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Research progress regarding the P2X7 receptor
in intracellular pathogen infection
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Abstract: The P2X7 receptor is a non-selective cationic channel receptor activated by ATP. It is widely distributed in the
human body and participates in the regulation of various physiological processes. When bacteria, viruses. or parasites attack the
immune system, ATP is released from host cells during infection and acts as a danger signal in the extracellular space by activa-
ting the P2X7 receptor, which is involved in the immune response and inflammation. Its functions include the production of re-
active oxygen, phagolysosomal fusion, release of cytokines and chemokines, and participation in mediating the formation of
NLRP3 inflammasomes and the maturation and release of IL-1B. Based on the recent successful construction of animal models
of targeted knockout of the P2X7 receptor gene and the development of specific P2X7 receptor antagonists, this receptor is ex-
pected to become a potential target for the treatment of intracellular pathogen infection. This review will focus on the character-
istics and distribution of the P2X7 receptor, as well as the progress made in research on the P2X7 receptor in bacterial, viral,
and parasitic infections, hoping to provide a new insight into the potential of this receptor as a therapeutic target for infectious
diseases.
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E W I R P2XT 52K (1) ol R AL A0 A A
RUEY )z BT R B AR R R e R P T
YEHT $7% P2X7 Z 047 B Rl B e M B 1R T 1Y
B, AR LR P2XT 2 K45 M L T g R4y
A7 5 LA AR D B P i T A % e v 1) 0F 5 0 I

1 P2X7 ZEEM W59

P2X7 SRS 595 A G JE R 5% L 4 R B
JoE A A0 AR L B R 3 A TR TR I 3 4 A 22 AR
FEASWEEAT 2 A 15 B 45 A BURn 1 0% 3 1k 14 i Ah
WOHEANER BT ATP 58005 . MU 1 AN RiEE N
s 5K AE C o, N I 5 810 4548 3 BE AR SF . i 395 A4
RHEFR IR I C ¥ FH 2 200 A2 L R % FE 41K
& P2X7 SZ AR B RESS A Bk

ATP fER P2XT7 Z K ME— (1 KSR W3l 57, 2 4
I IO 3 5405 B D A Je e Bt R R 1 — b 9 R 1k
W, P2XT7 Z X ATP B BURPEIRAE, 24 ATP
He BN 2~4 mmol/L i}, P2X7 24K A % A= 5 4k 5 i
WAL H A P2X Z IR K IER ATP HEALFH 1~10
pmol /L5, A LR A T L 48 B I B A ATP e Ji b
FARAK S ARZS . ARG BIAR SR, Al g L RAE L 4
2 G SR A 105 15F  f 928 0 R T L I 4 L AR 2R 4
JE | B 0 6 L I B 4 R S RTORE ML Y ATP R A 4

JRLIED B, B AN ATP ¥ B 39 m, 3 1 3% 4 P2X7 &2
R

P2X7 Z B J5 AT TF R X ) 4 E 1Y B B
TIEE (MA Na© [ Ca®" NI AN KA , i —
AR T IEE S AR L, I Ca® N I RE BT B
NG D(PLD) , fi 3 v I -5 i 1A fal 6 2 17 2% 46
P S A K A it mTREOT B B NLRP3 RAE K&
gl 2, It HF caspase-1 1 1k, caspase-1 #E 1% o s
P A ELE PE Y pro-TL-18 /i 4R 85 U1 5l A 16 P 19
B TL-1B, 23 WA B Mg A1 5| 8 4R 9 F g . P2X7 2
dnlE if NADPH S AL BEi% T ROS /7 8k , fit i
VR Bl A DT I BR R B ARS) . Caspase-1 7K i
pro-1L-6 . pro-1L-18 . pro-11.-33 &5 {i¢ 4& [ I ) 41 Jifg
PR A R A 3 P B9 -6, 1L-18, 1L-33" . A &
25 Tl e M 0 1 o 3 A B G R L A, P2XT
Zh 25 —H LA (nitric oxide, NO) & W, S —
H A S B (nitric oxide synthetase, iNOS), TNF-
o B BETBOR NF-kB 55 i 2 09 1L %S, 4 P2X7
ZARYE ATP R 2200 Ak, HoAr 5 19 BH 2 1 Ll 5% A2
Y pannexin-1 &AL, B B8 & A 9 E 38 $5 1 AL, g
N AR /IN - ) S R B 5 T e e AL | S A i
PERCAE B AS AH K e IR SE RN T A B S 0 R A
(K D,

