ZMMRES S THEINAR
BahfE5 T8 21 iz it (Dempsey and Kles-
sig, 2012; Fu and Dong, 2013; Lucas et al., 2013;
Shah and Zeier, 2013). ASCHE S5 745 R M
Y15 5 4 F Uk R (Pipecolic acid, Pip)/N-#27&
Wk B¢ 2 (N-hydroxy-pipecolic acid, NHP)FIA: ¥4 i
AR A RO K Pip/NHPAE SARBE A3 A 1 5
TREIER

1 BEBHESHT

BT, TR S A R e i ) R R 1 43 i 4 b AR
BT RESA, FHSARE I Jy2 iz B B 15 5 (Métraux
et al., 1990; Yalpani et al., 1991). N T HiESAEH
HIRBIE ST, FIHRIEHESAREEEF(NahG)
B R DR RE W BEAT WG HE SR, R P R DN RE
(Nicotiana tabacum)EAAREF HSA, HE 2R
A5 T, T BUAR e B R AR 0 S A SRR 4 7 A 1
Pho WEFRRW], MK TR EAL T B R G A A 2 17
1ESA, ZE 54 B FRAEPUE. FIt, SAAKTHE
BEHET, REHLMENFE T SARI & 7
(Vernooij et al., 1994; Pallas et al., 1996). H )5 & I
ZMEYNSARBER INE 0T, BFEKY
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% i /i (methyl salicylate, MeSA). F — /& (azelaic
acid, AzA). 3-1 2 t i (glyceraldehyde 3-phos-
phate, G3P). it &M\ (dehydroabietic acid, DA).
Wk WE 1% (Pip) F1 N-#2 25 IR BE B2 (NHP) %5 (Jung et al.,
2009; Chanda et al., 2011; Navarova et al., 2012;
Bernsdorff et al., 2016).

MeSAfE N SAMFE R ERTAEY, H il
REAL B SAHKII A R Gt L R N5 5 70 1. MeSATE
N—FBINET 5T, BV EEEH, JERGM
WK R R A IIEYE Sy SA, ik SAR. [FRI,
MeSAM AT E Ny — M SAE G 5, J5- AL
PRt (Park et al., 2007). {H{E — &4 4l §§ I7
(Arabidopsis thaliana) i 5k ¢ 58 42 1, MeSAH
FEAEFISARKIE S HA—E. filln, SAF LN
(salicylic acid carboxyl methyltransferases, SAMT)
FE R I8 R I T-DNAJE N RASAK, FEH0 JE AR AN
RIGEEFRA TS EMeSA, HIEH T &AM EH
(Pseudomonas syringae pv. maculicola, Psm)fff
JaiBtiE, SAJK EFFIEiRSAR. It FERLEETT
H1, MeSAAZSARFTL T, TSALEE S H AR
LB 75 R A % (Isochorismate Synthase 1,
ICS1)M LG pE 12 5L I (Attaran et al., 2009).

HAR CF S AzAE I ) R 8 i fi (Jung et al.,
2009; Lim et al., 2016), {HAZATE 15 514
Ihedlhih = BB ALIEHE - Zoellerss (2012)HF 78 & B,
AZATE I G 485 7 avrRPML S K] (¥ T 7 5 50 . 741 2%
Fop A (Pseudomonas syringae pv. tomato, Pst)
Pst DC3000f) % #ifi(Lycopersicon esculentum)/&
HEPRKRER R, ERGHHHTIRER, (HAZAYIA]
WoR R G LR . R T, G3P i A lE(G3P
dehydrogenase, G3PDH)ZE48 [& ik T 1 #k X Psm¥)
SAR. H & G3P & i AH I B (1 H i ¥ i (glycerol
kinase, GK))Z4 1 FESARMZER, 1Mi4Miti G3P
AT HSARE AL, R UIG3PHiSL 2 R4t & iy
HEF T2 —, HINEGC3PA L LA 3 B A A
YIfISAR (Chanda et al., 2011).

