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TE  ADPAZAE & (L(ADP-ribosylation)Z — ) Z F & T EMAE NN E a FBE EE6, ©ERT —#mRZE

# # 7% ¥ (adenosine diphosphate ribosyltransferases, ARTs)f& 1k, 5% . % B ARTs3# it £ ADP-#Z ## A\NAD % 7% 2| 4%
Ry, #MRAEEEZHRNAR eI, REAHBAEEIRE. BERARNTHEN, RIAKRT EHN
ARTs, HEEZ-MEFZRAABRN EAMT ULEARTER, HAERANKRWEEZ, 25RENEGIE
WEMEH. AXKEE T ZHENARTSF B FADP-ZEE MBI ERZ/MERZ IR E G, NEEHE L
R R E R R UL RALE HATR R, BB THRNEMB A EADP-ZAE £ MBIy LEl, F+ 83— 5 EH
EEBREE TADP-EEENG R ANBURNERERF B, 47 H FRIMWETREARES S

EHHR  ADP-IEEEHE, K, B4, KA, EHAL

#H 1% J5 12 1ffi (post-translational modifications,
PTMs) R4 AL TR e AWM B A+, &
W AR E R ERL WG AR A B (E]
FRAH LA R &5 77 20, 0 EE A BT D e AT TR 4%, RIS N
EARAM LR, TR E AR MR S5 Th6
PR RE I A Ry, WS 5HFAE, B9
SEL R S, H L APTMs R 34k (glyco-
sylation). ®M®& 1t (phosphorylation). 72 &1L (ubiquiti-
nation). H2&4k(methylation). Zt{k (acetylation)Fl
ADP-1ZpE AL 2 Horh ADP-AZ B AL 1B 1 R G
AR R BIPTMs 2 —, BRI REEIR T4, 7EAh A
P se 4. Bihia SRV EOR P b & 4E EEEAY. A

BRI, EEARE Y, B AEYHEERAR X
BRI RS, HRHIZBM RS2 5 HARE 5 w
() G OB, AH TR A R B AR R AT I
T T R 1 R S R X R T
71, ADP-1ZKERAL CL48 O A B R 3 S R G
BB T A, AR AL, H B3 5E A s
TEAE T, ADP-#%EIEFE £ B (adenosine dipho-
sphate ribosyltransferases, ARTs)ix¥I1E NE: 1K F 4%
KIL, XHRA AN ADP-AZ K Ik 3 7% il 75 2% (bacterial
ADP-ribosyltransferase toxins, bARTTs). bARTTs7E4l]
B ARz, S NS IR B, 0 B SR AT
(Corynebacterium diphtheriae)~ FEGLINE (Vibrio cho-
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RXCEE: Y R ADP-IZ R K e B I ) 25 K HE iy B F 7 i3k e

lera). H HWEF B (Bordetella pertussis)~ AT #
(Clostridium  botulinum)FY &M EEEK F (Streptococcus
pyogene); TEHANIRJEAARMN T 718 5 M2 & (Pseudomonas
syringae)F1 B HU95 JEAKR U R Y 41 (Photorhabdus  Tu-
minescens)2™. bARTTsAE W 5 [R5 5 Ve I i 3=
SEbR R R E AR RRR AL, SRV TE 32 B A HTE T,
HEPCELFL IR A H ) RE. il A5 1T R X 41 P ARTs )
W FCIRHIIR N, R I — L8 HE 05 41 B 1R 08 £ 1 B
IH TR B 2/ PUEE R 0] DUE S H ADP-Z BE 3L 3% 4 il s
PEAZMGTE EANRD . 20 AR B s 5 A A R ) e
B BREEN T, TR AR K i
T, AT I E 5 A BT,

AR EXTOART T AT A B B A ADP-AZ 0l 2
B T BB 1 RN B 1 B A B 5 R /P R A AR
R BE AR R A B SR B 2 R TR B R 1 S ME AN AL )
HATERR, A BT AJE R N\ B A4 B ADP-AZ Bl 2
AL, Iyt — 5 ) B U B L T ADP-
EREEA B R BUR AL SR LR B, ] S
BITHE AR S

1 ADP-ZHERACB A BEL

ADP-#ZFEIEAL S — DB AW B R G, MR
H 2 5 ADP-AZ 0 B A0 S 11 R i 32 S C0 45 ADP- A% 0 2k
R BEAI ADP- L K iR, ARTSRERENAD 7K R
ADP-#HE(ADP ribose, ADPr)FHEL % (nicotinamide,
NAM), FE¥ADPr#2 2R 73 1 SR % BB
i A% R B L IR B |, S5 R% b 2 1A% i O- B
G, N-BEHF S ERS-HE Y. TARHs 7 508 W 1
ADPri]lR. ARTSIEMG R R A 2, KRR T &
HIR(ENA), E7] LR (L FEDNAFIRNA)(KE 1BA!
O)~ NP ZR(A4EF) 5 (B 1D).