B 1 ATP #i& P2X7 4k ,Na® (Ca™" IR, BE A K 5N, BFU THESER

Fig.1 ATP activates P2X7 receptors, Na™ , Ca’" influx and intracellular K* outflow, and activates downstream

signaling pathways
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P2X7 SZ AR5 R AEAH SN AL B RS &
B R AL g5 ¥ B RE Z 4K 3 (nucleo-tide-binding domain
leucine-rich-containing family pyrin domain-contai-
ning-3, NLRP3), {2 #F 1L-18 Bk, P2X7 521k
S S R R e O 1 ATS A A L LA
AEFRFHLR N R,

P2XT7 ZAKTZ o A T2 5 TE AR Z Fh 2
G O R S = v 1 1 1 o S 2
IR TRV Eop e 1N A R A RN S
iR O N 0 A N 1 S = N LN R

i = 5 & AE N R TS P % (Reactive oxygen
species, ROS) . JE Bl 14 g S 4 35 X -5 0% % i 7= 26 19
ATP A5, Fi 2 40 B A0 45 /0N B8 00 48 Al L OB I
JOT 4 B /0 5 e o A4 T DA B S R A A . AR T A A AR
R P2XT Z KA A A T BB 20 B L 4T 4 4
PN 40 B RN R 4N S L ST . A, P2XT
ZAREAFAE T RS b 22 S0 RE, Q0 B8 /NI L B il
AR T P2XT B2 AR RS [ B9 4i i b 2 AR
I] 19 1 P AL (5% 1)

F 1 P2X7 ZARTERE 4 a9 A HLH

Tab.1 P2X7 receptor has different mechanisms in different cells
2 g 2 Y P2X7 Z A B B B0 EE AN
L 1w 240 %5 CD14 MR ik JHe T  CD14 W e Jie 75 4 o PR 9 A% [19]
B 4 it RN R Ao RN I ] e JHe B I [20]
ORI BN NLRP3, Bk IL-1p JE e 1 R [21]
L4 U T AE AR VU 05 TR 43 b O I R 9 [22]
; P IL-18 F1 IL-6 Y43 0. 4l T 40 i 43 4k . e e 1] SHL S e
T Ik B2 20 S Thi7 41 RGMELLBERA L O T 48 [23]
. N, \ rPR 2 3R A e AR W
2o A2 4 ZETF LA LR AR 8 HL A7 1) i
P A MR 2T A LORL AR IR L 7 1 ke 2R & % PR L [24]
INBERANAE NF-«B, JNK {55 i i P2 FR GE R < BT IR 22965 B [15]

2 P2X7 BESMEBRE
2.1 P2X7 ZWKGEERABATE 450 TR
(Mycobacterium tuberculosis , MTB) & 5| # 45 ¥ 5%
R P9 2 A LR i T T AR D A B A U A% L LA
Jili R g 2 UL . TR S5 A% AT IR b, P2XT A2 1R X
PUIA B AT O 4 AE T, Al Al 1k 50 4% 4 i/ B ik 20
P2X7 Z AR B I N, 5 5 E w4 T BRI N 4 %
SR RORF T A R T U R AR R T
% P2X7 2 R BH Wi 77 oxidized ATP (oxATP) [H
WL T4 YT S R O R AN P2XT 32 ik
G120 Ca™" T » DT 428 1) 205 4 3 RAT T e e
IR P2XT7 Z AKX WA W AFTE B i/ T X 5
G BORT B T A 6 BRSO PR A DR e o
Bk (Beijing1471 5 MP287/03) 38 1 i fk. P2X7 %
1% S B R AN IR BT . R B ATP R 2 g 41, 17 JF
pannexin-1 B8 L, Z 4 i 58 T, 42U 05 AR B
AL, AR Bomfim 55500 & 30 v B0 1 43 BT T
WM P2X7 32 K155 B W 41 fLFE T, £ i 40 B 1R Y
P, WA P2XT ZAKE 5 45 KO A TV BLE
BB 5 | RS 1) Je 7 2H ) R R A G A i TR 2
B B, 51K T B RE R SE R 2 i AL U