B A% R DL 23 w6 DA LA X 32 4 5 B (Trapp
and Croteau, 2001; Bohimann and Keeling, 2008).
TERLRE T MHEEFNE i, DAJESARTIA RIS 71,
A] 34 5 AE ) 6 9 AR 1 Bt 2% (Chaturvedi et al.,
2012). 5Pto (Pseudomonas syringae pv. tomato

RAEE: RGARVEGIVERS S5 5 Pip/NHP BTt 413

DC3000) 73+ I AvrRpt2 2 H 175 5 SAR 75 HE K N [A] A
E, DARTLE3077 8 A1 4R I I SAR. [ A7 Zbxid
SEEG W], DARETE1573 % MR BB S A e 7 3|
RYHY, P&k SAR. {HChaturvediZs(2012)
f2th, SARIMIC 4 A BRJZ ¥ DA MAR A Wi LMW
(low molecular weight fraction)its 3l 2 % & i 1
HMW (high molecular weight fraction)it 4. F i
M i b B 2R AvrRpt2 B F FE AR 1) AR 2 W
(petiole exudates, PEX)i% 3 [1JSARVEERT, HFF(K
THMWH DA &, RIIDASHMWit H (1) & F i
K. R, HMWitl 8 B B AT A7 X Tz
DARIHEY), &7 5 2 1) SEAG IR >R A € DAZ 5 N5
S SARJIT 4 7 (Chaturvedi et al., 2012). T HITE 5T
KW, DA %S H 3 &40 5 R0k R AR
#|[X - 7'FLC (Flowering Locus C)#Eiiif#zF1E, H
FIBRFILHESARF RIEEH, HFLCTI LR . SA
JyDA% T SARFT & 75, (HIFIEDATE F I 1E T 4 7
(Chaturvedi et al., 2020).

Pip/NHP Jy3l 545 K87 K LI A5 5 70 7, HAE
SARTE 5 I/E B AW 7=, BN 2 [ SARF

ZNET .

2 SAR#z{5SPip/NHP

Pip i 2 & (lysine, Lys)id@ it AGD2FF B il 2 Jb7 2 [
1 (Agd2-Like Defense Response Protein 1, ALD1)
MISARBR 25 H4 (SAR-Deficient 4, SARD4) i1k &
% (Gupta and Spenser, 1969; Song et al., 2004a;
Zeier, 2013; Ding et al.,, 2016; Hartmann et al.,
2017), Ffimid i F I F i %8 1 (Flavin-Depen-
dent Monooxygenase 1, FMO1) (Chen et al., 2018;
Hartmann et al., 2018)it — 5k ANHP .. £ SAR
IR, L BT A I B IR AT AE MIN- R L R
12 (NHP) A A= )5 BCHT 14 DR 2 IR (Pip ) 75 B2 s 5
B [ Ak, NHPRISAIE L 7E R G A R i
SARJ¥)# 37 (Navarova et al., 2012; Bernsdorff et al.,
2016; Chen et al., 2018; Hartmann and Zeier, 2018;
Hartmann et al., 2018).

21 Pip

21.1 PipMERBREEMAR
Pip & — AR AR 2R U SE MR, A R F 43 AR
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P2, AT AR g bk I T ARG 1A 8 114 12 Wi b 75 ) (Plec-
ko et al., 2005), 7t 1 UK WE B2 IMLAE £8 35 1R P R A5,
1T e WK BE P2 IMILAE 2 — o 27 DL R R P A 25 L, 5
AL YIEE A ThfE 2 EL A X (Tranchant et al., 1993).
AT A AR AE T AR A AR B R R R
(Kvenvolden et al., 1971). 7EAEYJCH 2 THY)
L Pip & 5 75 B 45 [ AR R G (1 AN (8] B s )37 v T
i (Palfi and Dézsi, 1968). L& Jaixtald1o A4 )
WAL LR, W BB EALDTE R A R 4B
1 52 3 kR S5 B4 F (Song et al., 2004a, 2004b), 15
HEEFEA R IPip) T e(Navarova et al., 2012).
WEFEE ] (1) ALDAFEAA ST H X 8 R 1) JEG ) i
T, 2 R 2 1 ) AN Sl vh Pip AR W & i R E T
1&(Song et al., 2004a; Vicente et al., 2012); (2) #\
BT PipI A& BT ALD1 (Navarova et al.,
2012); (3) ALD1E Ay ifi z B2 o3 AR 55 1 28 I L i)
My, EHfEAL-BRA R K o- R BB — P O R
b RS TE R TE R R, IR 2 e- B -a- B O R
(e-amino-a-ketocaproic acid, KAC)FH & 2 (Ding et
al., 2016; Hartmann et al., 2017). @it KACH a]{k
1 E R 5> NI FIBL K, T PR I &7 ) R (deh-
ydropipecolic acid, DP)HIfi [z 1,2-DP, #R )5 544
e BE RS TE FA I I AR S K #462,3-DP, AT TR 1% Pip
(Hartmann et al., 2017).

