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Figure 1 Biogenesis process of LDs

BT FE 2 IRBNIE BRI TEERIE T N« Ab it (8] B
R P B TR R R I B 4 R TR R T A R
B, {HSeipin & HEEEE [FYEY)Seil (JFFRF1d 1 E ML IS
FErpE e E S Seil L+ IR IREEH, Wl RE
T TAGHIA 3 BB AN, Seipin & HA HAEH & A
(ALDsZH3E K 7 1(LDAF 1) XNEM125) 3t [A 452 1 4H
ML FRLDsTE B I AZ UG 07 £, {H Seipinf¥ & LDs E B H 2L
R E MR 0 F R . 7ESeipinfi A, 4 ny
MITFIT2, LDAF1%5 8 (A4 LDs E ', A& A
WIPLIN3. JEWif A7 75 F B8 1 2(FIT2). PPIREA
4(reticulon 4)FISeipin 7HF BT /5 ) 40 i i LDs
AU BRER R AN, WA i S e AR e
TAG RAZ AN 45 45 ) T A A 2w o S U,
LDsTE RIS =20 HEAE5HELDsIIER. 24
TAGTEERM = L R 2| — @ FE R, LDsih 2z i
25 aCHE N G 3 . 40 AR5 R R E R A (o
PLIN3, FIT2, Seipin)lh XERFTAEH F{E#FLDs/EER
JIES /NP Kb T BB 46 B 2, AT BX B LD s [ 240 )5
JilHEE, AR AEERNIY. AN, B AR AR
Z 5 ALDs H 2E i 2. anSeipin R AR TR 45
FIFEER AR Qi T — AR OO SR e i s o )
40 578 7K BRE BRI 45 1 <47l > VA A v P IS ol A (g
AEEZPART — 5t H W DAG), W AKHLERTAGH] A
FCS AR B, MR SHLDsEA%. [F, SeipinffRi {43k
AREVINEN—A 5> TR T3, d ik BR i+ s
J3Z B () L TR T AELDs R/, FEHREL TR

WK F (WLDAF 1) {3 LDs IE 5 £E K 5 5 1a) 21517,
L EERAE 7S CLB A, ERE L AIFIT2 8 (A 5 i AR <r
(IR Bl 25 A, ] i e M i M R A i — Ik
X — IS FEAELDSIE BGR AR DAG R A &, it al
A I A I i 26 B SR LDs A A S5 R 1, A% LDs
[ ER s H 2 1 5 g U1,

LDsIERUMI 5 DU2D: LDsHIA KA k. H2ZEr4
Ji 53 LDs o] R ik 22 Fi A= 0 3 K B 5 B R LA
oK. FHAE— AL Z Ostwald# gk, X2
—ANEERS SRR B TRIOMEER, D
LDs P # oM i 53 (I TAGAITSE) )4k 2 34 5 T K LDs,
HH G AT R E R R Y, TR
FOR. BAREMLDsH, M SR 5 A /NLDs[al K
LDsHE %2, it #2023 18 5t AL /NLDs A 52
K HEFRAEMLDsHER Y. [F, Z#R R HLDsAH
K40 AL TS 5 S DFFARE N (CIDE) 2 H 5 ik
CIDEA, CIDEBFICIDECH}Bl 5 i, LDs3 M F e Jig ik
JILEE-4-14 2 (P1(4)P) /2 CIDE & H SE AL R85 5. PI
(HPE: M E ST E/rLDs K, it B4 4 CIDE
#EE(WCIDEC), 5| S CIDEE A MER¥izHEET
LDs-LDs# iz s (LDCS), it F s PE g W/ NLDs
M KLDsHIE MR, (2 LDsEiA Sk, X—idfE
SN A R T A A7 R R R A R R O S B D IR Y, AL,
RSN M T LDs S ER R EEA /2 LDs 1) 53 — P A= K 5 5K
ISR, ARF1-COPIE &4 (K0 ml ik /% FE M
B2, TAG S B (I GPAT4) BE % MERIE# &
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LDs™). BRCIDEZE [ MIGPAT44, &4 HoAth 2 4 nlil
i ER-LDs(ERTOLD) & 41 ifd i -LDs(CY TOLD)i 1% %
L3I TLDs, {EBELDsAE K420,