2.2 P2XT ZWS54MERE 416 E CH (Bo-
vine Brucellosis) X H ) R G 0] 301G P2X7 24K,
2% Na' .Ca®" WA K™ 4P %% NLRP3 % 1
AN, BSR4 A G I8 i NLRP3 % #E /0
B TL-18 AU kiR ROS A4 56, ik 5
P2X7 Z R4 AR & KB =R NO 2 §) A e,
TIL-1B 7R /&Yy 0475 LA B e 928 o7 25 vp e 5 2/ L
e MR M SOE ROV I A R R NL-
RP3 P Y B TL-18 7 Ak, H NLRP3 KA
wog o BRGSO A A B IR Y. R
NLRP3 %t /AINMATE ST A4 A5 B [ B B e b & 45 8 22
fERL T NLRP3 5t /MA 930S L3z P2XT7 3Z K
¥, i — D HEN P2X7 &2 KW A4 38 1f NLRP3 &P
IME BB RAER

2.3 P2X7 ZIKEHKEMA IR AR (Chlamy-
dia trachomatis , Ct) 3l LB IR H0 KA b % 1 &, 411
) A T AR A T S IS il R S T AF A T A R 4
Jirpteed R i G 4 AR e ik ATP 3 fk P2X7 &2
R EE BENREE D (phospholipase D, PLD) , i B 4K
JE A ATP Rl B w4 i 5 . nl A 2] PLD 3 4k,
Al PLD 36 £k o] WK 52 A A I& M . R, 76 A4 )
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AT L= P2XT7 SZ AR B BEYH LR & A= PLD 1
b o 3 ARG I 3] A AR 6 P ARG 3R R PLD [ 15 1k
5 P2X7 Z A 5, H PLD J& 45 il B g iy & 4 N
U R FE VD IR A SR AR R Y v P2XT A7 (R
g 5% BRL5  2E BRURH B B B T R T BN
U1 A5 0 B A AR T A A o R RE T I T

W 38 K JFAK (Chlamydia psittaci , Cps) ¥FHL
PR 5405 45 SR 5 | R 114 4 B 328 N7 250 8 DD AR OG0,
JER A LA 1) 200 0 B oA S e AR TR B 40 L ATP =
2~ 3 4%, Cps i 3 P2X7 Z &M H ATP % S 1
J774 BUECWEAN A 08 17, Hol 2k e A Ak ATP 3B A
ML BH IR Ca™ il e 4,774 RE
WE i 5 ATP L85 .6 h J5 K I 2] Cps 1 P %
iK1 Cps IHHETER 5 ATP L E 19 J774 RE W
YA R TG S e A L R B ATP T3 i IS P2X7 A2
A A1 S O P 9 T AR 1 3 R

3 P2X7 ZikSRERSL

3.1 P2X7 Zk5 HIV A4 B 6% 3 (Hu-
man immunodeficiency virus, HIV), B 3 % %
(AIDS., AR 15 1 b 22 BR 25 6 D 9 75, 7] 3 i A 26
RIERGZW . HIV B EZ0d CDAT T k4
H Ak R FT G CDS ™ T bk I 41 . B Ik T 40 g L B9
6 AT 200 L | BRL A e I 20 L AR 2 bR 4 i R A 2 T
M., P2X7 2RSS HIV & HLEI b A% iR 54
SR ) (NRTIs) /v, HHT AIDS 36 97 (9 8 55
WM T 90l P2X7 2 (R, ATP B P2X7
ZARG ot AEAE B A % 6 R i HIV-1 99 55 UKL
i 3 i o A R R 0 A A A P2XT 22 R Bt
) A-438079 FiIAH £ Bk iz 400 i 77) BT oK 5= 4 B W] B 1k
R BRI DT s R g . A, P2XT
FEPURNE T PO HIV-1 8 3e ik £ 40 4, 0 2> 1010
AIL-18 W 20 Y . i FHL i 5 S BRI e
HIV & AN GE ™ A R S B i Bh T 40 8,
CD34 " 3% IfiAH 240 Jfl o FE 338 P2X7 SZARIfar i T
I EE 40 A L A S B T 40, S it AR T
GREZA ., I, H P2X7 ARG AL A% 5 CD4 "
IRV I Rl 2B K G g2 e s 2 1 AR A