21.2 PipEMEHIRERERE

I3 JEAA 5 T K Pip AR S 7K 1 £ sard4 2% A8 A 18 7k R 36
PP 2 R Ak PR ARG, (AR S o I KR PR A, 3R
ISARD4 - Z A T2 HH A PPip &M 5 R, A
M FTi% $SAR (Ding et al., 2016). MALD1A
SARDA4 () 3% % SARD1 A4 il & 1 45 &4 & 1160 g
(Calmodulin-Binding Protein 60-Like G, CBP60g)
(Sun et al., 2015)[JIE A7 . Sun%%(2020)#R &
TGA1 (TGACG Motif-Binding Factor 1)RITGA4 %y
SARD1FICBP60g#: % fir it 75, I HSARD1ZTGA1
) E A, TGA1 M TGA4 @ i i 35 SARD1 A
CBP60gfI&IAE S S5 PipHIEM & . tAh, B
FFEM, fEicsl.npriflpad4 48R K FTAE M F #F Pip
IR BT FAE, IESAL NPR1 (Non-Expressor
of PR Genes 1)f1PAD4 (Phytoalexin-Deficient 4)n]
fig 3t & 4t 21 24 Pip (1) £ ¥ & i (Navarova et al.,

2012). Pipif il G SARIPipA: ¥4 i b 1E i #2 2 [A]
ik, fFECBP60g. SARD1. PAD4FIEDS1 (En-
hanced Disease Susceptibility 1) (Kim et al., 2020).
R, FE R R R R 4L 51 K SARJE, ALD1
AIEA S R pk i S, O AR A R Pip e W B
JRI TR A% B R B2 R R SE(Navarova et al., 2012;
Wang et al., 2018b), #EMIPiprIidEid iHCBP60g.

SARD1. PAD4FIEDS13 A LLRIH A & AISAK &
B Ak, 7EPstor b IaviRpt22E F%E S R
W, Pip M 3k & & 7 2 G3P f1SA (Wang et al.,
2018a). EHHTFREY], 8 O & A FEES (Ca-
Imodulin-Domain Protein Kinase 5, CPK5)n] it i iff
% SARD f £ A 3K i 15 Pip ) 4£ ) & 1% (Guerra et
al., 2020).

22 NHP

221 NHPHIAXABRHKEYEN

H Hartmann%(2018) & X i iE NHP 2 #L g 71 R 28
BRI — BB A AR LAk, — RN N A
ANFEYFSAR A L ICEEAE L T UEHE (Chen et al.,
2018; Hartmann et al., 2018; Holmes et al., 2019;
Schnake et al., 2020). 7EHEF5 B 1 5, 90 7+ A
M & T OREAARAR, FEOEE T B
REEMR . SCHE R AR AU R K B 2 (Navarova et
al., 2012; Vogel-Adghough et al., 2013). L-PipH]{E
TR RIS AL R A [ M P fr SRS AL TR
BERR AN 73 1 EAFAE R 254 N EHFMO 1AL E FINHP .