LDs 1) 575 A2 W) A 3 BH 240 i 2% B T & IR o
MRS TR T S A A RS SR A, S R
AU 25 AL S S5 2 17 45 22 Mol 3 B A RS B
DIAR P SR, LDs¥I TR A 1L R B A7 5 AR
VAR, TR YRR N A0 S 5 X —
FEI JE R IR G AR P U e R, R R B S
“BH- W ERFME: — 5T, LDsAIYE N KRR Gt B, 1@
T R E IR BT S S B (i R TR L IR B
Ay, ERIERETER). FfFRESENLIER
FaAS . DRI R A1 e B L SRR A5 5 0 56 T
3, TR AR SR BRI RE /0, — 7 Hl, W £
i B B AT BAFLDs A Rk A 5 ThRe, IR FEAE N
E IR S o, AL EE E SAEE 558
I, LDsTE &G 1 [R]85 OR300 FH &
(LR f 1, PR ES B R B gL i) R S
%[27,28].

2 PRGN SR R b A

RAR G % AR (B FETLR2, TLRAFIZ 32 14) 7 ke
XS FILDs AW A i EEEAE . s S Ak A Ji
A4 SRE 73 T B0 I TollBE 3244 (Toll-like  receptors,
TLRs) e 18 i il A 52 B L1 40 A (145 5 @ % 2
S5LDsHE L, X Reid i fE 32 A 0 40 i K1 F i dk
BRl 7~ (A0 55 WL 7 19 15 5 R Gi(bystander  amplifi-
cation-induced system).

2.1 FRTHS KRR HPE

VERNEEN ML, LDsEME XTI RJIFN)NE
M0z 5%, BIERNMSSEFEREERASE
TN % G, S aok 8 45 85 ARG R M B 028 S B 7
I3 SR R B G L, LDs A gk B LAt i R R A R,
DL R e R Bk, TIEENBRNGES
FARE, MMUOREE 32 FPUEGE AR RIE,
7 AR LDs 8 [ 57 4 R A SR 1 5 [ 120 787 &
G E SRR, LDs#E Y T T E 5 FGTPHE(INF-
inducible GTPases, IRGs)IJZHR L. ZFTILE T
FIRGSTELDs & 4, ¥ HFA A S R BERA. HE
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BHTE LS 5B —, (LR AN A A B (PHOX)
SRS DL SRR MEA(ROS) A 55—, WhBhHTE
JIk(cathelicidin) )5 61, 5=, EHIKS) H W LATE BRI
PR S A0,

LDsZ 5 %6 R0 B o e ad 7200 K R b i
R H——P0 A R e 55 2K (viperin). HT1R k2 B A Bt
R AN G % TS DhREIBH B Ik, Re4h & 9115 S 4t i
Wi, SECZRE RGO AMARIET Y, FUR KA #
ML 5 M LDs b i B 248 (1 AR FALHI AR AL i
B R N2 —FhS-IRH F AR A RR(SAM)ME, HERIL 2%
BRI TR R MR, % E A5 2 R R R A
FLAEF, TR Ak o 5 B0 55 403" I 4-3 7,47 WU
SMF = BEIR(AdhCTP) A &, AT 099 B A
. 4UBA ZERY Ak, dEdeE R AT {E N TLRY,
TLROFI Tt 25 25 KR B 1 (STING) I8 2% 1 > 22 2R
M, {EdtEdh T 3R A (E2). e
% DL B 5 77 s IRAK I FITNE 32 4440 52 K 16
(TRAF6)5 4 £ LDs, {2 TRAF6XIRAKIHEATIZ %R
B, gt TR R FIIRF) N F10i&E
S I RMTIREARP. R ke S XA
STING/F 51 i 7 %F WUEEDNA (dsDNA) V.2 i & 5 2
AVE F——# i B FF TANK 45 & I 1 (TBK 1) A
STINGE& H, (e TBK 1G4k i filh 2 TP 38 = A= 6L,
A RDIE, W ANPT B AR A S B A
W, WERELDsTEARU DhRe S5 F e /E FH 2 (a1 A
TE IR

