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Abstract

Programmed death 1 (PD-1) is an immunosuppressive molecule expressed on immune cells, which
negatively regulates activated T lymphocytes by participating in the process of programmed apop-
tosis, and its signaling pathway with programmed death ligand 1 (PD-L1) plays an important role
in autoimmune regulation, tumor immunity and chronic viral infection, and is a potential drug tar-
get for autoimmune diseases and tumors. It is a potential therapeutic target for autoimmune dis-
eases and tumors. At the same time, persistent expression of PD-1 in T cells can lead to immune
depletion, resulting in a decline in human immune function, and T cell depletion occurs in many
tumors and chronic viral infections. This article reviews the changes in PD-1 expression levels in T
cells during the treatment of pulmonary infectious diseases and provides an outlook for the future
clinical evaluation and treatment of pulmonary infectious diseases.
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1. PD-1 R HBCIFHE XL

TR PE4HMIAET- 35 1 1 (programmed cell death protein 1, PD-1), #9584 CD279, J&—fh 5 {1 f s 411
Hilor, JZRET B, T4, BARANRNEE R[], HAREE L T giffi[2]. HA#A
fioddk, FERFMEAET- & AR A 1 (programmed death ligand 1, PD-L1) AR A0 T A FCAA 2 (programmed
death ligand 2, PD-L2). PD-L1 ) 2%k T 2Py, G4mG mAup(T 400, B 4. H9OR4n s An
B2 L) dEis M0 (8 9 S 4R RS AR R At G PARid s 2 4t MR AR T At ) [310 e 44t e
[4]; PD-L2 FERIA TR IORGM . BRI, AL RAHASE[5]. PD-1 /£y AR, dl i e R 1)
BERRAGAE L, R I R 2R HIUE 5 BFE DU, 7 St A4 g R v R HE G B Th g, PD-1 5 LA
PD-L1/PD-L2 44, TGS S S5 T 40Mei3gsE. A E 7= fman i sEThag, A il ss G
Ii; PD-11EFT T tkEgif, 5 S H I Nt (H¥ PD/PD-L1 BEATFEMT T-Hjm, mIscalbtt T ke
FLA B FE A PD-1 $0%] T 4HM 0 sg A as e, IR T 40RO, 78 Fa e 4 i i 5 4 e 4
G 52 [6] [7] [8] [9] [10]. T Hi& A] LACRA 2 23 60 52 b2 Mrite, U071 RS T firh g e 2 S8 %o Jak v sl e g ik
JE[11] [12]. PD-L1 8% PD-L2 AIi% PD-1 JF5 5 T 4ifieyGt: R 4O 7r=4mob . T 4k 4= 241
FHi5 PPN 32 [13] [14]. PD-1/PD-L1 15 Fb v] S e 4n i Dh ReREAG, ) T i fe i, Il s
T I G 0 4 FH R 2 Rt FE [15] . Rk PD-1 S FERCAARTE T 4u A bl IRl i A ke vl i FE Hh R I L BAE A .

2. FEB R MR ER

W 2% SIS T 2045 ik J 7™ 2 B N S R PR Qe o WU ZR ey T B o - i
W% BAERGSEIINTEE R, BITE, AP TEHESE, B, ST RV R GEOm BAR G K
FEFRAEFATT TR I AR A AR R ) AL
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2.1, Bz