I AR S A R 1 PipiE /T RNA-seq T, &
LA FG I+ SAR HH Pipfil & « FMO LIS ) 57 £ 25k DR 4 5
WO T XM AR B HEAT 2 AR T, JRA
A IE) 57 25 b 1 H) 3 42 A AR iy 3592 5 5T FIGC-MS 4y
Mr, TEREY A BIFMOK . L-LysfiT A= FIPipfiT
AERINHPARR o b4k, FIH HARILHFMO1 & H i
AR ANEA S BT, IEBIFMO1 B 2/ FL-Pip i N-#
FAE ANHP (Hartmann et al., 2018). Z 5 A, il
T B I A SR, U T FMO1E INHP 5 BUN-
FALEE RN A5 FESZ(Chen et al., 2018). BRiiFE
NHP4, S AESUL R J A U B — FINHP- OB &5 5 )
(Chen et al., 2018; Hartmann and Zeier, 2018). #
I — KRBT T ] T IRAE MR AE A ReE, FF
NHP7ESARIE A% OAE AL 1 2 TESE .
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AR Pip 7E #0 e JF HH 8 15 3 FMOL AR 46 B % 5% )
H 5 SAR % = 2 &, R BINHP fg fill & — & 41
SAR I F: K {121k (Hartmann et al., 2018). {573
R, XL R IENHPAY & L R ALDL
SARD4FMIFMOL, 5 SAEW) & miAH ¢ 5 K 1ICS1 AN
EDSS5 (Enhanced Disease Susceptibility 5), LA ifi
1 # [N EDS1/PAD4fISARD1/CBP60g. It —%Y,
FENHP B 4206 A Tt v, W 3 EALD1. SARD4,
FMOL1FIICS1% 1% [ ifi(Chen et al., 2018), X L& B
FINHP RN 5E E & A A B, BT SAK)
WA R, R R R SARFE St gw FE BT TR I 4G B
FIH O IR BN 7.

3 Pip/NHP#z{5S R HITSARKIBE
EF

3.1 Pip/NHP{ESHRyKEEE LS

HR A 32 R IR 1 5 155 SAR 1 -4 20 WA 4 v Pip A 2
PME 4, Navarova: (2012)#2 H! 7 SARH PipfE fifi
B RSB AT ElE . BRI, M C-HUN PEFRIC Pip
JE R BEAT 55, T C-PipE B R EAK 1
O e #e B i v iR Fr, I B R R it (Y Pip RE
PAFR AR 7 30 R G v Hh 2 m A AR L (Wang et al.,
2018a). fHIFEEMAE, 1ER7I2TF 7L H, PipiB A\
AT =7 ST G iR A NS IO G 1 S
(Navarova et al., 2012; Chen et al., 2018). It4h, Pip
TEsard4 58 A2 AR bk 1) JR S H AR A R 2R B R
KT, TWAE R G i iR B R IR AR,
IXUETERE SCRE LR TEAEER AT, Pip e K
MR EB i i ] R 4 F (Ding et al., 2016; Hartmann
et al., 2017). Lt FHPipAaLL, FINHPAL 3 FER F
w7 AE R A fmo LA MR I R G e bk, I HAE
NHP G [ fmo LR Pk )zt s i oo P 2INHP- COBE 25
GW. 1Z4ERRVINHPEIL OB AT A A # 3 t
(Chen et al., 2018). #Aif, 1A REHEBRPipFINHPH
W) B R AR AE N TR, PR & Pip FINHP A i
JR AR 2 B 13808 P RE 22 003G — A s N T s ag
W, MIMA R T H UEAE R A S 3w 2 (A
A .
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3.2 Pip/NHP{SS*}SARKIFE

