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Abstract

Pyogenic liver abscess (PLA) is a severe bacterial infection, whose incidence and risk of poor prog-
nosis have been on the rise in recent years. Hypervirulent Klebsiella pneumoniae and extended-
spectrum f-lactamase (ESBLs)-producing strains pose the most prominent challenges in this regard.
Studies have demonstrated that intestinal dysbiosis and intestinal barrier disruption facilitate bac-
terial translocation to the liver via the portal vein, which constitutes the initial step in the develop-
ment of liver abscess. Subsequent bidirectional dysfunction of the gut-liver axis exacerbates the in-
flammatory response and forms a vicious cycle. Uncontrolled infection can trigger systemic inflam-
matory response syndrome (SIRS) characterized by cytokine storm, which in turn leads to lympho-
penia, immunosuppression, and metabolic exhaustion. The condition may eventually progress to
sepsis and multiple organ dysfunction syndrome (MODS). This review systematically summarizes
the pathophysiological mechanisms of Enterobacteriaceae-associated pyogenic liver abscess, rang-
ing from intestinal colonization to systemic immunometabolic exhaustion, and further discusses
adjuvant therapeutic strategies such as microbial modulation, immunoregulation, and intensive
nutritional support. It is expected to provide a theoretical basis for optimizing clinical management
and improving patient prognosis.
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1. 5|

2B M FT R B (Pyogenic Liver Abscess, PLA) & B 41 B 12 AN FFIE S 20 BF 0 R BRPE AL e bR A8, 4 BR
RIRFFEETE, KE PLA S RFIFL) )y 2.3/10 J3, WMHER I B 5 K a5 12110 F5~18/10 /3, H4F
R HEE S ERAL. BET, BAT, B2 f 0w o X PLA & F R EUNE: RE—T2
RO FLAIN 897 i PLA BB, Horp 2895 [ 2212 il 98 v B A B B Gk 733 (15 81.7%) [2]. L
JER 2433 1 T i 25 55 7 A 4 50 75 471 7 (hypervirulent Klebsiella pneumoniae, hvPK)F172 481 -4 Bk i B i T
PR RHA B H 20 08 I BRAR, 5 R Ae B W R T, S 5t S A PR (P R R N 2%
JRR I GRS 2 38 B D RE SR A I RO, A e R A [3].

YRTIER L E N, 16T 2 RET IR A A RS MM 510, R R S om e mE EN
FEJ B AR BN —— B AN ik e e dzs, B 51 R A o B ROE I B 5 4 58 Tk, A AR E D)
RE R M IES R SO RS, B Z AR T T A SO N GIEGH e W - s e XA
o g5 5 FEFEE DU CBEIR T, RGBT o B e fof ey 3 A BEATL A, R b e I e BT (1 Bl B YA
IT AW -
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2. BERENEESHA: ARSI
2.1 BEREBRSHEESIL

Pt T S A0 T T S8R G 1 3= 0008 AR D i 8 v i A T 5 KA i, — B 90 LI i 3L A v
BRAFBUR R - T8 w2 PSRN A 2 S A RS AR TR 3R o AEMERRNM A R T8 A T A
R A A T A, b R BETE T T S IUAT B 1] 48 . SRl piA R . BT, K
ie i R R R R SR RO I, PP ITE AT R, S EORFEUR R L . You SEAK
BLpUAERRE I HI9S 1 1L-22 X hvKp 5 T (KT IRB KGR 57 15 T [4] o A5 P S 2R 0 55028 5 ZE AR B A AT
I RSz 0 7.59 A5 [5]. 1% 5F S R e UM GR . A2 PR L e e Rl S AE W B RS R . AR JORE
PN UL e 2 U )« JHEREAL DKk s i« i 8 ot oL PR VA 0 00 S50 B R A, I R I i 4 ) ) 5
RS RO, LTI, BGEE MR T, W E A R S R R, &
IRk R GRS ERTAE[6]. BEAh, T iE a2 hae ik s th o B N2 i 5 2 B ekt 18, feidt A s . I
Wb, T A P PP P e 5 DL A 2 A