Jiti 56 C s — A FE R R T, 5 H SRR SO R T R A G, B et R a4
U4 B S BB T I 2 AR Y TR IR [16] [17]. s H S KR A TR 28 T 3R A+ DX 3R AF 14 fili 28 (community
acquired pneumonia, CAP). &[5 3k 7511 i 4 (hospital acquired pneumonia, HAP)EE 5 HUGE S 5% it 48
(ventilator associated pneumonia, VAP). X35 & CAP 13 f 3 HE4T 1) — L T AT B e TERA S 72 [ 18]
IR R IR, 23% R B FHEAE ICU, Hrph 24%HEACINIMEES, 20%7 EAE @ APENUGEE S .
HE il 28 5 R IR K AR T 3R AR DG, LA A TG I B A L R BORE, W ThRe s . K
PN T REIRTS BB DR TE SRR, PR DhRE B M FRAK[19] [20]. [FIRS B S ERb K. ik
Thee FRE 5 A B p IR, S EUMH R B B IR G N . 2018 A — Tk T A 72 [21] B«
2003 4% 2015 FHANE], PRSP RPIGE B (R B I N BORIESE I, X — I KAEZFEN RN . #%
WHFiRkiE, H59EANOHMELE, 85 &Ll RS NE ICU IELBIZI 3.3 £, 90 % KL F&EE AE ICU
L2 3L 5.8 fi5[21]. 1EH ANRAFLE e R ER TG R IN RS, — MU0 R B MR . B
FRENMREZE, 2H Q& T TEREERR IR T FEER SRR, HRASHIERFRBRE. R
EIHZE. &8 RE IRCERREVIMG. HAT, Mk, SRR 5 75 A 8] R P Gy Ak
WENRA Rk s G, HAVE — SR E 2K M PUR A S R RS, 5 Ea — EEg  H
YU BT 2555 0], 7 Y AR S, TR B AR AR YIBR A it B

2.2. FheE%

SERA (TB) 2 B 45 1% 0 BT B 5 R I — Rl R e e e i, ARG ER R R R, d 4t it E
BT RN —, KREZE(ZL 90%)fE EX MmN s N, BYEmi6 2 T 2ok [22] [23] [24] [25]
[26]. 7EFEEARIE BEGHT IR 28 ) RIRAT Z T, S5 A% 2 P — I Gl aet ) BEAE T I IR, HELE Sk B/ 330k
Wiz b[22], HF E=02 —M N OAEEBER S ZRIERE, K4S 2 —RN DS T 20 Bt s
[22] [26] [27]. HR¥ETHFH PAHL(WHO) KA (2020 FE4EREE 0 R) [26]: 2019 4E4ERZ)4 1000
TG B, ARSI 140 5N FRARAEENEEA R E, XSG00 AR PAL I E X,
TR0 R 253 Il 9 260 JiAN 80 iy (2021 FEAEREE NI ) [22]: 5250 5 GRr e i 28 ) ) 5%
Wi, SEAZRS W RE T L2 B> SEGE T NBOM N, 2020 45308597 8 B 1t 2 R AR S5 N B2
130 73 A\(2019 24 120 73 N), 30599 5 FH PR 2 FR B8 T 45 % 1 N 293 n 214,000 A (2019 44 209,000
N), PF AR A I 2 2017 SRR . G500 OV AT ERES 13 KR ZIEH, 2 5 — R Lt il i) e
KIEIH; 2020 FE45 %09 BN B — R YL IR T 28U 55— RBE I, AR T3 e i 46 [22] . K &5 B o[28] [29]
[30] [31]: Zhtzdm it K AR 3=, 76 B Z54%00 5 I 3R J R A I, FERR S 1T I R
ok T ERIRAR . R IAZE B0 2 BT A 16 S S5 A% 8 R B SR, an AN e AT rh ) KA 25 1%
Ja ), 3 2035 AELEAERTE BR S5 AL 0 H bRk Joi S8 I[32] [33]. &1 2 24 45 4% 99 9 1 (1) 34 in Fn 4 45
TR, TF ROHT 928 T B P RN G VA 7 I s 2 2 1) 45 A7 1) S
3. ik GRE RS R PD-1 X6 E B 51t iBiE

Yo RGN TG . TR G B 55 7 THH BRI [34]. ARFT R A, N AA g 53 i de P AN 20
M b, Horb, 0t T A/ SRR NS, BT 4002 2P ERs)s, i, . HAoNE