2.2 LDs5 Rt

TERAEAETH, LDsHITE BUZAE 28 7 E 4 i & A%
AR A T A A O R PP ) F LA RS 4y, WA ER A,
TollFE 32 AR I B (FF 3 /£ TLR2, TLR3, TLR4, TLRS5,
TLR6FITLRO) &% S A 40 g LDsF 2 ) 54 ML
HIG7 peAh, TLRERSIHILDsI 22— N2 R EN FH
R, B RS 5 RSN ) 2 2 AR
k. NG AREGRIA . B0 SR B- AL DL K A
LDsAY) Rk A SCIE RS, TLRIEGE FHfILDsAEY R E
IR T DRI o A%, ) g Jo 4 e ) Y 2
FEAKLDsAR 2. St e R B, AETLR AT 1E B VR
M S R L R AE T 2 AR B 4. BT TLREK
R B 53 B R S PR TR AS [RS8 SR A, X R IR I
2H 22 FEVE VT RES LDsE R 7 fF) RS 5 3 9 A D608,
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Figure 2 The role of lipid droplets in pathogen infection

TLRIKS (15 5 38 B IE W [ 22 Pl s DR 1 IR 0,
BIanERE T K T (HIF). X2 AADLXR). L E5 )
P A 184 B W00 52 4K (peroxisome  proliferator-activated
receptors, PPARs)H [l B i 15 701k 45 & &5 I (SREBPs).
TXECRZ 2 AR SR B 573 2 20 M oA T o AR 2 11 B 22
fRRES, TR R IR h AR IR A I L[ 7 A1k
Uit S LDs AW il S % Bl i DR R 0K ) B S T I 1
B BAABRAS R T RE R A SRS AL 5. 22 A 98 3 W,
fEEWRA T, PPARy S8 % 5 S i) s J5
TREFERISER. B, 75 A H(BCG)BSE 4 Bk 1A
JEGerh, i JFAR RSB I CD36-CD11b/CD 142 /R 5 4
VMG S HEEPPARY, 1T _E R NG T R & BE(FASN) Al
LDsE FPln2[fRIE, WKALDs KEA K. XEELDsH

MO BB T B I IR RUE,  [RIRF, PPARyZ i)
INOSZIE AN 4 A /AIMAIE Ak, 11155 W 4T M 1) % T BE 3,
T R R e 37 5 #p:10. [RIINF, PPARYy I 5 RS
HINF-kBEF I, 22 i FE 98 0 HF 02 12F B VR 40 g i M2
BRERAMAL, TR H R T, o RN Bk
TR B A1 B A B —— A0 ) 55 18 32 B
1, TS IR A R T AOE VIR, T AR A R A g
W, LDsHT R AT A 107 R A5 SR B i -HIF -1 o0
B, TEURIAEET, LDsTE PR =2 28 B o A o (an
RIS AR AN A =45 &, BE0 38 50 5 B At
UEAN,  JO0E S B Ik R R AR K 22 B a1 DL 43 il
M7 RIEIER, Xy FEHELDs. BEA. 40
PR R R T, 20 B I 22 A 5 3 I e 8 T 3k
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LA 5201 B EGeE . Bl, /MRS AR T (pla-
telet-activating factor, PAF)ERPAFY) fiitiid 5 HGE
HARBSZAR(PAF-R)SS &, BOE 1 HRR AR AL %L
T S A N TR IR A A2(cPLA2) K AR 16
f&, BERBUHMRRIEAE VAR, &9 BN IKS)
F AR RO R, IR AR AR DU R IR AT VR N R4
5-HR4E A HE(5-lipoxy-genase, 5-LO)QilA:5(S)-#3 —
B PO SRR (S-HETE), #E— St R e . gkt
FEACHS T8 T 2 5 1 & I 7T 4% 5% R - PPARY B
FIBCR, ISR F IR 2(CCL2/MCP-1)5 S i@ %
G CCL2w] E il K [FJE 52 A CCR2, MAP#HE,
ERKAPI3K (5 Z il %, LA 7 38 o
JRLDsEM, T 5PAFS S 3L FEMI R T — ANk
% H R R 2, 3[R 428 98 RE I 0 28 i S
HIge.