MBS R RN, A 2 Rtk 4R
T g B MADPrI L, AT LA2) N L ADP- % HE 2 4L
(mono ADP-ribosylation, MARylation)#1Z ADP-1% ¥
J:4(mutil  ADP-ribosylation)'". #E#EADPri2 Bk IL
RZRRE, &7 N ADP-ZHE LA R ADP-#
PEF:AL (poly ADP-ribosylation, PARylation)3S. 14k,
AU S, 2 A ADP-1 0 R4l (mu-
til mono-ADP-ribosylation) 55 ADP-1% ¥ %4 (oligo
ADP-ribosylation). %)% % ADP-#% ¥ F: 4k (branched
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poly-ADP-ribosylation). &% ADP-#%F# & 4k (mixed
ADP-ribosylation)Z5™>"3 [ 1, #5182 82K, ARTsH]
53 A TE B ADP-1Z b8 5440 1) B ADP- 1% bl BE 4% 7%
fifi(mono ADP-ribosyl transferases, mART)FIE L TE B,
R ADP-#ZHH AL 1 SR ADP- I WE I #4 F2 Bif (poly  ADP-
ribosyl polymerase, PARP). 4l 1 4 K 2 2 ARTs ¥4 H.
NADPry PR R E A L, B ymART. H A /D4
H MR R KR IPARP Y I A BE & L2 B K BEADPrif
BEATAEE". BeAb, Sirtuins %Rt H A ADP-IREREAL
Bt g 1.

1 T ADP-AZ Kl = 7K g ] PR 2R AE JEAE B AR
THRAEGEAR, 7HFMacrodomain/K fif B (Macro-
domain hydrolases, FXMacroD/K &) DraGFE/K iR
5", MacroD7K fi# i 3% MacroDEE/K fif i . S ADP-
¥ B FL K #i B (poly  ADP-ribosyl glycohydrolase,
PARG). AU ADP-#Z W5 /K fi# i 1 (terminal ADPr gly-
cohydrolasel-like, TARG1) X TEEfili % 4] % (Legionella
pneumophila) 17 K I —Largl ™. #8 yMacroD
K AR Bl 235 K 045 EH 64> BT B R 5N o JE T B 1) — A
KB, TTPARGIE FA —MRFI [ N iy 18 {1 R e 45 44,
A 7K S ADP-Z B BAL IS,  H 72 20 B AR B
TcPARGAIDrPARGH 2",

2 T ARTSHYSEFER

AFARTs— 75| BAH Z e, (R LR T )
IRAMEV, (EAEAEAZ O X SR S5 M AR RSF. BT ARTs
HWEEG — N RMBHZ, — Mt/ HEEA— AN T
WeTe R AR, Bk N2135 Axd0 Ax 5541, R
PRSI F I T . 5 RS AR L, B
R =R, ARYE ML = BRI 41K, ARTsH43A
H-Y-E/D, R-S-EMIH-H-h(hA{F i Bk 5% 5 2% J 126",
Forp 7 T A AZ 0 DX SN 58— 25 BE(BBE-1) M4 5
FR(H)/FEZBR(R), 7157 SNAD G54 A0 T8 FLAAEQ
E-5) E B EBR(E)/ KL EF(D), 1 FINAD KA,
B 9% 3% BH 1% — 5% B i 3 1 8 A8 & i ARTs i 14 1%
PP FE A 7 RS FE T, NAD B ] i 76100 X 35,
TR K LR 2 & 88 i B sl B — KA s
IR I ERF, (EAKHINAD (1 i 2. Bk 1k i —
SirtuinZ %, HEBGARTFH M, K4 A
ARTs(#1).
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Figure 1 ADP ribosylation modification in different substrates. A: ADP-ribosylation in proteins; B: ADP-ribosylation in DNA; C: ADP-ribosylation

in RNA; D: ADP-ribosylation in small molecule antibiotics

2.1 H-Y-E/D2XARTs

H-Y-E/DZ8 ARTs LA Ik # 3K (diphtheria toxin,
DTX) MR, TG AWREER. FAE-FADP-AZ b
FEFE RS (rifampin ARTs, Arr)%§. 1X—ZSARTsE L%
O X3 A A H-Y-E/DE 7, B HAG — MRS K His, A

Tyr(3F— Nk AR 57) M — D GluslAsp”.  His 5 ADPr
[192"-OH AL % 1) -NH, JE il S8, Tyr-5 MG R A T
- HER, T Glu/Asp AT LARE 52 I 1 SR 648 v 1) ¢,