3.2 P2X7 ZMkYH H7NO FER T H7N9 JERYLHL
PRI B 40 i PR XU 7 5| K 4 B RORE J I 27 A AIE
JPEET MR E RS AR, B E G LR
A, NLRP3 &M /IMASEE H7TNO J&R YL i 7 b i
e RN E A TG LY caspase-1 ARSI
BRI pro-1L-18 1 pro-11-18 55 ¥) i B A A= ¥ 3% P
) TL-18 F1 TL-18 LA & AR AE S 3T 1Y 1 J2 4

MO AP B2 20 4 W TNF-a., 1L-6 45 22 40 g A
T NLRP3 R /MATE it B0 & AR 1
T TR W T 0 A E SN 5 T A /) B D AR TR v JaR
Yy LI RN e 3 A P2X7 A2 M 4 R0 TN B AT ek
AZ11645373 T 5836 97 I o A2 28 40 B D - 40 W 347 U
D i RAE R IR A SRR P2XT Z K
fE H7TNO YL R AL 2 5 RAE W, P2XT7 52 (K41
il 7028 mTVE S HTNO JRYIE T 25 W) B & 7 1l .
3.3 P2X7 ZEHBEPIRT UK BB R
7 (Dengue virus, DEN) B YLt , Bt K& ATP
WAk P2X7 324k, 7 A KA R 5 30 i 25 it
PEOK 58 FEE ML) fE BEfs . P2X7 Z 4K 2 500K 3 0
B, 5 SR A A R0 2 A EE L ATP 3 5k 50 1 Ak B B A
A MLIS I B IO R R AR ., NO B
VORI RN P2X7 ZARI0HIF NO A B3 fin
1M RS PE P2X7 A2 R 3 77 KN62 4b 25 41 il )5
JL-H A 3] NO L B P2X7 22 R i A ok i 3= 40
JiL NO A B P I3 JfL P95 75 5 DT 94 1 6 o 200 75
YL

3.4 P2X7 25 HAREEE  H A B0 I IE SR 1Y
5T W R AR R T (COVID-19) B HLIA , 51 &
SOk VT A I8 2E A AE L B R 18 PR K B R AN i iR
T 5L 28 R o R HROME I A N B I . AE — R AR RN
A DA SIS AR e 3 S 4 R e | R Y i B AR
¥ P2X7 Z TG AT ST L Ak KO R S
5 (varicella-zoster virus, VZV) 2 4L 49 40 f, i
M ATP DIAR i pannexin-1 & L ) 77 =28 40 3 3] jg
Ah LA ATP 0% P2X7 52 1 Sk 3 1 7K 97 4 bR 98 95
o0 B T N IR B /0N B I S B R SR Al R
BEME W, Jf L P38/INK/ATF-2 {5 % i % {2 i
IEN-B #4534 » DT R 5 B0 2 4

4 P2X7T ZUES5HFER

4.1 P2X7 ZWK55EER 5 H (Toxoplasma
gondii) J2 T PE AN P A AR L, 80 96 A A T K,
YRz 0 JUE AR RS, T B Y0 37 3 B3k 4 B 450 A6 fifE
i ERPEES T B, SR 58 BRSNS IR R Tk
I A TS TSR ML G 5 N DA L AR
L I 248 L R A7 205 b A o 5 0 e AT SR, S OB
HOE R i P2XT A2 AR O\ Y o s ki L
52 j AN ATP 0% P2X7 52 (A 1l 1 58 55 JF th &
3R] 5 A2 48 R I W, P2XT7 % A GE 1 NADPH
AL S ROS 1977 4 42 i TL-1B 43 W , 3 1M 42
PR KL f& ROS 19 2B WL, A & 5 I8 HU gk geb |
P2X7/ /NR I P2X7 T NR IR S Z 35K ;L RH
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BRI 2R, XS REN T IR EH K, B
YJE AR 4 K TR TR R P2XT7 7 /)N B B RS v vk
W R A I F 11L-12 . 11-1 . IFN-a il TNF-7 Ay
IR B AT B AR D 38 , SR T AE P2X7 T /N Bl ax
AR B KOF B . HOE RH O MR Y
P2X7" B MLk O 45 &% i F SR U A A
WO, $EOR P2XT7 2R S 5 E RSP RUB
{14 57 0 BIL 1