VFZWTTCRY, Il o ) 228 8 5 B0 B (B A AT AP ) O S BEIN 3R, KM A ARl 2% o o H
T SR AT RS RERAG AL [7]. HAN S5 N8I FUALE B MART PLA S5 I IE e, RSl w2
PLA [RORBETE AR IR, il 28 3 o (H AR e 0 5 AR S I T i AR BB 2 E L0 e b 7 o sy
R . FoREREA . W 28 50 A0 B A BEBR IR 7E PLA BB H 3@ D IERe AR B 4. 5 i i REAE G
VRIS S PLA XS ARG, FREBH FE Ty, SRR HAEBR AR AT EAE I . A,
5 PLA JAUSE 5 A SC (RO BRMDSUBCRT B E il B v a2l 3R AT RE 2 TR AR 7 IRV AR ki [7]
CHEN %5 A FEiT 28 50 T A0 K1 BB MR G e/ BT et B, B i E e e i A8 Ak, s
VORI A2 KP 55 PLA JEEBUR AL — 8 73 [8]. MiBE R =0 HE BB B 1 AL i 6 S & A i
JEF G i £ 75 A E 71 (4] -

22. mEGRHETFSRAEE

J T B R R BT 2 O ZE RIS, A 2o U PR 1 88 B0 180 A e A T P4 o AL T B i o X —
TR R T 40 1 R T 2 b R AR e ThRe 2 4. AFME R E S Kupffer 4HJHFNAR OG f s 40 i 2
HUATE B T T8 BOR IR AN B 1 55— I8 B2k, Kupffer 4T L BRI A0 A6 s 0 41 it 2L A B8 v A0 400 0 3 I e
RETE BN 26 F FHISRANE, IR N, Kupffer 4IRS 77 A {2 56 410 i PR 1 A 1 DR - B g 11 Hh e R 4
JfL R B R 2 ) AR, DUR BRI ANz R gL 0 H 09[9]0 FEMS T . BRI gg S5 5 iR
AF, Kupffer I FAIEDIREZH, TTIEABOEMNZINAIRE, SEANFEER AR EMER. sl
Jiti 9 v B A (WPK) A, R, eI AL . SRR A . BB A A S8 /) R [10]. il 48 v i
AF1 B DRSS TR gl v 77 30 Sl ik TLR4-PI3Ka-AKT A5 5 5l i 5 A PR KL AH i 71 B BIE(NETS) I T B S f A C3
DURR. NETS f3RH A KA B, I FEAR B 0 S BUfAR F ik 28 & 9 R854 . #MAk C3 I KB DTS A R 4545
FEYIRR[11], WK 1.

2.3. BEEESEM

B T ANBE 08 D R E AP UA G ThRE R AN, T8 EB eSS aEMRmEERE T REEEH, —
TRUEL X K A BT RO RIE 0 A B, T = 38 A R 3 D) 3R 3 () e JHR e T2 B Py 5 S o X — S8R ) B 7 v Ak T
LI B, BUEIEE R, 8L R 2 3L R MERRH IR, HAZ P AT REYE T TLR4 SRR %
JEfE S ImB B R RE 2R, RETAMETERGYE M B AR E R R [12]
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Figure 1. Molecular mechanisms underlying bacterial translocation to the liver in the
context of gut microbiota dysbiosis
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3. B3 - FFaRNEBESERE
3.1. B - AR S TR ThRE

1998 4, [HFREAESMIE L K L HUR BRI R G HIE T “ Mo - Bl BAe, 18 HiiE IR
AW PRE 2 R AL 3 DTSR S, AL 3 A B TR EIE S AR dA Se B, R AR B AR 1T
s 2 7% i M P TR K EE AT, 5 A S R A R . R R A S A A I T R A
ATAEND, XL 50T 2 R T I 254 5 AQ T B BAT AR . S UlRI, i sd st AR v i ik
HER K 2 R G R P 0 1 28 3, WOV 4% P T TR e A 2 5 I o P e B - A2 AL AR 4 455 AR
A G BE R RE 1 AL RR[13]