() AGRRAAMREEER. AMIHERA AR
HEEH-Y-E/DEF LMK 55 FEATEIINE
#A(exotoxin A). JHER#E# (cholix toxin)FIPARPs%.
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Table 1 Classification, substrates and target residues of bacterial ADP-ribosyltransferases”
ARTs & B iR By 225 R
H-Y-E/D
Diphtheria toxin eEF2 diphthamide-NH SSYHGTKP KGFYSTDN AEGSSSVEYINN [27,55]
Exotoxin A eEF2 diphthamide-NH VGYHGTFL RGFYIAGD EEEGGRLETILG [56]
Cholix toxin eEF2 diphthamide-NH VGYHGTNH GGLY VATH ESAGGEDETVIG [57]
CdPARP - - NLFHGSRN NGIYTASK GTYLKNTEFIVY [30]
Arr Rifampin C,-OH AYLHGTKA NHIYITQT PEGAIEDDPNVT [9]
SCO2860 Rifampin C,;-OH PFFHGTKA NHIYFTAL RTWRERLDAMRL [9]
Tre23" 23S rRNA helix 44 VFIHATNK GKVYITDV IRSPSRLEYTHE [58,59]
R-S-E
Cholera toxin G Arg201 KLYRADSR GYVSTSIS SPHPDEQEVSAL [60]
Heat-labile enterotoxin Gy Arg RLYRADSR GYVSTSLS SPHPYEQEVSAL [61]
ITota-toxin G-actin Argl77 IVYRRSGP NFISTSIG PGYAGEYEVLLN [62,63]
C2 toxin G-actin Argl77 TAYRRVDG SFSSTSLK SGFQDEQEILLN [64]
C3bot RhoA, B, C Asn41 MLFRGDDP ISTSLMNV SAFAGQLEMLLP [65]
C3stau2 RhoA, B, C RhoE/Rnd3 — YVYRLLNL GYSSTQLV TAYPGQQEVLLP [66]
Pertussis toxin Gy Csy351 TVYRYDSR AFVSTSSS ALATYQSEYLAH [67]
Scabin DNA Guanine-N2 TLYRSDSR PYVSTTYD HKWADQVEVAFP [37]
TceC3 G-actin Thr148 TLYRADNR VWVSTAIN HGPVNDAEISFL [68]
TecCS RhoA GIn61/63 VTYRYDSR AYLSTSAH GPQSGQAEILLP [68]
MTX EF-Tu Arg RLLRWDRR IFVSTTRA NPFPNEDEITFP [69]
SpvB G-Actin Thr148 VVYRGLKL AFMSTSPD AHFKGEAEMLFP [70,71]
Trel® FtsZ Argl74 ETYRGTTL GFMSTSAK SKYKNEAEVLYP [10]
SdeA” Ubiquitin Arg 42 RLFRGLNL TNASTTTE HGEGTESEFSVY [72]
Ceg3’ ANTs Arg 236 ILVRADGR ACASTEDL GEHDGEKEELVV
CteC’ Ubiquitin Thr66 LYLRTVSD YWSSATFI GREVEPTEAKIC [73]
H-H-h
Tptl ?;:EE//: - VLYHGTAR QYVHLSAD FYLGNDKVWLAD [43]
SCO3953 5'P-RNA - YLYHGTVA HDVHLSPD FHVSANGVWLTQ [74]
HABIIARTs
Tre™ EF-Tu Asp21 TVGRWMGP GTTHVAYP LVPTNEGWAKIV [12]
RhsP2" dsRNA 2'-OH IYYRTLSE SQEYDGKL NNALFKLEALKK [11]
ParT’ Prs Lys182, Ser202 SFWRIATD AIVYAASS VIVPEETNLLIN [52]
DarT’ ssDNA thymidine LREKKQAEFLVK [53,54]
6b protein Histone H3 - Y-T-Y-Y [51]

a) LI bR R R I B IR FR AL SR IE, Ar* IR N el T FE 3t e

15 TR T 455 ) $5 R 52 AR 85 - &85 Mg ik 47 52 45 B S AR TG
SEFIME P F A M R TN, ST AL =6
EH-Y-Ef. T H =B & — Dl e fil—NCL23%

SRR 1 W 2 2 ) = A RN I S R AL, 20 i)
Nz MEACESRIIE. 5y (o BES T S5 AL AT 52 1A &5 5 45
PO B I S B R Y R B, JLCHR I
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PEIRA R 2448 R (KI2A), MHFR 35 R BEAR S5 M 5 HAR
LA(E2B). FEDTXH, His21 M Tyr65% 5NAD 45 &,
Glul4S7EMEAL AP SCHEE . Ik K AELS ANAD 2
BT, CL2M ST RRA 7 1 25 [B) 45 K4 I 2 1 27 VA 2,
LEANAD Z G, WEABREF I IS 481
GRAEASA, TR B e ey X TE 22 M R R Mok, I
AR TP HeFE2 b 1F M7 19 00K = H it 7
HERE QSRR e e, 25, Gluldsius ieE —
FH i FR I K PR R0, WP NDADY T FR N - o R AT SR A I
L geAh, WERTREY, EAmAFRAGE
ADP-#ZFEIL RSB DI RE, th DAH-Y-EVE AL = B,
ZEFHGIlR T FIR I ThEESL, 3BT LA HE L K
S T EADPHE R ZE (D, PARPSTE4H 1 7 5
D, HETAE E W28 2 KR K LB JEADP-#%
B A RS B M A ARTS, {HH 752 540 5 P AR
R AR X 4 B PARPs S5 A4 (T 58t AH R A,
ELRISR E PE B8 FE W (Herpetosiphon  aurantiacus)FI3R
XMERR 1 (Clostridium  difficile)[fIPARP5 N\ 28PARP17E
g L AERARAL, X B BF FEBAE HEAT 0,

(2) R4 ADP-EZ ML LB, FlAET &M
BRI 45 R0 RN E 4 C R A BR T 5 R R IR R /N oy
THAERZY, Bl SDNAKEIERNAR & 1B
I e 45 5 ke A3 1) ST BEL, AT 404 40 B RNA 2 Y
Xof AR ST (TR 25 LA AF 700 R B, R T 2 ol i 2
b ADP-#ZFEIEAL . HAMLERBERR AL AS 1, TS 2L
ERNAREE ML AR ML Hrp, Fl4ET7-ADP-
A% I e s Tt 35 TR 4 50095 40 T AN AR SO A B v T iz A7
1, B4R Arr ] LUK ADPrERE 2 AR E, B
ADP-AZHE AL FIAEF, AT T ORI R R, 2
T —E W 2. ST A HEE 2 A B (M-
cobacterium smegmatis)Arr[RIJREE A 5R M, ER—
MNRGEMIBEA, 2 TR HRB16 kDAL, HEA R
FATHIBIT & 2 GLE & TR BEE) M PI S alR e AL T
AN o JiE 2 (AT il — 2 IR R 24 B0 AL AR T 45 &

B A BIE M CR R R, TE4S A FIAE T2 5
TERL T — KRR, FRERML T — Al 71
DAY 5 R (E20)7). Arrls E A0 4H 1 ARTs %
A WS HF IR EED, HARA I FPH-Y-E ™ 4% A5
(I Glubk 3 4 AspHk FEHUAR, T A H-Y-Di 1 A7 i 5%
FF. GRA TR I (Asp84) AL T AR 1128 .44 B
HERIZE S APEEZ RIMIRM G A b, FEAr R E T

Gl R HIThae™. BEAk, Sk @ KI5 (4% 55 1 (Strepto-
myces coelicolor)[JSCO2860 2 Arr ¥ [FJRY), 1 H
AU R (E2D)”.

