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Abstract With the release of the Sepsis-3. 0 definition, organ dysfunction caused by viral infections (viral sepsis) has
begun to attract attention. Viruses not only directly invade host cells to cause damage but can also trigger a cytokine storm
and systemic hyperinflammatory response, leading to endothelial injury, coagulation abnormalities, complement activation,
and other pathological processes, ultimately resulting in life-threatening multiple organ dysfunction. This article briefly

reviews the conceptual framework, pathophysiological mechanisms, clinical characteristics, and therapeutic strategies of viral

sepsis, highlighting recent research advances and proposing unresolved questions for future exploration.
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MDAS ) i kA s 7 , {H[R) i NLR ZE & R HT
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o T MCREE R 22 5 B 1 00 i 5 T BT B R
B A BT AE B, R SRR IE s RO, 4
PRI FEE DU 1 200 M50 L C S B 1 B R 5 R
BB BT AEAH S5 % bR b 1L-18
ERRANCHEAE AT IPN-y 20 B 50 15
B I AERRE L R A R A9
BERAASIRAL AT, TAE 183 R 5T RS
e I L B IR B4R N DA K B2 400 il
PAS, T 40 A B 7 U1 5 0 2 2% 000 P 0 e A A S
) f A 6, TE R BB BT AR 2R 5 T AR R A% R AR

i B MR FEAE FLARAEAR , T R AR =Y
R SRR3R S E SN R R A5 0, 8 SR i A
A E HRERLAG . &4 E ZRERYIR R R E T

211

SLRIRTT RN o RO ME, T 5 B B3 IR B 5
LT, B AR B A R LR D
JE RS PO ) X SR EE Y B AR IR IO
LA AT O , A R L B DA L i e 0 T B, L
FHEE TR GO B0 DI REAS 4 R A MR
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B, d B IX ) o 22 KO B ok 2 R e R R DU R
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ToRE PRI rT AT, HBEAT SCFriR ok e 8
FIRACRE S Er Xt B I 2 B B, 0
LI R ML AR 38 S R0 A A1 I i 48 & ( extracorporeal
membrane oxygenation, ECMO ) 3 347 FF I 37 435 7K
PRI TR AL 16 P 25 WD SCIR IR 3R R 48 3 B I AR
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kS Tt S TR
SARS-CoV-2 Am#k% B itk 2 s [52 ~54]
HBV BARFE ghBRAEBERTE [55,560]
HCV T N RS [57,58]
HIV F % R AT ERE [59,60]
ARBE  RItedH BEBVEEF [61,62]

UTAE BRI 0976 97 5 it A A B 1 Ik B A
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SARIT AT LA A5 1) 64T o 70 40 A PR X2 i
191, R PR 2 25 AT AR RAE 10 405 s TESR 92
R EE e, B HOR B microRNA fR3R 7 e B
— BV 7 B R —lR 4 ( phosphodiesterase 4, PDE-
4) A AR SC 25 My PR IR IR (cyclic adenosine
monophosphate , cAMP) [ fi# v LAY /D e 255 P 1Y '
B 1 BB T B At O T BT R R, B
S0 FARRR) i T 2R T DAREATG HE i 5 &, AR A 2
VP PEAEHTEET AT LA R AR i T8 18 iy XU , 397 i vk R
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