LDsth 2 7= 248 2 Fi g LR 3P PE2R = FE R (eicosa-
noids), I H =4#iB4(leukotriene B4, LTB4)F1q(j ¥l R 2
E2(prostaglandins E2 , PGE2)fJE Z V&%) {ENAF
KA KR A B FT, LDsit S 5iX sy 115 )%
HH 22U S S 5 SRR, b4, LDSAR R £
P A PR U2 3228 e TR U 42 1 40 i 1R )
B AN/ B IAATAE B A DS E. ldn, 7 R4 iy
1, LTCASY J 5550 W5 5 % T8 I T I A g TR Pk
20 it SR (0 4 L DR IL-4) Y 2. 24 LDsAR 232 BH
i, LTCARIE B2 B, M5 BL-4 533 k161,
Ffeltth, TEERMEEMEA T, HHILD2FFRIL-6F0
IL-1BIIRIE KT, 1fi#h FEPGE2 Al WX — IR 1
SARS-CoV-2/& L1 FAZ A i, DGAT 1l 77 T 2
ILDs & KBS 2 )b cysLTRILTB4MI & i, FF FAAIK
CXCL10, IL-6, IL-8FITNE ) /KP4,

R, X5 A i 95 AH OC B LDs 2 F fid R AL
K, LDsAE R IR G N AN ] Bk 19 2H 50 77

3 LDs7ej R kg i £

FERRGLMERIA o, BEARMLDs 25 2 Fli I 44
MRS e, BAEREE. A HREANIEE. R
MMLDsHr A2 Fh 2 FE, Ml P9 S5 B Al BRI 7 3=
LDsib it G e R 40, (Al toR AR D 2 i py A A7 = A1
T 5 5 IR A RIS 23 R SR PS40, DL ST HOMURR Y
A Py B A A AP0
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3.1 SRR

GEWL AT B (Mycobacterium  tuberculosis, Mtb)
PP AER VR R AR, 51 RS R EE S BB 125
TINFETP2 5 A R A 7 2 — A 1 R il
FI PRI 2 G5 4, X PR ZF A I O B R A A, HL A
KEFRELDs®. G54 HiAT o 3 ZIR gL B g i, o
7 UATE MR AR BRI, WF 73 BE, 758 EORAS 1 B
YA b, LDsAIE A MebE 37 KI5, SR, 24 4N
HE TRy (IFN-y) e J5, HBTd S ILDs I e 44
BH 1M 3BT 5,

TERRGE R, A% B R H AR A A
FI3 R FRIELDs I AR, (it LA A7 0 ghi gy
ROFF B R A i 7 B U 451 = A B AR & A%, i
S A B e L AR A B T 1) BT (AR S A,
I FUR A, G5A% o RRT BRI R A A -5 A R
IRH B S TAGRISETE A BR A WAL RIVIRE /), IX—
I LA 15k 200 A A i A ) L 4 R R o
SRR B B A0, TS G AT B I TAG
B R VIR 9% 10 TR 1 AL F5 Tk 4 g A 5 B i Fac L6 LA
J HA5 Perilipinkf 454 ) 8 FAPPE 1500,