3.21 NHPESAE{ExSARKIIAIE
FEHM SR T BN SAJG, M SAKF-THim, B
B3 — RINGTHAR R I R R IE, I sk 0t Fe
27 A8 370 5 A 12 L I 4K 4T 77 (Delaney et al.,
1995; Nawrath and Métraux, 1999; Thibaud-Nissen
etal., 2006). 4 PipTisb#ns, B4R 7+ SA
7 FPRIKIA® T, Hfmol A1k PR1E A &
%A Tt (Bernsdorff et al., 2016). 11 /£ SALEY) & ik
e 248 phsid2 4, A1t Pip FINHP % 5 (1 Hi ikt &
FR T E R (Hartmann et al., 2018), £HNHPE
A TCRSATE S HUIE RN ) FEE T fg . Tald1F1fmol
U 1k SE I 45 SRR WY, 7R JR AR5 5 U SAR
NHP {2 i AR Ge 1) R 43, T A =& M = 41 41
SAA)4 Hi(Mishina and Zeier, 2006; Navarova
et al., 2012; Bernsdorff et al., 2016; Hartmann et al.,
2018). fEEw M v, SARIRIEA T =5 T Pip MINHP
AR 8o DR, 7EIX —Fr BANHP AR (R i SARI A &
B HUH &, fEiim i frd, NHP/KFESA S T4k
1 2 2 A7 Tt (Hartmann et al., 2018). [A i, NHP Al
SAEAE R FE1E B TRV AR B i Bt 35 - AFAE
TR EAE RN, SX RN R T FRFTIR N L=
E 18 W) B3 18 R 488 7 W 19 P [ F FH (Memelink,
2009). #AM0, NHPEAEW BA ML TSAR 733, S
IR, LIREIMESAILESARAK &, #fi ] /£ SAKR
= I 5 A8 R WL %2 B NHP AT Pip % S 16 Bt o 2%
(Bernsdorff et al., 2016; Hartmann et al., 2018).
NHPFISA(G 5 &5 73 ML AFAE T B fili o, 3 3USA
A Pip/NHP [ f) sid2/ald 1 358 25 1 i 41 1 12 YL
FERHHR T /) & H B R AR K B 55 (Bernsdorff et al.,
2016).

3.2.2 NHP&EINPR1HIESAR

SAi A 87 481 5 B ER A s RS FNPRAN S0 7E42
Bl A, SAZKCFHRTHEAENPRA M A 5t 7 7 3|
YHfik%(Mou et al., 2003). [JFSAENPR14E 4, it
HEBUWEAH G B R 3Rk, M S0 S = B (Wu - et
al., 2012; Ding et al., 2018). [H]i}, NPR1 2 5 J7 {4
7% S SARM L E B 73 (Ding et al.,, 2020). {EHEIF
npriiE bR KA, AR Pip 51 & I SAR UMK
e Uk 55, & B NHP i& 12 38 i NPR1 £ i3 {5 5
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(Navarova et al., 2012). 1L 55 7+ npr1 5848 A 4% 2 b Al
YN R AR R Y, AR IRNHP 46 44 T8 7% 5 SAR
(Liu et al., 2020; Yildiz et al., 2021). 24NHPJii T-sid2
{0 Jed 38 P B, 328 g R 7R AR R BE I SAR R BE, {H
npri AR A AISid2/npri W TR AL A TESAR R B o IX R
B NHP 3@ i 14~ £ Z K 8 SARINPR1 (1 i& 12 i 5
SAR, VLR AN RE H AT T SAEAT AR M HINPR 1 ()
#1215 S$SAR. St —%, nprithNHPE S5t
45 2K b sid 244 v ) B 7= (Yildiz et al., 2021).

H AT, AT ZNPR1 41 % 2 NHP AT SA K 4
EEWOE TR . — 71, NHPH] AE42 ENPR1YE NSAS
PRI PE KT, AT 38 5 SA R & (A S s . sk
I, NPRAR % 57K B 5 FMENHPELPip 2 87 1 58 11
J+ & (Hartmann et al., 2018; Yildiz et al., 2021), H.
fEcamtal/2/3/sid275 5t T, NHP /K5 g B H
NPR1E A A& 5 IEA % (Kim et al., 2020; Sun et
al., 2020). 4Rifi, HEHFNPRAI: AL MAZ H iR &,
T A% AR 5 A2 LA 73 10 = DR i P R # T e ) 0 B2 5%
2z —(Kim et al., 2020). Ak, KILIEAEY)SE R
AR KT, NPR1E L4 TH % SAR (Ding et al.,
2020). % &2 SAFINHPLE R ER A ¥4 LSS5 #4077 TH
FIARALPE, NPR1E AT [H B 9 SAFINHP ) 52 1A K i
SENHPRRENZ . SR, Ta4 45 G 9250 R ae il 2]
NHP5NPR145 4, BLEFSACHINPRISE & . A
fI52&, NPR15 H [HJ5 & ANPR3/4 L /ENHPAY) & %,
MISATaA & 15 = 244 FH (Liu et al., 2020).