2.2 R-S-E3}ARTs

R-S-EZRARTSsIEME i 2, DLERLEHR
(cholera toxin, CTX)NfXZ. HH-Y-E/DZARTsHHLL,
HALF 58— &BEH M Argie B SHistHHFEMEH, 5
NAD' ) R B 5 B T i B ELAE L, BNAD g A7

555 I Ty oA A E A, Ser 5 MRBE R AZ b
AL BT REE, FENAD G4 048, T80
2% BE L HIGIn/Glu-X-Glu(Q/E-X-E)i2 F| /K fiENAD )
YEH, HAGIn/GlufE #ADPr[A IR IE R, 5
MRS IGIuS ENAD 2 TR R, B T R (MR-
S-EfEfbIE 7, ZISARTSIE VG VEAL fd HAT —ANERIR
[ ADP-#% B 34k 85 25 5 HT FA (ADP-ribosylating toxin
turn-turn loop, ARTT loop)Zithl, & H /\ N IEIRA
B X-X-0-X-X-E/Q-X-E(pE 7~ 75 T R FMPhe, Trp
FTyr), IXFRGE RIS T 3 M7 5 0 R G 1, X IR 4
SV SR AN e R R - R,

() EFLFRZE. RS MM IhRER A, &
L R F R T — 25 ACTHE(CT-like) T & . C2
FE(C2-like)TF E MC3FE(C3-like) B 2. CTHEHZ 2
WEEE A, AE— M S IR — AN 45 4 45 7 3,
FERREHELFER. A% E E (heat-labile en-
terotoxin)Fl Ef Fl %55 2 (pertussis toxin)%”". BICTX
NBI(EI2E) ), CTXAHE A5 K3 7 23 4L A, N ¥4
P18 REDTXW A S AR A, H B ART
EPE, R OIRERL R KIEFEERRM S, HER
HH— 2k B e R K B8, BB TE R Rt 2T
W5 1R Ak 45 A S5 Al 5 B 45 A 5 A A (LA T 3 DA AR 3
W &5-E T8 B TR AK), 21T 5 A% 40 2 1 32 14
ghE, R EAE ARTIS VE B30 2 5 40 B A2t \ 40 B
RIEHIhRE. ILiZBEHRE MR ANREAREEA
BRK, BABS MR MM, CORE B R AR i
#, R, 73082150 KDIFTAZ 73 Fl—A>
2980 kKDIBZ 5y, 7= ENEAR I (Clostridium  perfrin-
gens)r i lota®f % (Iota-toxin) & C2FF 55 25 (1 ML B AR
R, P EIEMEEE, HIaFIb 5 24L(E2F) P,
HATa B AT ARTIGE, &7 A 85 M1 A (0 Bt 4y, gt
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Cholera toxin lota toxin
(PDB: 1XTC, 2A5F) (PDB: 6KLO)

Diphtheria toxin Cholix toxin
(PDB: 1MDT) (PDB: 3Q90)

C3stau2 Scabin
(PDB: 10J2) (PDB: 5TLB)

| Arr $C02860
! (PDB: 2HW?2) (Uniprot: QORD91)

Tpt1 Tre™ 6b DarT
(PDB: 6E3A) (PDB: 7ZHM) (PDB: 3AQ2) (PDB: 70MV)

Bl 2 AFEHEARTSHISE . ML DA AMEAL R . A% O BFE N SR BE AR E, LUKy (3 7R, i H-Y-E/D, R-S-E%5%
AL TR I DU B R R (5 (1), NAD' DURFERA R (3 (0). IA~D/E/RH-Y-E/DJSARTs; KE~HERR-S-EJSARTs; &
I~LJi€7~H-H-h3& J2 A SEARTs

Figure 2 Structures, catalytic cores and catalytic motifs of different bacterial ARTs. Catalytic core structures are shown in pink. H-Y-E/D and R-S-E
key catalytic residues are shown as sticks models (cyan), and NAD or NAD analogs are shown as stick model (yellow). A~D: class H-Y-E/D ARTs,
E~H: class R-S-E ARTs, and I~L: class H-H-h and other class ARTs
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A = 200 B J RO 4 L 2 DTG A5 24 i i A 2R 5 4
o IbA] BUB B RS K, I 51adbE L &9,
MG AL B EAMMBN KRR AR, CONRER R
FE LB 3 R /NI — 28, A A S A IR ik,
— R EEADP-IZ MR R A, WA AR AT R I C34M)
fiff(C3 exoenzyme, C3bot). 47 (0 %] BR 1 (Staphylo-
coccus aureus)HIC3Staun2(F2G)F R %, 7L AI45 1
b, 2T ASEILFRNO A EEIEE AL R
EAFABRELGWAR LA EER, HXEERN
ARTZE5 638 (1) G5 A R P A7 i P A AR IR 57, 7RI
Yk b — E AR BA .