SERZ 5 BOFF B A L VRS 2096 R BE(T7SS) 418 3%
AR, EE SRS EE N R R IERZ O, H
o, ESX-1 R G0& 454% 70 B B e R B — AT 7SS
R AW RN R A R R E R E R B R
I LD PR R AR 8T 45 2% 70 SO B I ES X143 Wk &
Gt. BSX-150 W5 71K T ESAT-638 ik - b I it 1%
B IRE AR ELVE ST ) 2 Ak F2 0%, HIF-1a 8 3L
B SE K] Hig 206 5 4% 03 R AT 11 I8 /N BRUI 50 5 4 LDs
(T R A TR, TFN-y RS (RILDsTE B & 1 AR
P BB (3B PGE2FILXB,) (72 A4 B3 Je i Ak
WA S T 805 32 Ay (PPARY) R 6 R0, ix i
JIE 5 38 g R SZ AR TLR2 A TLROAH 2 S5 5, 23
15 EANM N LDs TR, SR, AT R R, LDs
(AR 2 2 5 0 R 9755 68 A% A AT T R L 1) — b 3 7
PEIAREIARE R, IR AN P 448 55 5 W 4 PR A 45
A AT R R 7, TR 3158 4T i P 5 4% 20 B AT 1 1
i W R 5 0 B i A AP G AT 3 AR ) B2,
SENZ A AT B B I LD s R K R O BB [ ' S M v
PrAE R0 DUIAVEMR . FIESF), TERE&LWIE, B3
PETHIRGLAL R IRE,  FAE BLDs-4H B $2 i 5t
W2 E AL, RN, LDsWAKpH. &Rk E R
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TSR AT fih e 0 26 2R (A DIk m ) A AR 3 4 7 2 A7
JERETR, R 28 AR T R X3 S B p I 4, St 4
ATP £ i FEL I 48 1 e 5 2E AR, HLLDsh & I R i 25 %)
IFa) 4 B 240 B 5T OB kA, RVE PR STAE RIS T A Bl
LDsiZi& SRR Mb VRN, S5 P 28 It T~ B R SR B A%
LR e, I8 2 0 SR A L SR 1 R R R, A
RIFFLRIR, GLIEAT,  ULIK M) R TG0 B ok P ]
BEAR— 2 I A A A PR AT [R] 0097, I iR HIE B T
LDs7EJ J T sk Gt A% mp 473 35 A0 << 5 BH ) W
it

3.2 B A

WE fiifi 22 [4] 8 (Legionella pneumophila)f&—Fp# =
PR R N o SR B, P51 N SRR = B 48, B 242 (]
g LO% 991w i 7 [ B 3 T 2 A e ) i A R N 48
M5, @it 4HE Dot/lem IV 24 73 R 5t (T4SS) #3002
Tl N 2R (1 i 2 E AR, T 3 o an st
FEULT21 D ST L P T T 7 1 3 BT BE
[ B 77 (legionella-containing vacuole, LCV)!. K&
WK, LCVIE R B FE I J LR B A0 3R
(1) WEAREELEE(PT) MPtdIns(3)P A PtdIns(4)P 41k,
X B LCV N i 1% BB € M) 5 48 2 50 W id
25 (ii) $¥FArf, Rab, RanflRapZ 1 /NG TPRE, 145
1 TR IZ BT, (1i) BRI SERRIE I ZEHL K
ARG

ERF) KB i & GTPEFSey 1 /atlastin3 7] {3k 1 fif 42
HIBELCV 45K S FL L ] ). dedlr (A 7 38 1, 4
FE R & (Dictyostelium discoideum, D. discoideum)
g it 4 [ B LCV 5 R R R B 5 I LDs A7 76 3% VI AH 1.
YER, T GTPEgSey 1 F1WE iti 4 [4] B 4B £ F LegG1AJ
RFHLCVETE ELDsHIAH EAEH. @ilksey 1K T8
ERZ5 4 75 . LCV-ERAH ELAE FH R A 48 1 52 1) 32 45
Je FALCV-LDsAH B A F 8255517,

WEFEARIL, 2 DA 7 R (A Ao R 2 I ) B0 5 2 4
PR ZE A T ) R AR FE—— R R AR B, LA
S ILDs A RELRTA. Fefldth, 7 A I B 4 i
J5 R B A LDs AR R IR RAE L LCV A [, 1Xw]
e T B 25 AR B LD s 5 W L3 ¥ LDs A FHALL
IR, BHETAG. SE. FALLKMRAE A, FFuiikik
iR E R R RARRE, SE#EAER
J 41 fy v it 2 ] B %508 5 1 Leg A 15/Ank DA i 2

