i E A AEY) 2424 9] Chinese Journal of Cell Biology 2021, 43(12): 22842293 DOI: 10.11844/cjcb.2021.12.0002

FFL)LRIR

BRFHAA N % 4%, BmRFEAFESRFFEFRREK, BLESH. B
WA R ABEERTEREREGHERAEZ AR LAER G
T ETE, AFERFAHNREDRIL E ARG RANATRT. THE
Nature. Cell Res~ Advanced Science~ Nat Commun. PNAS. EMBO J.
PLoS Biology% [E frsn 4 22 %5 E A R F AW XTORE o
http:/life.finu.edu.cn/f1/3b/c4524a127291/page.htm

REENIS IR AR E AR BRI 2P R ER

BINRDE BRFFD BRIEAR R
(HE IV K2 A A Bl 22 e, AR 350117; 285 J7 AE MBS 2T 7R oy, AR 350117)

WE BRI E GRS B BRI ) A A T ANIKR & A EE e 1546,
EEHREANEN FHX, EHERBHRA—FRARBE, B LIVBAE ik A %6 78 £ miest
EILI00FT L &, TNF B ARG REF S, e 2eyminitfz, L9, LgtRk. Sidl.
SetAZ LtpM 3 i & & N3 18 £ & Q4B HAIEAR, #m B & & RdiE E\%/Léﬁ}‘l\.’ff ZIMNE
B & 69 3R] 4B A4S Bl AR K SR & & 09 45 5 o RE A Bk RS A 5 B B SR AL B9 &
F %oy @ AT SRR T, A BERRAE A AN 2B A A B BUR A2 F e94E LRI RS

KA FEME B SURNLE BEEE; B R

Role of Glycosylation in Pathogenesis of Legionella pneumophila
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Abstract Glycosylation found widely in various organisms is a post-translational modification
catalyzed by glycosyltransferase, which is closely related to the virulence of pathogenic bacteria. Legionella

pneumophila, an intracellular pathogenic bacteria, secretes approximately 300 protein effectors to host cells
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by its IVB secretion system. Those effectors perform various post-translational modifications of host proteins

and hijack host cell processes. Effetors with glycosyltransferase activity, like Lgt family, Sidl, SetA, and LtpM,

etc., mediate glycosylation on host proteins, so that regulating host protein translation and vesicular trafficking.

Here, pathogenesis of L. pneumophila, structure and function of effectors with glycosyltransferase activity, and

relationship of glycosylation and pathogenesis of pathogenic bacteria are reviewed, which will provide a reference

for understanding action mechanism of glycosylation in the pathogenic process of L. pneumophila.
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Table 1 Glycosyltransferases of L. pneumophila

FEA RN EA T JEA 7R

Gene Effecor Function Substrate Reference

Lpgl368 Lgtl Glucosyltransferase eEF1A [55-56]

Lpg2862 Lgt2 Glucosyltransferase eEF1A [55-56]

Lpgl488 Lgt3 Glucosyltransferase eEF1A [55-56]

Lpgl978 SetA Glucoside hydrolase TFEB [58]
Glucosyltransferase

Lpg2504 Sidl Mannose hydrolase eEF1A [59]
Glucoside hydrolase eEF1AY

Lpp0356 LtpM Glucoside hydrolase Unknown [60]

(A)

(B)

Mg2+

Asp246/°
Asp248 ,

11e247 z

UDP-glucose

A. B: Lgt FIEERSEIE], S8 OAURN-IR i ik, s OACRPEIL M BRSS M, T AR C-am gk, 2K 1 A3k flexible loop; C: Lgtl ' DayXDass

F 7 5 UDP-%8 & b 0 &

A,B: overall structure of Lgtl, N-terminal domain is indicated by yellow, glycosyltransferase domain is shown by green, and C-terminal domain is
colored in blue, and the flexible C-tail is represented by purple; C: the position of D24XD,ss motif and UDP-glucose in Lgtl.

E1l FEREFETEE L BEELet1 (L5 H(PDB_ID: 3JSZ)(1RiEEE SCRk[65]1&1%)
Fig.1 Structure of glycosyltransferase Lgtl from L. pneumophila (PDB_ID: 3JSZ) (modified from reference [65])
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