3.2. RN THIRS - FFHEEL

TENAAT BRI R A R R R b, W - PR s X ELBE R IR R . — 7T, BYRET, B
T8 BF B A 0 B A [14] 0 53— J5 T, RIS 5 R 1 4 5 980 S B St — S0 e 3 i B et ER , T A
BAEEFA[15]

TERGORETY, WpIER R G D fe 5 n] S BRI T BERERS,  BUERE G IRV E 77 R L iE W AR
WA A a e DU b R I8 TR R GE, T X FEE U 1 25 4 e B v 5 AR B T RE PR AR AR
Wi o [R5 i T R B A DL 5 B AR 3 AT & [ T bk RS Ao 28 HF U, O 5 FFFIE 4 B ) e 3 4 P (A0 Kupffer
M) R AEA HAER . 400 AR R Bl R R RSE . RIS R N S s S Uy
JRERE, AMXE B 2 A0, 38 w0 I b S e i e O 7 AR R SR R, ik — P I E IR R
T F D BERERS . A FTR BT, TLRS/NF-B 8 (1 W00 2 G5 4H e B 4 R A% AL O], A i 28
i SR NAE R i RIS, 3 S S 70 i 18 bR B D) e P [16] . SREIRASFEBES TNF-a. IL-18 F
IL-6 (173 WARE I, I 240 it PR 7~ S ok ke 2 fich A 4 B 2 7 HE DRI B o AR AN IR TR, S AMIEYE TNF-
o B IL-6 HLHF TR HVKP dlid qRT-PCR FISEMEGL ok M AR I, FLI A FE 3 K] rmpA B3 3 i, BREA
BE iucA F 2.5 . X R RGN TS Y, ISR T AR CR R, TR S T 4 R
TP BE 71, AR BESLAE TS E AL LR [17]. W e [18] 26 15, Ik BphE v] S BB B B2 (1 MUC2 ik TR,
AR RT REIE I S e AR IR A A S VR I (R A P O P 00 67 1 0 s R R A

YIRS T RA RIS g, B AR S 2 I Ihgs, JEE g - Bt — 2N E
JY B R4 o JHAH AT T BRI R B 45 1 A 5 70 715 0(DAMPS) - AMYBE O I A G 2 240 B JF 2 A 2
PRy, s wEd g - e N iE, ORI e R e R v . A AE T R B LPS 455 R
BRI, BUEIEER T IR 2 E(LPS)AKP T, I B 0 I R e b o AR A AR B 5 2 7 B B i 47
IRRIERENE . Flan, MREES I, ZEMAEAMRP2)RILTH, FBUHTERIBE
WS, RIAEINAT BRI 210 s IRV BRI, TR I b e ik Je i XS24 (FXR) 42 1)
W B BERAAS, 51 R Fohb N 2 46 i gy i R A 28 L R A B0 IR 1 FE AR KC) [19]. IBAL R WA - k4728
e, CAHBTT[20130, MR B8 1 LIS NE AL 3 K1 55 18 B B 3R L B A O, R B AR R ML 1
AT

4, REEMBOCHREEERTERE: “4REFREMEFEREETFER"

REISIEITH PLA 5 F R BERAE . AR T &5 7™ B RORE ,  PIFEJ6 91 0 8088 HL B AN (3] H T
KT PLA BRI REAE (0 BLAE BRI TE M A e 7, X — R AF Al i Al E 7 7. 8 BRI R
PRI AN RSE s T — > e G A L i B RONR TR BR BN 2 B BOB BE RSB IR . 275 IR REAE (R
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e J J SRR e BRI VAT SRR e P S PH B ) O AT BIF AR, 2 A T RS ME MRS D “ 20 R XU R e
(S S S VN U SRS TN E £ 73 ON = &