3.2.3 NHP#EH (B8) X SARKY F1 A=

FEBENHP R &I, NHP-H %] 8% 45 & V) W08 I AE 2
s B B A SAR TR s ALR, JRKE T NHPAEY)
& L EIALDLIFIFMOL (Chen et al., 2018; Hart-
mann and Zeier, 2018; Hartmann et al., 2018). £ 3-
HNHPHE AL B K i A2 v, UGT76B1IR tR A A 32 %
(g, ROUGT76BLEL sk KF- 5NHPAEY) & )
e RIAE 200 JF AR N AR I 38 R ge itk B3, H AN Pipis
52 4t (Bernsdorff et al., 2016; Hartmann et al.,
2018; Hartmann and Zeier, 2019). F5z b, ficf4
M SR FER B, R R P AR AE R IR INHP-N-
O-7#i %] B £ (NHP-N-O-glucoside, NHPG), H. 323 )5
7 S SAMEE Ik TNHPAIUGT76B1 (Bauer et
al., 2021; Cai et al., 2021; Holmes et al., 2021;

Mohnike et al., 2021). 4fifk 1) EHUGT76B17E A 4h
PAUDP 7 & B NG b s & BT 20, BENHPH AL A
NHPG (Bauer et al., 2021; Cai et al., 2021; Holmes
etal., 2021; Mohnike et al., 2021). IIt4), H2FNHP
45 A5 MINHPH 25 4 5 (NHP glucose ester, NHPGE)
WA FF I AR 8, DAmA SO JEAR R NAR, (EBk ST T
UGT76B1 f1 SA {5 5 i& 1£ (Hartmann and Zeier,
2018; Bauer et al., 2021),

FEALRE T A, UGT76B1 A AT 58 51 9 5 44
FRMEH RGN B R0 5 R I ugt76b 1R AR 14
RFFRIF, UGT76B1/ ENHPGIHIEY & i, I
F B2 i B AR BT I SAGH! Rl . (H1FEE
[, 7EHFE it R IAUGT76BLENHPAISAH %
- B B 4 B (R BT B 3l AT K e e A1 Ui 25
NHPFISATE 42 Fhof i 3 F8 bk R S it AR R, 958
bR T HAR T A R R . PR, UGT76B1
i 2 TA A MR LA S ) BRI 5E 422 R SAR  (Bauer
et al., 2021; Cai et al., 2021). SHRML, LUFEF T
UGT76B15ALD1FIFMOLLE % jifi/INH- v i s H 35k
i, REBH LU FINHPG A 48 i, i NHPAC 2
WD, X R T AN IERIEALDL A FMOL R il % 37t vt
/N SAR N A FT B P (Mohnike et al., 2021). -
AR, UGT76BA7EN IR 7R 75 T #4125 [F I B¢
iX THEENHPFISAR KT, L HAESARTE S5 3
Zbh BHEEEH.

