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Abstract

Sepsis is a potentially life-threatening organ dysfunction caused by the dysregulation of the host
response due to infection. Clinically speaking, both the incidence rate and the fatality rate are very
high. At present, the pathogenesis of sepsis is extremely complex and remains unclear. No effective
means for a complete cure have been found so far. It is the main cause of death for patients in the
intensive care unit (ICU), which is a hot topic currently studied in critical care medicine. Meanwhile,
research findings show that immunosuppression is the most important pathophysiological change
in sepsis. It regulates immune cells through the PD-1/PD-L1 axis, thereby further intensifying the de-
gree of immunosuppression. Among them, programmed death-1 (PD-1) /programmed death-1 ligand
(PD-L1) are CD279 and CD274 in the differentiation cluster family, respectively. The PD-1/PD-L1
pathway can play a key role in immune regulation by regulating the activation of T lymphocytes and
cell tolerance. This article mainly explores the functional regulation of PD-1/PD-L1 mediated by
platelet exosomes in septic blood on various immune cells, thereby providing further evidence for
clinical practice.
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1. BREAERYRIRE IR H

R e BEE SR AE SC 3.0 Bl FE 1 0k R 1 S N SR 51 RS A e A i 4% B DD RERRAS [1]. Lt
R, B MR B RER, FEERZ WG RS I AN R A R . AREAH KBTS, B 10 5
NI 270 BR A IRERAE, HAET 32008 26%, 10T ST R E A4 A0 1 7 B AR AP 2] . O B A B AL
2 2 HahA AL, EEAHE G B R AL B2 SO SN o bk AR MR T F AT A N kB AE S0 R A
PeAM BT IR, JEH UL T M A oy E R R AEMERET, H AT TNF-a A1 IL-1 7552472 0
FURIANMA 7, ENTREVS WEEREANAE,  BET ™ A S 2 B RAE B3] PRI, e a P G el B S e R
B FPRFAIE 3 ZAARBLE DU R AR A 7 AR [4]. AEZ A LRGN HIEFE T, TNF-a PR
P EAORERE AL, XM E S B, SRS R ST R, X R L, AT
B TNF-o MUOSBRBEAE I EWIAR S . BRIE, BRERAEAS R 515 42 B JORE I N B S e PR 1 I A, Eidiy
Lotk N 2 A JERS DI RE 224K 5]

2. IM/MRSRIRIDA

BTV 2 PR A7 AE BT 20 P A B AU IN 2R AN SR ) 4R (6] H R 2RO 2 TR Y
RKEEN BT, WhESIREERA T AUIRIZER (7] 32 A N RO RS [ 7] — LERIT 70 A B IR SRS A A1 i A4 TR T
Gl T, R R R T, X R WA SR P A5 PR 4 R G 5 A T PR AR ELARE P PR A G B
FI[8] o X AMAN A FILAE [ B3 5 v, JCHREAE R ERAE  , IX L FE 1 D9 5 1 /52 . DNA A3/ RNA (miRNAS)
SERAME T T HIRREAM, R R RIS EE IR IA T S S AL B K/ EIAESS RNA (neRNAs). I
H, E5HGIRERIhRESE < SO SN AN G e S S R T A ho SR 9]
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3. XF PD-1 5 PD-L1

FEFPHEFET 524k 1 (PD-1)/& — S 5 Gl T ALl 24k 73 1, & CD 28 Sufie BREE (A8 51 I ik
7, YEJv 55 kD Iy | S, FERIA TR T 400, B 4 f s iz gn e )R, H ik PD-L1
F1 PD-L2 [F]J& B7-CD 28 FK MM A[10]. PD-1 ) VZ A5 T SORGHM . [ SR 5473 4H I R B A% 40 o 55 4
MR, RIFIHES TH/EM, PD-15 PD-L (044, WiES T RS MFEss, 1248 T BN 400
FEAGORTIE T 4EM ] T 4fE g s 1= A [11] . MAENRERAE S, PD-1 7 T B4 - -
W, T PD-L1 fEFRAZAME b . MRERE S 28 RINALR S LA b PD-L1 [3RE/KFA B 51
MM XL SR M SCRE T PD-1/PD-L1 388 I 14 S5 5 G 2 PG B A G2 e 1) = s A (1 W
P[LL]e 4T R R BRI R BEREASE Y 3@ I A ST UE ] PD-1/PD-L1 BR AR FE e ALk b 1) 38 2 U 7R /N R R
I0UE, Huang 2 NCAUEW, 75 B a5 RIS AR EEAE /N USRS b, PD-1 JE DR /N BRI A7
TERAGRN S, EMEILAMERRT I R E AR, SEREEE. SRR, BrEsn ik
SR AR R Bl R EEE R R, R DA A B R I B R i s R 1 T 4R R A [12] [13].