41 F—HE: ERRRSRERSED

J T B B AR AT 1T KRR IO A8 2 A e i T EAE 368 3o 9 D5 A A 26 43 AR 30 (PAMIPs) 5451 1 AH
Ko THREZ(DAMPS) BTG BT 5E J& G2 40 i (3= 22 kupffer 4 ) (1945 28R 1) 52 44 (pattern recognition re-
ceptors, PRRs), Az RAENE . XEZARKBE 2k — RINUE 5 @K, FEORERRMEME
IRl -7~ 4 Jif R YR BE IR - (tumor necrosis factor-a, TNF-a). A4 %-18 (interleukin-18, IL-18)#1 IL-6 {1724, &
B — I SO 7 AR [21] 0 X LR R Rl TR S RN A . A AN B 5 6 MR AN IR T AT, I e 4 g ik
BHE bR A, (B — i FE R BOE M A . B B AN LA L U5 A B, 5 A SR AR e e
TE B o

42. FZHER: @RETRRSREHRBD

RS AE A, KB RAEN UL FERE BRI RGR, 51K 25 R0E R B2 -Gk (systemic inflam-
matory response syndrome, SIRS). BLFi B A% CAFAE S Sl RGUFFSE . I BEIRTE A0 SAH G e 4R U BB T
—JiT, BT AMMRE TS RRET,  FA S e 453475 B AL, 2 B EAE T4 R TR
DAMPs FJHUE R IE(E S i@, B RIE R AN T3k RS R GE M R A “RPIRIRR  , BETK
KETEIEE & O SR gn i M AR BE, ik — 8 0 A S0, NETS SR A i[RI, iz 45145
MW, (RN, JHREM/MR[11]. PAMPs. DAMPs FI{iE % 41 i K 7 1 i —Ff F FRJBOK 14 [
B, Hrh R e A AE T, AR T A AR I b0 R A B R R, — A B FRIBOR B AE PR [22]
- J7H, HOICHE G, EANMDE T XER IR, 2k R M E R bR A ek —— 1K o R 1A
TN R . TR RG RGO E A BRI E RS E RET ET, FEUREERE B A
ELg AR b [23], LALK CD4 T 4iif. CD8 T 4ilf. B 4iffl NK gD . A S804
i MYy Re m) B R e, kAR AE B2, SRR T R bk A BRI o AT D ik B 4 k2 i
BT A DR 7 R, AR ES A gD PR RE B R4 T e, TR R AT AT i FhE A S A R
TG, WaFEARTUG[24]. M, EEAT —FPEIRE: 25 RAERE, (AU AR R = 1%
PN B e 1 E P AR .

43. B=KME: REEFRIS

TR, FUARAE T ARBPIRES, BB RS AE AT EL L LR I 30%~5006. X PP AR Ak H R 46 4 R 1
(W1 TNF-a IL-6+ IL-1p Z5)FNSIBOEER () LR B iz Bz Jon B Ak ey W 22 55) L R 3k B, BAE N RSt
PALRER AR . SR, R EAREPIRES SRR R A K PR, SRACEE T, AR R
AEPRpERE R . B AR R AR R L LR SR R ) B NRY), SEAE A s, Feil e o
WU A KRB, SEUNPIEESEAE, RICAHAE M. SUbFEN, FFIER ORI R (2B K
FIR)E KB THRA, IEREAEEE REIE R, B bk C 4 A R . IR 07 1 23 A . 18 o
PO MR iBR M MR B . RAEN BT FUIR R . 4UB R ) BE T F R 5 i, S8URE. B
BRREAR T REREAT, (FEFRMANRRITES LINfE, AP 8 FRFEER” .