BT 4p, AR R RN, S T GRS R K B 1 A S0 T A0 B R 7 240t A
TR FADER . T AME AN R i) AN, RSB N A A A A XA L. e, CD4+T,

DOI: 10.12677/acm.2023.131034 220 I IR 2= =23t e


https://doi.org/10.12677/acm.2023.131034

Kk

CD8+T 4 43 HIE N N AR G 2 G v 8 L (1) G 28 4H AN RN 20 i [35] - CDA+T 4l 3= Bk Bh it T 41 M,
TR R R, B P B AR e A A S B (M D RE s CD8+T 4 I S EAFEHIHIME T 41
AR EE M T AP RS, AT B MR s S AT Th RS, TG & 70 RE S M s L2 IR SO B B
e R FLER SR I % 7 A 4 P B . Fas/FasL i 4 S 80 40 i (4 U 17-[36], %34 PD-1 () CD8+T
Y AE S B Rt 2 = AR A R M 4y T [37], AME UL CD8+T it CDA+T 4 3 B AT [ = v
P£[38].

TEALFERERE FIIS M e N R ERS6 1 R, FEFRPE4IMAE T2 -1 (PD-1)/FEF LTt 44 1 (PD-L1)
(1) 5 IR T S B AN A Th BERREAT, S0 T 4 B[15] [39]. TE1LH) CD4+T 4Hfd. CD8+T 4iiffl. H
R T 2SS 2 P4t &R n] DL IE PD-1 [40], Frh AE Bt g S N2 v R4 2 B4 FH 40 CD8+T
HHMI[41], CDA+T 2 B IUIFE S5 4% 53 BT T B G i) 7 480 v B2 O B FH [42] [43]; PD-L1 52 PD-1 (LA, 47
ET T 4000 g 40 sS4 i [8]. PD-1 J2 ik fE Sy SN 40 i) S PE L+, 8id 2 5587
YA T AR, SR T kAR AT Sk R, B R 5 e i ) B 22 SR R [44] . PD-1/PD-L1
TR P ANV A R R N A G 2 T VR AR B ) — A, T ELRZ I T 4 PR 44K [45] -

4. PD-1 RIZIKF SRR M HERAIX R

JgRe G IR T I T, REALZ BT PD-1/PD-LL SEyTAT DK FIESE T AAhae, 51k 7 AN
G B VR IT IR GLIE T FR R o LE NS M3 BRI G A iR v, PD-1 4748 3Rk 5 T 4 i D) e AS A 5 [46] [47],
PD-1 £ T 4iif F3RIE 30 T 40 So e #60, IX BN T-JhE e [24] . 15 Ik 2 4 e A4 ik 286 DS J5 44 s 7 ok
geo CBIPFRIREEIRGY . N GPEERPEI B IR G55 2 P S M S IR i, T 48M0 | PD-1 Frakim R
ik, FECT MM N REK[48] [49] [50]. 4RSS N [SLIFE LI, TES PRI Gt e A2 v,
T 4HH0 0 B 4 PD-1 fRIA K P S AERFE— N EUGR KT, BRA& SEWUR R AR S 52 . 41 5% DhRe
U SEEOL, TE W PD-1 FIH ISR 2 R4 &, A B T IR ez Dhag, A DL B4t
J&YLRE ] . [FIFE Zhang Y [52]F1 Svabek C [53]%5 A SE4e ik B i@ it FHL T PD-1/PD-L1 8458 T 4 e G B T
TSR R B R G 38 B2 A0 R 3 R SR AR TE BRI AE A7 . DL B SC R, PD-1 (3R IE K TR B Gt i KR 1)
ANFEIP B ZhA A, T WRE4HH PD-1 &R ik & 51 R ik B e S e iR A (1) B 22 J A [54] [55]. BIA
SR AIRIEOT B RE A B R 1 R ThRe, A BRIt 28 . TR AN S5 83, Bl T U RS
FAGER R RN, HAVARESZ . 25 R DIRe NGB G R Re TR, FrAedss T e
S PD-1 [ I KT RL 1% B A6 i ik g 4R E — MR Rk T