5iZd e, MM EHLegA15/AnkD B 452 A1 T75 &
LDsH 5515 E IS Hi K Fpl15. 78 B35 A B A%
T, plIS{E AR IR IERFERIZ N 7 2 O T 5 K S5,
RAFLERE i IR IR e B (T RET). LegA15 511511
AMREZE RIS AR, Kipl 1551 £ LDs, —H &5
1 R IR AR (EI3), 531 3 g0 A L o
Wi, H—J7H, 6 FLDsIHEELCV L, Mifif#E
W fili 2 A B N1 ELDs LSEBLC VI AW AU,

Kz, W ZE A B e 4 W ) RUUR Bl Leg G
FLegA15¥i 415 ELDsARH, /- FLDsSLCVIAHH
YEF, K HBIGTPase Seyl/r SMEEI& AR, 1248
LDs5LCV AR E LR A, M I3 A1 3 kI8
(1 N TR 7.

3.3 GiEDITRE

AT FEVD T T IR (Salmonella enterica Typhimur-
ium) J& T2 RPIPEAN R, 2ol SEE R T E
PR 2 U8 R EAR)E, RO TIRE
REMG AL 2 — NP IR 0 B 161 3 B —— 5 VD 1] IR ) 259
(Salmonella-containing vacuole, SCV)""). SCVHITE L
AT V0T TR B 357 BN T B0 & (Salmonella
pathogenicity island, SPI)FEZ F 1 I 5 43 &R 5t
(T3SS): SPI-1AISPI-2(%%.  SPI-14E4H B HIHT AR YL
BURYEZE RBEVER, 11T SPI-2 )& 75 41 B H P 4k 22 41 i
P JE U AR FAEOS. RA 280D T R R e g 4
J0 )5 Ref% IR 15 5 BRI N LDs O AR BRAIAR R, 1%
I PR SPI- 1052, 3 5 i ] I I P e R g 1
B TR A2(PLA2) TG 1 BH IELDs TR i, 32 4m g
P 200 A 1) A K 52 3 1523,

A, SPI-2IT 412 RN 8 FISIfA, SselMISseLfE
TR 42 18 ELDs A 8l AR vh 3 5 5 S8 A
I, 0N R 1 Ssed FLAT M IR TE 14, AE N5 7E TS 40
A DA R R G R v g A [ B iR AL, T HE S LDs Y
T RS>0 Sse 5 R i 2 U] 2 5 S5 4t iy P LDs B %
4, SseL 2 53 —Ff I SPI-24w S (UM 2R 1, SN
RGP ST ASseL AR FR B Ye 2> T 8t E 41
TR B AR A AR R B, IR 51 R RGN i Y LDs Y
KEMRR, MXEEIRIAR T SseL ) £z RAGHHE L,
SseLitH i Vi 4415 2 40 1032 3= A I8 e 3 TRk e g
(O BRAR ). 2, SPI-1RISPI-24415 1% v & I 7
B ZEVD I IRBE A% 15 ELDs i AR 2 FL4m i iy
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Figure 3 Interaction between intracellular bacterial pathogens and host lipid droplets
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The Yin-Yang of lipid droplets in pathogenic bacterial infection:
from immunological guardian to pathogenic exploitation
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Lipid droplets (LDs) are dynamic and multifunctional organelles composed of a hydrophobic core of neutral lipids, a monolayer
phospholipid shell, and various associated proteins. They play a critical role in diverse processes such as lipid storage, energy
metabolism, membrane trafficking, and cellular signaling, thus linking them to a variety of diseases, including metabolic disorders,
cancer, and infectious diseases. In host-pathogen interactions, LDs exhibit a “Yin-Yang” dual role: on the one hand, as a core
component of the host interferon response, LDs not only serve as key hubs for activating interferon-signaling pathways but also help
establish an effective innate immune defense by modulating the intensity of the immune response in the early stages of pathogen
infection. On the other hand, various pathogens hijack LDs through mechanisms such as lipolysis regulation and membrane fusion,
utilizing them as nutrient sources and membrane components to create an intracellular niche favorable for their own replication. While
existing literature has reviewed the biogenesis and physiological functions of LDs within cells, this review focuses on the roles and
molecular mechanisms of LDs in innate immunity and bacterial infections, thereby providing new perspectives for developing LD-
based anti-infective therapeutics.
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