(2) Pierisinf1PierisinFEARTs. PierisinflPierisinf¥
ARTs & —/NRFEFE X DNARIYN T 7 5% . Pierisinf 4]
TERH W (Pieris  rapae) R K IL, P XUEEDNA 1%
P IE - (KIN2E L AT I 1A T T B i Y, +
NG W99 R AR T IE BE 55 1 (Streptomyces scabies)ff)Sca-
bin -5 Pierisin— 2 ¥ 51| RV E£40%", 2 084 25
VIRNSEF B, Bz, mEKR. B8
DNAIZE I AIDNA [ 5 BER fili 2 1 (N2 Sk i AT 12
PO Scabinth i 1 —/>g5 RS B B A 1,
5N MARTHT S, FHA R IR-S-EX: 7 (&
2H)LFRE, KW (8 B H I SCARP(HFRSCO5461) 5
Scabin A = FERI S5 HAR A, FF H A T78.4%[H 741
[RIPRIER, th BT ARTIE P

(3) HAEIIR-S-EZEARTs. Bl W 5T AT
AN, RIL— S4B 28 B H 1 B ADP-#Z B B AL 12 1
hie, 3 HA bz O AE 510 BAR ST, Silr o (1 vg fifi 22
B T4SS(type IV secretion system, T4SS)ZW &5
SidEs™*”, Lpg0181(Lart])*", Lpg0080(Ceg3)** 2 th H
AmARTIEE, 45#) E 2L MARTHTE, HR-S-E
AL IR IRSF, AT R-S-E28. [FIFE, T2 AT
953 JE 1 HH T3S S(type 111 secretion system, T3SS)XUW.
A CteCH @8 Tix — KM, A — 28 AFFIE RN 2 -
495 & F X (effector-immunity protein pairs, E-1 pairs)
ML, Blanyb i IR (Serratia proteamaculans)
HIT6SS(type VI secretion system, T6SS)ZXM 4
ADP-#Hil FE LR RN K T 1(type  Vsecretion ADP-
ribosyltransferase effector 1, Trel)[m](ij]é .3.2).

2.3 H-H-h3KARTs
YA ARTsTESE LT FEH, IBTE R T —2R AT H-H-

hRFIEEE PP 73 3¢, RSG5 S His Ml — A B /K Z 2L R
PRHE. IXRARTsTESEL Eiab =2, AR Tptl (L
KptA)FICCO527 P AN K. Tptl RIVEE £ 20 g v (g
tRNA 2'-BERFEFSEF(tRNA 2'-phosphotransferase), 7
T H AR NKptA. Tptl ZRTARRNABTE . R
IRNARE AN 2 5 ADP-1Z b5 3 A0 1 78 o A m] /b () g
iR R (Clostridium  thermocellum)ff)
Tptl £ 1 451 Sk AT (BI20), &N A Cli &8 3 —
ANBRIRGEIR, IF i — MRIRERGER R, N 45 F 4 =
A IR e - A Wi X TR MR R 1, Clin 45 g 8 ) 52 B
2 L ARTHT 2. BLARTptl/KptA RHAE 35 2 H-H-
V, HIZX I IR AR TR R, AT A7 5
DU R IE A —R-H-R-R-, F FLYEFTA M Tpt 14
HAPELRSE. MCCO527 5k & A 7E 41 1 Hh 7 A ¢
b KRB HIEAE (Caulobacter crescentus)i]
CCO05275 1 5 Tptl Cual i3k B A ML 51, 3+ H
1 A A H-H-ht 51,

2.4 SirtuinZ ER AKX RIARTSs

Sirtuin/2 B RETTBA(E S 18 5 85 F1 Sir2(silencing in-
formation regulator protein 2)f[FJ5E#, RISIRT R G E
FI(SIRT family proteins), & —FKIINAD i 2. Bk
P, Sirtuins B 2. 3 1 ML ER 4R B 1T 37 85,
ARTIEMET] e R 2 H i LBk A SR g (e 22 B Sir-
tuint% O 25 KR FINAD HI B 2 BRI S, T4 R
H ) 5 7 % 28 ADPrizt oim A% Bl 25 11 O-2" A2 JE J).O-
LB ADP-#Z B (O-acetyl-ADP-ribose, OAADPr). 1E
S 3 FE R Sirtuin S UENAD [l ADPrE 3 5 7, Bk
T EE ) £ 1 5 -O 1 452 T B A DPr-JIK 9 WP i 52 54
[, XANEEWIRREREIEHOAADPr  HH I i
FEmEAY, XA R R AL T Sirtuinf ART
WL B Z 2 W FL B I Sirtuin [F] Y5 5
SIRT1~7, HHSIRT1, SIRT6MISIRT7EA Bt £, Bk Fl
ADPRHEHE A 0 S 1, Sic2 RV 7E 40 B
WAz, W RGBT R R SIRT4
(MsSIRT4), Xk & BRI H 3K I ADP-#Z B 240 &
Wi (H Sirtuin 2% B ARTHE A EL Ho A AR TS
PERLES, HASH A& CRSF I H-Y-E/DER-S-EfE1L5E 7.

AR R B, T HIARTs BAREALAZ O B R 45 1)
Ry, (HEA AL EAIET. i, REGFEDITR
W (Salmonella  typhimurium) VI 733 2 G5 (T6SS) 7
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(R4 B FRhs™, B CH AL & — AN R E A %N
W Tre™, HAZ LS5 ARTsHEAAZ OARL, (HEA R
S ARG R =R, BRI S BARSE — AL
FER N Arg6, HR-S-EFFIZE = =75 H#His3 1l
Trp68HUAR, WX 5 F ML T KptAFICCO527 5K 1Kk
HREAN S L BT H-H-h = AR (112 4 23 A 5 U TR (Pseu-
domonas aeruginosa)fJT6SSE % & [1RhsP2, f- 7 T R-
S-EZ& 1 Arg(R1490) FIZRAIH-Y-DK ¥ Tyr(Y1524), i
AR F IR LR K IH Glu(E1576)! . o
FR I8 B (Rhizobium  radiobacter)TiFiHi(T-DNA)H 1]6b
EHSZFS5EYYN ARG E S R &AM TAER,
PRAM SIS B AT & — /NIl E B R Kk, E1E
ik b 522 BLARTsHRRL, (HEAG 58 AN A (1) {10
FY-T-Y-Y(Tyr66-Thr93-Tyr121-Tyr153)(&2K), I H.
Al HARTHE TP EmiRNAE K Y
o0 g A KB