4.2 P2X7 ZAR S CHE R s [CHE B (Try pano-
ma cruzi Chagas) E=—MM N BILB TR A, B
W I 5 9 B 5 | e T U L 1R 2 Rl 2 A
OB ST . FERAETEAL, ATP J % i
PR Rl S P2XT AR K ST MR
JEVE AR . P2XT7 3Z V1 40 A ATP FR AT
IR 5 5 DG HE HOs AR Y G 28 R AR E il AR
JIES R 448 4 e DG A o s e v B G e 8 1 AR A L R
SRIBRYL I 5 P2XT Z ARG 5 Af P2XT7 ZAK &L
TR G 28 1 A AR R[] 1 SR e 20 21 Rz 32 R 1Y
FIRAFAE 22 5000 W K 40 i i 2 P2X7 24k &
FEBU IR YL G 93 37 N [) 90 B8 1 BRI

4.3 P2X7 ZR5IERER JEGHE R &R T
WS RS GLIE TR B Cplasmodium) P 5| 08 B I 4% Yy
I 5 AN TR S LA S S A 8] H 9 L = H 9 BRI
KOBRIE . ATP 7R YL ) 21 40 i b AR 3R, O3 3 st
S T T 2T 20 A A SRR R AN A Ak A B
P2X7 Z AR LA ATP, 35S CDA™ T 41 M 4 W
INF-vy Fl 1L-2, 42 #F Thl 408 /) e g i B T
A0 CTEh) DA AR AR I S 7 . Ah, P2XT7 Z ik ik
3 3 A A 240 B R T DL A R G /N BB DE Tfh 4
Bt = P2X7 SZ A /N BRI G 1) ) S 14
iX 5 Thl 405tk 2 A 65 . fsle R G0 4k
£ Th1/Tfh 4B AR 2 AT DL A 38 b 3 B J ol
PIL, A P2X7 #sh 5 R4S P R 90 ATP-P2X7
VR FE Thl/ Tth 4074, AT ok AL G 92 1 2 5
WA R . e R R R S e R R
PER I AEAFRE A L LRI E B LR T
P2X7 32 1B 1] 25 W) 75 T DR A7 1 B g2 LA 9 ol s g

5 INESRE

P2X7 ZWHEEN ) 2. S 5 RER
T4, 55 M N SRR R e A B R LB E R
PR YL R P2XT AZ (U B LAAR 7= 26 O 1 i
2 5515 F I R HCE W PLI T A T 90 SN, SR T, 2
JEYE RS2 I E ML = A 41 B PR 1 KR I L i R A
FEAS WG ER . Bz, P2XT7 Z AR X HLIA = &

FLA QR AP PEAE T e T I8 e 72 B2 L TR AR 21 28 R0 3500
P, e 2 L 4E B, P2XT 32 4R 1 M 56 BF 5 B
O S B R, (0 ) IK i B P2X7 AZ AR TE L
s JE A SRR G i P L T B — 2D R 5T O [R) B P9
JEAR S P2X7 3240 AT B8 5 5 3 5 A H BT S 30
IR ZFEEY =R . BEE X P2XT 52 R R %%
ST 3% (IR T AR P2XT 20K 1 25 W) A T e
PR Hh B 1 2 7 R, 3R RS2 A AT AR Oy JR
PPN 25 WG T RE A BRI W

FlsmhzE. L

SIAARNXEX: & HRA 0, %K. P2XT
ZTHRERNEREREFHFRARI]LFEAL
£ E O F 4, 2021, 37 (11): 1037-1043. DOI: 10.
3969/).issn.1002-2694.2021.00.147
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