W RS e A MG T . A S DR AT R AR R, TR KRR A AN g A
NIEYD, EFRRD G Z AR PR 2800, BT e . 75 I7 A (5 = 1 G 5 20 4 2R
AL b, HLRREN “ s pRds ” B HREE 7 RS . LI AR I s A R R RS b, BRI
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TR AN M T REAN ] e JFAARTE BRBE ST T B S SRE Rl TR A RRAS o ZE IR L 20 Bl i R ) 2 5 1 S
3925 44T it LA B 3 sk 90 £ 4 M k2 I 498 B 0 A ) S e A 2 2 I EE R R, O IS S MR L, X
ot o A R I A WE IR AR 1 . R Th RS2 401, JE T 52 1 4 PR 384 8 A . 988 2 5 e J7[25]» IR B, 3X Mk
BERE MY B 2 SONFRERIE S0« Sy Pl A AR 2R A AE(PICS) o BER, X 28 58 2 (T s IR S,
TR 5 R AR R M R, BT I DG HE S e N AR B (W T I PD-L1 A TL-10) LA R AR 5 28 5 B
FrEYI(Q1 CRP A1 GLP-1)IREER IN[23]. [RIN, X425 i A K K1 (W GM-CSF) ) &Jk/>, GM-CSF
H CD4* T 40 r=2E, AMURHEE R L, ESHRETTIRERMN. A, SRt A, e
B T 4HHTE TCR S5 M R =42 IFN-y IBE 085S, 76 LPS JIB N A4 /=4 IL-6. TNFa
IL-18 MIRe JIt A 55[26] [27]. RRFLRE, MRERAEEEIEHRPLE 1 4 WUG (5 AR EE 10 E5E B3 A L)
2 FENEAE AR R, ORI A Bt B E T B A R SR hae, B TR A& A
SE AR 21EL, I Rk

4.4. BB : REEEERSMEER

FERRAE A B AR BEE R IR =N B B SRR S B A RS . NI AN A L AR B
SRR D RERE RS S ML L R 3802 0 B ThReREns . SRS 45 R[28]. AN A, BRIETD. METo50
RUZH AR P Atk SE T3 A2 K B0 [29] -

BEME - RETETHEE
[k ]

BB ERET RR S SRR
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Figure 2. Four-stage evolutionary model from localized abscess to systemic immunometabolic exhaustion
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FIRHUEI S T — MR ERAE B AR B AR, SR T PLA DUy i R Bkt LA I AN G 328 25 L
HA S TR ERAE . B N OA8 T, IR BB A i sh e, Somabl 2l AR
B PEYTARES, FTREINE AU 7 5 28, RS IRIM A R SR RE A T . B I A B e
il B AR S ATY T FR SRR PAMPS/DAMPSs, SEFREMERIE; 28 =, B E KRG - AL P
T JE 2 WA AR K LI R R A — D N i 1 R R AR AT, TR RCRMEIEIR[19]s B, AR ARITRE S
BERM: FAEREIERR . AR X, D RE 240 T 0 e % 40 i D) e b A 4 B g FR ik eh . H ATk
T e BB 9T 22 ok E REERE SIS, AR R R BT X PLA BB R Rr S M e B AR 57, B
JHF A A T feb mo o AU B R R ok, LI 2.