4 BHEERE

TEYLE WO IR B IR Y5, SARBENE SR R4 HT
P, HIEME S SARURA G, Jfnlid A T SA
M5 S B = N . W T, 7658 207 i 5 il
VM HAE AR, Pip/NHPIE i SATEHK #i IS A
RS FSAR. AHEMRZ B0 JE R AR Qe mt, BRI
NHP ] LA SZ B ARZ 1 Je 38 - v 7% 20 21328 iy 1) R 42
Mh, I SRS, 1% N8 SAR R 15 E N
5, FEEIRKFERE LARHTNPR . [AHS, NHP A g
BT AR SARIE R FSAR. W1 AR Get il &,
NHP R 2 1 2 S BUR Y7k 1 SAR R B 3, 1] H
SAZHSRNHPIE T 4K 8T NPRIS 12 5 5 1 B 18 )
N, —J7 T, Pip/NHPH] % T J5 3 Fl 4 & 20 21 +h SAIY)
ERG; BT, RGEHAFPip/NHP M kA K
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SAG NHPG
N\ A
\\ /
Y. \/
SAR
UGT76B1 y\
@D [
P AN\ R - N
JMeSA [SA < ... Pip/NHP <
R H |
SAG NHPG !
s ez @remamT |
N oy ﬁﬁ :
MeSA [SA o~ NHP--,
AN ~ '
A AED Fvio
EDs5) Pip -
{ - SARD4
=D aup }

B UREEER (Pip)/N-F2HEIRIE B (NHP) K A= 20 & i g 15 S LT REEIRAB HE DL (SAR) K 451 F

PRI SRR S O SARZE LI FE FF A N 2% . NHP 5 /K482 (SA)IE [ 3K 30 £ ZISARE Fi24% . SAHICS1. EDS5HIPBS3 M43
KIR(CA)ITER A IR, PipHIALD1FISARDA NI 2 Ha (Lys) T e & ik, FHilid FMO13#E— & INHP . Pip/NHP AT 3E 71 57 #4412 Fliz
uiit A, T SAMB T SAF IL AL EE(MeSA)TE BB Bliz i A . Ik, REEM AL IINHPK I GG T, TS SINPRAKAE 1
ERSARKN, ANHPAKFF e TSA, RILNHPIE gl (a3 FIHSANK 7 SIS SARK N o L4k, NHP/SAY S 114 3% [ il
TS INUGT76BA R B 4 fRAR U B AIvE 14, 4 SAFINHPHEAY, 5505 15 2 /K 1 B2 (SAG) FINHP-N-O-7 & B 1 (NHPG), M IKSAR
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Figure 1 Biosynthetic pathway of pipecolic acid (Pip)/N-hydroxy-pipecolic acid (NHP) and its regulation in systemic acquired
resistance (SAR)

Figure shows a schematic diagram of regulatory network in the process of pathogen induced SAR establishment. NHP and SA
jointly drives the main SAR induction pathway. While SA is synthesized from chorismic acid (CA) by ICS1, EDS5 and PBS3, Pip
is synthesized from Lys by ALD1 and SARD4, and then NHP is further synthesized by FMO1. Pip/NHP can be transported to
distal leaves through phloem, while SA can be transferred to distal leaves in the form of MeSA. Therefore, the level of NHP in leaf
tissue of the system begins to rise, which starts the NPR1 dependent transcriptional SAR response, and the increase of NHP
level takes priority with SA, which means, NHP can also activate the SAR response by indirectly upregulating SA. In addition,
NHP/SA induced transcriptional response converts SA and NHP into SA-O-b-glucoside (SAG) and NHP-N-O-glucoside (NHPG)
by increasing the activities of UGT76B1 and other catabolic enzymes, thereby reducing the levels of SAR active metabolites NHP
and SA and reducing or terminating SAR response at the system level. Brown route represents SA pathway; Blue route repre-
sents Pip/NHP pathway; T-shaped arrow indicates inhibition; Brown and blue dotted lines indicate long-distance transportation;
Red dotted line indicates the induction of pathogen.
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Research Progress of Mobile Signal Pip/NHP in Systemic
Acquired Resistance
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Abstract Systemic acquired resistance (SAR) is a long-lasting broad-spectrum resistance at the whole plant level acti-
vated by the primary infection of pathogenic microorganisms at local leaves. The signals generated rapidly at the initial
infection site can be transmitted to other parts of the plant through the phloem to activate SAR. Pipecolic acid (Pip) and
N-hydroxy-pipecolic acid (NHP), as newly discovered mobile signal molecules, play important roles in SAR signaling
pathway. Here, we mainly review the latest research progress in the synthesis, transportation of Pip/NHP and their regu-
lation of SAR.
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