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Abstract Sepsis is a dysregulated host response to infection that leads to life-threatening organ dysfunction, in which

immunosuppression plays a critical role in the onset and progression of the disease. Lymphopenia, a key manifestation of im-

munosuppression in sepsis, is closely associated with disease progression, multiple organ dysfunction, secondary infections

and poor prognosis. This review summarizes the definition and epidemiology of sepsis-associated lymphopenia, as well as its

impact on sepsis and recent advances in therapeutic approaches, aiming to provide a reference for targeting lymphocytes to

deepen the understanding of immunosuppression in sepsis and to facilitate the development of individualized therapies, there-

by improving the prognosis of patients with sepsis.
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A RAE A = A Y B, 0N R RE SR Rl
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s 5o i R B U AT AR A S5 0 175 B I (1] 79 22 £k
PERIRTT I 5 W IR T IR A o SR E Al
JHI R B AT AR Rz I A

PR AH S 1 A 2 200 M D A 19 4 A 236 AN T
# . Andreu-Ballester 257 % 3074 BE 4 43 B H & vh
56. 8% HRTFAE L (3 528/6 208 ) e A b EL A4 i ok 2>
iE o A WTIE K B LB et A A8 T EC 2 Dl A K
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PEFNN IR PE P& A2 FEAPIRPE R A2 o, 2 bk K 4 g
(caspase) 8 #% Fas/Fas Jif {4 ( factor associated sui-
cide/factor associated suicide ligand, Fas/Fasl.) i }&
WS UG Y caspase8 ARSI caspase3, JF i3 4 T2
Y o TENIRPEER S SOb AR AR C 2
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FMEAEAMMIET /-4 ( Bel-2 interacting mediator
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(1) caspase-1 Il L 4 E S b, PRI TG BRI 2 &R D
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SR RAFAE AT, X GE R bk B 40 B 1 1 5 2 e A AR 2
AEEAE™ o L7 5t 18 Bel-2, R 512 8 B
A A I 1 2 E (myeloid cell leukemia-1, MCL-1)
I Bel-2 3 H IR KR 20 T Ar G It
Hb LT FITEARSME SR A MR A LA BT IE T 4022
45, Wt PR T T AN . T
RZWF 3T E 40 N IL-7 ( recombinant human interleu-
kin-7, CYT107 ) 7EMREERETA ST 1048 421 B3t i bk 12
2 LU /D RE BE 1 1 22 O BT BE PR 5T 4 R SR B
CYTI07 S8y T 240 i 1) 14 5 #0374k, A A T Ho 9%
TR e BOE — T L 2 b Bl
BLXUE 2200 Bl R ST 15 431 e F e A v A
RO T TL-7 , PR U bk 2 40 0 D RERCR
R R W], 5 2 BN 2 A T, Bk 5 CYT107
(10 g/kg) J& ALC(4L4% CD4* 1 CD8 " T 4 fitd, P #
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EL AN ISCR A Y . 1S B2 # ik T4 CYT107
A A 3 BIES 25)529 5 ~ 8 h Bk SR AN
WS, X AT RE - R S I 24k B A G, I
FEA P AR AT 2R L TL-7 7552 THIG 30 ik B 40 i
Hira [ AT I TG AL o BB SRR A M 4% ( co-
rona virus disease-19,COVID-19) £ & B H 3348 11
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IR 8D A REDI RE T B, W™ 2k y-T R )
RESZA, N T COVID-19 BHE M ARG, 5%
AR RREE AR FE, 109 457 CYT107 Ja97 HY) COV-
ID-19 5575 bk U0 200 i K i 14 i 43 % |, Bie P4 AR A5 1 S
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KRB FFEM(P <0.001) o ZWF5AH 1 HiE
BT R CYTI07 J5 ) 3R 4 F IR 38
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2. QPERAT 0 MR R A EE R T
L 4l il 4 ( cytotoxic T-lymphocyte-associated anti-
gen 4 ,CTLA4) \PD-1 F1 V 25+ 48 5 55 BR & 3 410 31
T 240 M3 PR 55 SR K i 23 5 I B2 4 A i 2>
TEM K A B UM . BC A BT PD-1 4L PD-LI
A S 25 W30 7 e FEAE 1 R4 T i PRI, an gy
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nant human granulocyte colony-stimulating factor, rhG-
CSF) A] T8 3 4K 52 3k T8 4 i b G B 3 . 32
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By CD8 T 4. XL PR e vy R I o 30 25
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