5. HWEhATT RIS AKRE
5.1. WEMETIATT

FT Wy — HEEOAE AT B BHH R AR ML b B0 AR R, SRR TR T OIS (R8T S . 15 A2l
MasATe. aAER . GAETC. FERASAE (FMT) T H0E itV 2 i 18 R 77, HEomfnid el s Bk, Jf i
WA B RAE[30]. miAiToRE —MARE AL VERR e ar 4E, Refeit A 3 iiEan i A K, CROERfE R R IiE
HET 5 T BA W . Sl R AR R A 1 ARG, 23 AR T AT DA il B P e B Ik, R
EIEIEE, IS IOME SNV [31] . HARERK, 5 WA A FL R AT B ASUEAT 18 AT B A A A, FRAIR
EHRIE, HFEMKBEAES Y BR hR S A R [31]. &k, RiatdEoat B mA S, BEETFE {2
BEA 28 B AR AN GINRFE 28 AL T B AR, BRI R Sy YA 2 b FESRIGHT TR, A4 TS i L A
T BRI EEIE A SR A ) 2 HEE A OC[31]. FERBH(FMT), ¥ Kok REOE IR 1 2S00 R i 2
Sy AR 7 T GRRE 0014887, 8 5035 M T TR R S TRR 508 S 0 P UG A 2R 48 SR 7 T St 7 9 77 [32]
SRR LT TS AT RO, (2 MR SR 7] i v B 6 97 A2 TBOMRE P I R BT e — > 2
IR 1) A A 1B i T TR R AL R v, 2 A% T SRR R A I R KR o ) e 2l
(R 2E B IR, AE 53— SE AN AT BERCR A IR B A A RSN, X HR T B AR fi T 1R R 4L B A 635 1
PPN o 75— DIREAE TSR Z ARG (72 W T RVPAl B T8 R 2 R B TR AR SR I J0E IR YT 1Y
SEREAT IR MR 22 06 HL B XA 2

5.2. REFTIAT: FERENR

e R IR YT B T TR A B SO [ N S I 0 S D e, BNV 28 P05 RS B A AT
M B S [33] H AT R BT HURMAHE: 6 R MR AR PR B Toll FESZ4R(TLR)H:
ETIw NI &N S 11 £ Pl P WS g D L 1 e B ol R B 1l 1 T 71 O 1 | IR N
PUAFEER S 471 (tocilizumab) 7E COVID-19 AHSGHH A Rl 1 KR 1R 7 HH AR B2, IR EEAE ) S T 4 3 it
THH B [34]. JAKL/IAK2 187040 B3 7 % JE (baricitinib) AT J& /b IL-6+ IL-18 & TNF-a fI/KF, M
G R B B A IO UG [35]. 40 TLRA {5538 2% T LU iyl /> (12 28 240 i DX 1 (V)RR OR 22 i i 85RE [ 2]
FURE S M4 77 TAK-242 (resatorvid) Ak ik 550 /N BRI 38 B ThRE MRS , I FEARAE T2 [36] . caspase-1 ]
08 AT LLE 25 PR NLRPL & 1 /MA . caspase-1. GSDMD K IL-18. 1L-18 [K3RIA/K -, M I ik 25
BRI AV UG[37]. FEFE G ik Uy T, ANEPEE AL IL-7 BE0E I NI EE EEA Y RUAk ER A  A
i, RGN AR T IR T (G-CSF) ORI 4 i — W41 i 55 74 ) 3 47 (GM-CSF) tH A3 B T e G e i 1R
A R VK [38] 0 SN o7 1E KA PR G e N R R HE B AR AR, LR B T 2
ARG SIEE, H0H] T G0 A B 8N 40 M R R i, FR P MEAE TS 1 (PD-1)S2 A FIAH B i
PR (PD-L)VE N S ME LR BOR 4% Fh 1 G 4L R, BHIET PD-1/PD-L1 15 530 B AT A7 20> T 4T, k=
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GPEINRE39]. BRILZAN, Tl SO 177 TRV e B PR (e m] (42 5 H 200~300 mg) 7 KA
Ry O A TR, nTREEE DM NF-«B @I IRR 2O AR, (HILFE BLA H R LA B FH AL
AN 5 A BT IR G R

53. BUEFNBNR: YUEREEFRES

BEX e B IR FE0E, MRS I8 SR I 25 B V6T I B BEL G 43, B 97 SR H AR A2
FRAL RGN, TERIT “RBEIRT , AR HLRRRE R T RS TR ORE RSB R R . INE
FRHIERAE, TN E AR IE R IIRE, DN S . X T REBS AT N B IR R
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