BT — LS G0 B ol KRBT — B RHT B ARTS,
EALLFE K -Pi 5 2 (toxin-antitoxin, TA)R S H /7= H
W, iR B AARTE M, JFHBEMHHIREES 2
FEME. ParST 2 il AEW1E B2 0 Mt R BT I TAKS,
HrParTA M F H O AR /N FImART, 5 CAIHIARTSs
WA A RIEE, (5 /AL, AT FHR-Y-NEUA
TH-Y-E®?. DarTGHHIFE L5 % /0 BT B (Mycobacter-
ium tuberculosis)F K, DarTw] X DNABEAT &M,
DarG 78 47K REG IV A, 7T L 284>, ok
e (Thermus sp.)IDarT45 W (E2L) 2o, fRFI
Glul60 Ky F E PN FLRR, HARTTIA LG H AR A B
ARTsH I EK:, A H] T F & EEWDNARY,

3 Y0 ARTSHY JIRA AN i B IR B AL

3.1 H-Y-E/DRARTsHYJERYIARE ] B AR A AL

DTX KB 2 [0 I & BAZ A 32 20 it P 989 128 4
B FeEF2, LIE M HERFT 3 10 B R SR
AL B (4 405 25 A(ExoA)P ORIV EL YK B 1 IH R
2T B R AR AE e EF 2 1 35 4% 5 A XU — R i
(diphthamide) I ¥R iy -NH"™), |3 T X0 — F e for T
FE1TeEF2M [ 2 AGF- U0 X 5 A2 W5 AR PA s AH ELAVE
FIX Ik, #iEHi EADPr)E, eEF2ANREN S IKBE-t(RNA
R h, RATARGRLIE" BHifs T CTXAm
ExoA ) FARGE MR 5 P 52 S S5 850, 1R T 1%

838

& R AE MBS AL, 3R T A AR A
S E B R ST, LR TR L,
CTX/ExoAMINAD &5 & A7 i gL I R3S, A
NAD FURMIAFAERT, L1FR R AR ZIE T %,
T FEYFNAD FE M I 3E N7 ADP-#HE HEAL
NIER B E AT, CTXHIGIul4830E 7 XA —
R (R I IR PR 260, WP NCAD T F N - 4 3 AT SR A% I
HP R SR = SN IHLH, B S A =Bk H-
Y-EBEALIFFEENAD, K HK fif BN AMATE P
U5 B T (oxacarbenium ion) T [R)4A, 1% R 1ARE 5
B e BF 2 [ WU — F B IK EBR - N3 i - 3R A7 5%
Y, T2 ADPr-eEF27E It Je B2 A, S ML 5L
PR] DA A e 0 PR k88 2 R R A, RS R g
S 87 R AR AR AH ELATE F.

HiE 355 43 K AT B AR F ADP- A% Bl 5 5 % i
MsArr, CUNFHAEZ R RS, Arc-FltE
FREMESEH TR, A EESHAKERE S XK
B 52 N ATL 1) T i 2 3 5 A sp 8444 5E TR O Bk i i T
A SRR SR LV A AT 0, X AE 1 RAR P 5523 0 C R
T R R R B A RO AL C IR T,

Har, 40w kA JLAMPARPs B A 7ETE = 41 it
TR ADP-IZ AL BE 7y, H H B A PR IH-Y-E/D
ALIE R, (I BARTh e A F SRS AN 28, A 4%
RN, BIEHR R, Yot E (Photorhabdus lau-
mondii) VI HTI FH Rhs 7§ £ Tre23, tJE TH-Y-E/D7 32,
BB ZEA 23S RNA, Hil 55 444 KT G(EF-
G)I¥IGTPaseiF M, 1 i #maFHiE".

3.2 R-S-ERARTSsHIRYIAIHE [ 2B R AL ]

KZHARTsJE TR-S-E2K, #ILLH-Y-E/D2E, ARTT
IRRFIX — ZE ARTSTE i A7 1R 51 R [va) 8 ik 1 s 5 o 4%
PE R EEAEH.