4. PD-1/PD-L1 fEBRERE P HI N A

H AT I, PD-1/PD-L1 75 MR 8T8 A B K I 70 S, 38 12208 45 238 i T 448 Fioxd kg 400 Mt 1 2% A%
VERT, AT 001 fifed f A K B 4 8. SRTT, PD-1/PD-L1 3 B 78 HoAth 4 38 A S i va 97 rh R RE R R 7
EIERIN FAMLZ: o B0, FEVRY7 LM, JE ik BT PD-1/PD-L1 J@ i v] LASG SR A LA S N, N
MR PUBRYLEE /7 PD-1/PD-L1 5 51 T 20 M 00 1) /2 JHk A S [ BFF 72 1) = R0 1 52 A4k - e A4 ELAE
Z—, W7 RH PD-1 i fEiG{L ) CDA*A CD8* T 4ilfig i 2T E 1, Mt S b LA A& 2R R Pk
SE N, HAFRIEME, ERERERERAS T PD-1 Hrs: L& S8 i it — 2 2 [14]. it
ZHH)LES, 2R, PD-1 1 PD-L1 76 % Fh G2 4 T 3R ATE M SR A ) 523 Fh . 49 T 4
MRIE ) PD-1 5 PD-L2 M E 54, AT 51 S Sy 4 A i #7508 S 18y 7E SR IRERRER, T
s AR U IN . 22 W Be A A% L FET- R LR A, PD-1/PD-L1 42 AR S 30 T 40 M Th e S5 8 A T [14]
NT EIBABT PD-LL HUARST CLP 75 5 (¥ i S E A5 20 v 8 L S A 40 i LU 3 (RO B4, 7 CLP 35 5 1) Bk FE A5
RUANE LA, AR L GIfE 24 h S3& 3800, FIFH SOFA F 3 #3 B 3B iFfh. CRP. My &Fh & IE
fabr RIS X RRZEAHLL, PR RE ZE S, EREEGA R BTN . Rk, AT X — kI,
iz FH PD-L1 BHBT RS A2 A0 R AR A7 5, W8 PRS- 3-[15]. PD-1/PD-L1 & B 7E M T E 5 S
() G 2 ) R AT SR R DS BE DR 3R o e R TE IREERE I JE S e IR B, T 4 A 1% PD-1 0 [ W5 4 R Py R 44
L L1 PD-L1 ¥ LR 2 Rk FIRILG, R T H0ZIE K 0 775 v DA T 4 s 1%

5.PD-1/PD-L1 5% &Mz BRIX R
5.1. PD-1/PD-L1 58y < &

0 200 P R 25 0 003, RS R T A xR B B2 4, 9 SR AR BT 208 1) 5 99 SR A4 O 1) A
TR RN AN G &, TSR MU G 8 S S R BRAE F o TERREERE A8 R B R R I, B R 4D
TE AN L H ) 22028 7K ST il 2 B 1) (4R R 1 BE S 389 0o X3k — 23R B PD-1/PD-LL FA VR 5 ML 7 Bk 555E 1
R B EEAEA . AR Zhang S8 AR, JEE S5EFAXS AL AALEL, PD-1/PD-L1 7EMkEEAE
NER R AZ AN b )R8 2P A[16]. Teng 2 AR I, TERERRE B8 R A IE] T 41 F¥ &K F PD-1
[17]. 4 PD-L1 5 T 41 Ff¥ PD-1 &5 Retedi] T AMIG5E . 7% K40 R 1 120 b . A% 4 g
| PD-1/PD-L1 %Kik FR e S DIRERRRG, 51 K MRERIEAR R G, AT BG i 28 5 A0 T XU o
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5.2. PD-1/PD-L1 5 ihidpar < &

R R S R S SR AR G 7, AR L AR R 2 e A . VR AL 2
TSRS N GRS e e v B - T N o O 5211 1 9 4 P e e M o & ¥ v )i R (S e ey FAE o] 3
OB, ARG 1 SO0E DL K0 B 9RE Hh A 48 3 B B 1) S AR R (18] IR ST R, P R4
MURTH ) PD-L1 ik Bh T HARE, JF H SIREEE B E AR A G, MRS 35 1) sPD-L1 /KF
BT, sPD-L1 5P kign i S IEA G, 15 ik 240 M br &4 2 Uk DG[19]. A FTiEd A i CLP
PR 25 A A AR W R B, M TR RYL, CLP 417E 48, 72 K% 96 /N I il b PD-LL B Ap
o7 4 B A8 S5 3 T, AR Y e R 20 A A PD-L1 2 TA 7 Ik TR R R S I AR I TR, [
FE, 7EH#E A R0 PD-L1 RIAKFFIFERIN CLP s TX 2. bR i, MREBRIRAS T I
o R R AE Y B PD-LL Rk, X — AR b 5 0 51 R 1) e 4 25 DA 96 [20]