[FI, T AHARAES A8 0 254 7 O B IR G B o 2 AT SCBE A [43], U CDA+T 4Hf[42].
PD-1/PD-1 B4R 1E £ s 1 f g2 S B At i 4546 B ZAE FH[56], — 7 1i0 PD-1 mJ LAR 5 S5 4% 70 oA B 11 4
SR, 5 —J7 AT PD-1 HiAfdid 4 i K& (1 IR FER 1 o [57]10 0B S5 A% IR e 58] [AItL, FRATTIA
] PD-1 4% A] LUK 08 3 e, A B TG sl 45 i0m 542 H[59] . A W7 R 58 RIS,
i BB ML, WESI I S BTSN T M 4HH[60]; S@RAUAMLL, Mg B CD4A+
F1 CD8+T 4 | PD-1 [RABIGN[61], PIFRA I IS L5 ik T 4Hj 2 5 254k e G 9% . Basile JI
[60145 NWF 78 & BUAE UL S5 4% 50 BOFT B 1], PD-1 7€ CDA+A1 CD8+T 4RI FRIEAR I I, FHAE Y5
WA FEFH o Singh A 55 N [62] NS5 % 73 AT R A PD-1 342 W61 32 S B, 2038 MTB Jps A8 A
() ThL/Th2 P4, (et T 45RIHERE . CD4+T Bf Thl k24 PD-1 ik KT 15 2 b 5 50 1 e
FREEAHR, XA PD-1 RIA 2 HAZAT #7310, JF HEEE 7w kg n[63]. Day CL 55 A[64]
HERH, Z5RAT R R PRI CDA+T i b PD-1 1I3RIA 5 S5 A% B B TR B 240 v £ a6 0%, B A 04t
SEREIIRTT , PD-1 A K F 44K [65], Hassan SS 25 A\ [65]F1 Day CL & A\ [64]343F 52 55 45 k%05 1697 Bl
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PD-1 /K- FAHLL, PigiiiaiT 4R )G PD-1 K FF#(K. Yin W 28 \[66]5L56 on, AMUAE CDA+T 41 I,
1M HAEAFIR) T 40 ERE |-, PD-1 F1 PD-L1 (4HMIAR A 2 & & S BRI, RN T 48
FOMEON A T 40/ b PD-1 Fak B TR, RN, BEESSTZWIRIT 8T, CD8+. CDA+T ZHfiufl
NK 48/} I PD-1 F3 I8 T F%[66].Shen L 258 A\ [64]18F 7T UE ] T PD-1 @48 £E ORI S i 24 b T AEAE
R AR AE LR AL T U 2 (B AT, nSRRISE A% B HiH] PD-1 J@ i vl LASG S Ry T 41,
BFERATAL Z TIRe T 40, X IR AE R I OCHE, R nas 1 e & 1T Be k.

5. PD-1 RiZKFE SN B RTSX FE SRR MR mIG R aT RiESHRE

PD-1/PD-L1 JHERAE B S B . R S e K Mg s Bp i e Al EL LR A, 2 A B etk
TR IR I AE 25 WR T HE /i o PD-1 & AE A RIA R e fiibl o, Gl 2 SEEFevEgn i o
FE, SHEALE T MRS EEAT MRS . MRPEEPERRIA PD-1 Al T AR So ieatss, T 4HAesE K EAEVF
2 R AR I B o DRI T AU ERE PD-1 3R IA KA 28 A il s T e ek s G e e s
LIRS RIR T IR BRI R

FER TGPPGS 5, AT LB A A I T #REE4HI PD-1 (RRIE A N FNHLE 1% 16 77 I AT R
ik dats; RN BT 18 LTRSS A S BeTh e, il ARIA T MUA I 15 5 5 Th B2 S 6 =
AR -

FER PRI T 7T, DN T 4RRRAEAN 18 XG50 BT R AL B b By S B A, JCH CD4+T
M [FIFE PD-1/PD-1 BRARAE G5 A0 I S BE S N B 45 S BRI, BT LASM A L T ik 248 PD-1 (1
RIEAT L NGHLIR I PR TT S EEL R, 9 NG RIR HBr T i DL & PD-1 FE S5 A% Gu R 7 AR vy 5l
HH AR A N P S 11T A

EEMA
Grr R g B e« wilE 7 BRI (MP-MS-2021-004) .
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