TE FURZ A0 b B DL IR A 2 LB B B S AR O
B, AR SRR IR AN, DR R e ) ik
ARTSHL 2, CTHEE 2 T I8 &L 25 22 AR AT 1 AN inf
MimE R BN E RN E A, BTG,
(stimulatory heterotrimeric G-protein, G,)alV.2& 125201
PR IR (Arg201), FHG, A, HiMTETEcAMPIE 5
Y FRE, CoRfER P Hota®E R, C2BEUK
VIP2E: 2 2B B E, o ai e n] LUE
G-actinf1 25 1 770K R IR TR (Arg177), &1 )5 113
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WA HTADPrE R R 2 m AL P, SRR S
fRER, MR AR B 28 s A 7, m A —
SN R, BN R RIS R A Argl 77, W
1 K (Salmonella) ¥ SpvBY 7. T 7T H 0255 545
5 M &1iG,(inhibitory trimeric G-protein, G;)oMV 3 | )
S35 1AL R IR (Cys351)iRIE", TR0 A R A 1B
¥ FHGE A E5GPCRsEMEEL, 5G4 T 5GDP4
HIAREIRG, TE AL A cAMPI 4, M
2 E SR ALECT . R TR EE ST
TeeC3 I S 4k 45 15 L 50 8% 13 45 1 48 3% 75 2 PR ik 3k
(Thr148), MM FFIRNLENER (5 AR IKB4TIZE R 17, 12
BB EAREBEET. R, SRR
WS AR, R RERIEARE, S kA—FEr
AR G IR N JEC AR [ BRI (R S M B B
#l, B Fla-actinE SWERIPIAERIFIT, I_HET
NAD "/ & [fstrain-alleviation 5t 25 S iR BE 3X F o6t JEs 4)
IR [ 5 S P SR RO LY. Tota 2 f1a ARTT
IR 1 95 7 1 R R Ty 3 75 N I 4 ik N L3N 2
Bk 8 35 34 ELeul 10M B 2R TR
AU, TIE AN PR IEEEAEA. B FARTT
. HARGR I Argl 77FINAD = 2 ) i #E B &,
TERAEARTR BT, 58 RAE—E IR EHE.
ZSNIHLEINAD /K f#J5, Tarl K ADPr - fAMPH
SIPIAE, T P B T AT AR 0 0 i T IR B e A
H bR IE SR, SRADPIM R & A iEs. IshE
FIf Argl 77 flla®: 2 ARTTH _F [ Glu3 783 it T i A
A AR S Argl 77 R A EHE, AT Nk
7. W5 Argl TTH)5R 225 BINJE 1 X ADPridi AT SR A% B
#, FRADPr-Actin!®.

C3RF R MR NB)E (1 4215 N FRho %
B IGTPase. WFEAT I [ C3bothl 57 M it RhoA, B, C
IS A LA R AT I (Asnd ) TR FEBEATAE MY, RAE1E
M 5 Ab TS IR S IR ho T it 5 2R 2R A 45 & M B
PER®Y, (H 5 RAE MR A LR B 5 SRR AR B4
#17#1(guanine nucleotide dissociation inhibitor, GDI)F]
BRI ANH LS E R AT e A R
f)C3Stau2 & C3bot ) [FIJEEE R, AN AT LAMERhoA,
B, C, i&H] LMEiRhoE/Rnd3"*. [T C3REFE, L
PR IAT E TedE R E AR 15— R TeeCs
WA X Rho ABEATAENM, (HEE M HR I A & Asnd 1, T A2 5
63f1 4 E I (GIn63) .

PierisinZS 8 2 ()Y 22 DNA. LI 5
PR HE B B7 1 (Streptomyces  scabiei)]Scabin 1] LK #%
TR . 2%k B XUBE DN A FI KL R ZH DNA ) 1 N 14 i ik
| PIN2Z H(Guanine-N2) 17 ADP-AZ Hl B4k, 40T
N ,- ADP-% - 1-2"- [ 55 % T [N,-(ADP-ribos-1-y1)-2'-
deoxyguanosine]”. KI5 55 % B [{1SCO546 1 (HFR
ScARP)-5 Scabinft — 247 511 F1 = 4514 b B A = FEAH
e, B8 T Pierisin K i # &, (B AL i 22 1
T HeR A AT LN G 30 T BRI 2 R
(Bacillus sphaericus)f) 15 2 (Mosquitocidal toxin,
MTX)JRPIA FEDNA, 1T 2 KM AT 1 F 1B 3 4 fe
[A-F-EF-Tu(elongation factor Tu), 1&ifi k44 Arg L,
FEHEF-TuM e 5 GTPFIZ MBE-tRNATE Bife i€ 1 =T
ST, AT 0 200 8 2 A R o i,

R DIR-S-ERARTs IR E A L REE, 40,
T W8 s 22 [ 1 7 R LI 22 A ARTs A& 1 R S0 AN [+
SidEs S5 AT RE 7 A% Bl R A0 2 1172 3R (ubiquitin, Ub)
5T AR A IR I (Arga2) ™, i AR
IR EAZAN N P R AT R, T
FE AR RS EATEE. Lpg0080AILpg008 13X —XF %
N 2K RS %38 14 X ADP/ATP#4IZ i (ADP/ATP translo-
cases, ANTs)JEAT A] 1 ADP-AZ 34L&, PrlE) AT
LRIR I Re i iE 1 2 L P Lpg0080 A A ARTIE 14,
AIXTANTs F i Arg2363E 17121, MLpg0081 H 47 ARH
WEIE, BT ADP-RE R K REE™ . Tz AR
T4 J5 B B T3S SR B 1 Cte C I X 1 44 A 132
# LI Thro6 AT 55 S MEAS A, MM REWE 22 255
G DIB-12E Fou 2k B AR D 3 R T ) Tre 1
AR RS TS G R FsZ b 58 17460 K & R
(Argl174), il UL3h & E 5 A 105 3040 A R 2o 34
AN RE A, A B A B 2 [F) B 3208 52 B (A Tri Ll
Tk R A FAG M B 3 P i 7 v O RSN 1)V B Tre L4 H
B k.