5.3. PD-1/PD-L1 5k BRI XE R

NK 2 i 2 — ZEL 35 1 0 KRRt ED A, 2 S R e e B (R B AR A 43 o TE N, %) 5%~15%
Ik EL A gt o SCORAME LA ) NK 48R, JF BLZERR. BERIG R 00 1 R ek ot . fE B S 4L %
FLCLPY/NBRBERL o, [ 7 AR MR AR 35 7 T Ah, NI 43 B A R 10 8 S 2 B BE . NIK 20 St 4
IL-10 X 15 FHEHUZ NI SR A R 0 AT SR, e o] DUIE Ik 98> 4 B 98 RE SR AR9 1 5 52 R B 4l e
BEEYLEN CLP 5 S (AR EFAE[21]. PD-1 fEZ Rl i il L3RI, 75 NK 418 & PD-1 i ik 2 FEUN
WL/, R AU T 4G s ER, % NK it 3msE A . A CEARETT S R, #El PD-
L1 + NK 45 2 EL o] 68 S8R iR 0L, R UL T e 5 1R N MG IR, W 5 S0 PR s
ANR[22]. RIT NK 20 A 75 o] 1F A ik EhE f8 TUS R I AE br . ELARBLHIAT 75 B2k — Bk A iE
[23]-

5.4. PD-1/PD-L1 5% &M=

L ARZ AR MEWT TR I, CDAY T 4 I L f 2 PR AT AZR Y G 328 I 288 e v ) B B A i 4 i), CD4A*
T 40 0 25 SR8 0 PRl A e e i o R ATERRBRAE SR PRI CDA* T 4Ule B = A Thae TR, SR,
FREFAEH CD4* T 20 M Th BE B fis (i CEN L 588 75 BLiE— DA 7E[24] . BB MR ERAE 0 FE M N B, T 4
Jfl ¥y PD-1 FE R4 AT 9 R 48 E ) PD-L1 BIRIAAF BT, iR Mg ] DL— @ 25 Bk E
T 4HM0E T . AUXAE CD4* T 4Hiff, T 2 ML bE 7 RaE 3G, kgt PD-L1 Ria T a5 ke
FEAH IO T3 MBS TS AR O o W FC R, ERRERAE AR, BREFAE Rt R 4 i F ¥ PD-L1 3@5d p38 a-MSK
1-MK-2 i&4236 %, R4 i B il 7 22 i S I s o TRIE Patera &6 N I, 7R MERAE &2 A2 1],
PD-L1 ik R [EI R, i SR8 10 1a] v Pk 40 M 1) PD-L1 263k b 8 A Bt L 40 1 75 W A 1B, TNF-a (1)
FEAER/D  TXAT e G BRI OC[25] . SR HIIAFAE T & SR B ARk, Bt T ORI B 4 TR0
T 44 60 A 363 RV A A0 LR 1D 43 R IK Dk /D [26]

Oana Coman %5 AWFFT K HL, fE2 1 K Tc CD8*4iiffl 5 PD-1 F1 PD-L1 #fiffl 2 [MAF7EAH G, DAKAE
% 5 KX ThCD4*Fl Tc CD8* ik (N4 5 PD-L1 Z [AIfFAEAH G, IXE B ik E3E H PD-1/PD-L1 il i) s 3
e I Y FE IO 4 B S B 5 G PRI [26]

H A PD-1 SECAR MM BEAE R S8 T 40 Sh e 32 Hi CUIESE, PD-1 8% {EVG1LIY CD4* T 41l 5 CD8*
T diffaR ik i, DABR SIS S AR R [27] . FATVR I [ AERR#RAE R e i f2 v, did PD-
1/PD-L1 WL TE, #E— 5l e i) RerEhs, K TIE o 1X 32 BEFR IR VR 40 1 7
hie FF%; DCHURIEREEI N T B UM -5, X35 5900 I 7™ B A2 B AH G [28]
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AIAHEFRI, wTLUEEE CLP JRERAEIEALSLIG AR I, FRATHT LA 1L-6/PD-1 X [H Wrid ik sk
ZIN BRIt e P e T BRI 2 R A bR B 2 R R e 2 2 e MR TR B ERE R R R P R
[29].

6. 4B

gE LATA, TERRERE R, 4 CD4A* T 40 ] 5 AR s/ B S s G B AR Ak, BE S RIS R
BRI, WK ThRE AT AE LS ELANIE], CDA* T 4R/ 56 B &, PD-1/PD-L1 7F ik Bk el &
Mt P RE S R RIA, WH IS A SH] T 4iiE ik, MO 51 R3S U4 G B2 ) e . XA
A IR A, AR R A . NKOZH R [ERE AT L, X A S m] B 5 G % 40 i ()0 BEVH A TR T
BEIM UL R 9 RE A R G B A0 B 0 kAR FH S 2 A 3R A 6. DRl S5 SRt 90 m SR AR T IR SRR SR A
S PD-L1 1A L bk A0 B #E 2 A DG AR MbR ER I TG BT He SN « AR EERE S 2R 2 i ¢ 1) PD-
L1 AKFETHE, WIS T 40iRIE R PD-1 456 F RN ThRER IS, 5l R pRE, @i —FHOCHLHI
ATRTCAFR BT VI N s o T 22BN A PD-L1 AT AR 3T PD-LL PHIT [N R, MG 7E4T PD-L1 $7T
MIRTT BT R RO BAE A

& H
2023 F AL B B AR R G 10 H (2023)150448)
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