3.3 H-H-hZEARTSs 1 JERYI AT ) R L A 0 AL

H-H-h% 32 /R Tptl, 76 KR 8+ sr, &
R & R RNA, HARTHE MR AR IL/E FLAHRNA
A PR BY 1) 3ok AR e 3o R 5 I B 2k R Y 4 1 A
A2 - ER T 7= A L EMRNA: 4%, tRNAK2'-BEER XS
NAD A% FEIC BT A% ML ids, T2 - IR-ADPH
PESEALRNA A B A, FEREHCH IHEERE. B 5, ADProA i
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H12-OH 5tRNA2'-BE IR & A B A8 #0 BUACtRNA 7=
W), [ A B ADPr-17, 2"- SRR,

3.4 SirtuinZ AR A ARTSs I JIRYIAIHE 7] 5
F R B

SirtuinZ & I ARTs A G T it b, B4 B3
24347 A, ATARGE U BLRIARTS, & A 1MEM )
JRAIBERT LR A0, AT DU IR, i, Sk E A
W B (Sphingobium sp. YBL2)HIPra T4 7 A KX BT
R 16 12 % b FE R 2 & ) (phosphoribosyl  pyropho-
sphate synthetase, Prs) I[fJLys1828%Ser202, iHit 4
K TR L) 6 s 3 40 R AR KAy, T ParS AT @ it 45
A A I A Par TG b s th FPar TR #E 4. Sk
H 25 1% 70 B B A1 1 3809 1% K % M 5 (Enteropatho-
genic Escherichia coli)i]DarT 4y jil " 5 1 Hh A5 5 5%
DNARJTNTCZE F MITTTE TCTH: 57 & A ADPAZ B 2
1k, BEMFH IEDNARIE #I5Y. DarT5ssDNAHIE A4
SRR, SRR AR T DNABE IR %8 5 42 1) 1
ML A, H ArgSUINEE A B REE, o LA B S
NAD FIDNARILE &, S 258 SN UKL #EAT Y.
Hilr 2, Eu T K IMDarTGHI R JEYDarTG1
MDarTG2 7] LAOR R A B e 52 Wk B AR AR G, (E IR
PRAE AL AR ol i = AR P R G PiDar T E
H B8R AR H 5 DNA S & B R B 10 40 B ) DarTG R 4,
T R T TARG PR R IIREI 2 FEME, A
0 T R G B A P K AR B (R B L) B,
A VRNANEYMME R E, Rl s
5% 5 L B (R hsP2 LAZH RN A Y,  LAAE)T 5145 5+
PER) 7 AFRNA,  RNAN T A% B FIAZ B8 A% R Il P 25 44
BRI A N B (RN ABEAT A8, X BUEERNA L 12'-OH
KIEADP-IZHEREAL, 40 2 BB R BOARNA TN L,
AT O

4 B4

IO

W& LA TR ARHRN, AT ADP-#ZHESE AL
RGN RZBEINE, KIWZBH Zihss 7 —%

S5 3k

HE L R, WDNAEH LGB E. 55
B BOBCRUB G RS A H RTX ARTs A
K FEAEEAZ AR I 2 AR, (H I ] — Lepjf
FRHHHARTsAM AT 2, T HIES5 T HAEY)
P )k P 5 4 LA R SO TR, [RIE, 4B ARTs 46
SE B TE R R EUR ML R T 5 T R
F AR 2 B .

S B R ARTs 3t L AT <35 10, e A i i A [F) 1 43
W ARG NTE FHREE S E5ME S, I HEXA
[7) B JES 40 3 A7 4 i DA T 38 92 S [ 1) 2 i AR O
ARTsH G KRV R~ B A GEAEMBRINEAR, X
AT Fh o RS A5, B KRG TP LATE S0 A2k
WAz . GEE MR E (ARSI R T H
(WNEF-Tu, eEF2). 40-& 421475 & H (WRho). GTP
TK AR B 1 (W 4H T 7 ZEAH R B FIFtsZ) 5. K2 IARTs
B4 R AETE RS R BRI . 45 &k e ol R A& Tk i
0% P 5 i 3 FONH, B 1T S ADP- % B 5L 5% F% ily
(PARP)TH-Y-ERE L 73 B R i 2 1R, B
AR AR,

H AT, X T40 5 o I ADP-R b Ak R Se 1 14y
TFAEFIHLEIAE 1 A BT, 40 Te 5 25 1 TocC3 4 57 PR
[ TheiR 2615 5 LI A T % XTI PARPI 2514
FIhEE MW T AL TP B B . MTXEARRE ] ] Arg
PRI ANE L, XTI SR S RN E S
WpgER) kg Y. Sirtuins, ParTAITptlHt = REEAIR-S-E
BH-Y-E/DEWIEET, BAHLH]S — B ARTs IT EA
[, XA R 2R Ty . B4, ARTsIEM I EYIAS
AGRE AT DNA. NyrTHitEE, BT LUZRNA.
XA ARTHE R 2 FE 1, T A8 A s 5 Bt
U, R BT T RERT %42, Ik4h, ADP-
KA T 1V 22 IR SETE N B R 073 1 A i AL
fil i 3 SAEH, IF BREE G =R ARG, Y2
o3 B B IE X LA P A R A e A 2, RIS 4R
PARBERYN T TEREZ. BERKR, BT
ARTSZE R FITHRERITE 7T, A B T AMTTX ARTs IR Al
REREE bR TR 2 (8] EAENLE = A F AR, E R
PR IR T PR AL A5
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Structural basis and research progress of bacterial
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ADP-ribosylation is a widespread post-translational modification of proteins in organisms catalyzed by adenosine diphosphate
ribosyltransferases (ARTs). Bacterial ARTs regulate the various life processes of host cells by transferring ADP-ribose from NAD to
specific substrates, ultimately helping them to reproduce and infect. To date, it has been found that in addition to classical ARTs,
bacterial toxin-antitoxin systems or effector proteins can also act as ARTs, recognizing a wide range of substrates and being involved
in a more diverse range of life processes. This article summarizes the classical ARTs and toxins/antitoxins or effector proteins with
ADP-ribosylation modification function, and reviews their structural characteristics and specificity and mechanisms of targeting
substrates and residues. It will help us to understand the bacterial ribosylation modification and elucidate the pathogenic mechanism
of important pathogenic bacteria based on the ADP-ribosylation modification system, and it will also provide a reference for
identifying new therapeutic targets.
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