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[ Abstract]

resulting in imbalance of calcium and phosphorus metabolism and gradual reduction of bone density. Purinergic ligand-gated ion channel

Osteoporosis is a systemic metabolic disease with the defective coupling of bone resorption and bone reconstruction,

7 receptor (P2X7R) are highly expressed in osteocyte, regulating continuous absorption and remodeling of the skeletal system. P2X7R
activation is associated with osteoclast formation and reabsorption and with osteoblast differentiation. P2X7R can also influence bone loss
by stimulating immune cells during inflammatory response. This article reviews the research progress of P2X7R in osteoporosis in recent
years, providing evidence for the pathogenesis of osteoporosis and the development of new drugs.
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1.1 P2X7R &M 557

1996 4 P2XTR B UM K B b o [ H R, IRAF
FEN AT 20 i v e 2 B, 2 5 Bk B2 A7
T2 T2 Fh 4 B R4 2 | 0455 I A5 Y B 40 i L 212
JH SR AR B AN AR O WL
HA WAHR L AR, P2XTR & =B
1 (‘adenosine-triphosphate, ATP) ] ¥ B9 FH 2 8
B, BT P2X ZRFIR 52—, TEHEHMES T,
P2X M P2X1~P2XT7 LR Gifi i 7 A 32 1A 17 4
M, P2XTR M =HESpAR LS H 51 K TEARAA L,
AT T3 2 A0 Sl b T i K R B, LA S — >
ANHEANER (ATP 255 0 i) 3% 42 i M A 50 AR R Ak
Uit ( C—) PSR ) 2 ki (N =) #49 R, Ti DR 2R J oh 4
PSR AN [R) B AR 3R T K1Y Sk 35 B R o8 B 2 R
RO A F AL ME 5L, P2XTR AR
WATET . (1) B K C—d, 5 HAD AZ 44K TC [7] Y5
PE; (2) B W LAY ATP G, X B i sh 71
I F R T =W - ATP HA = A5 AT
1.2 P2X7R HIThEE

P2X7R 5 ATP 454 I & AL 00, v 40
K*4Mjit , Ca® Rl Na™ I, B Lk, 51 % A
Wi AT R — FR 50 A R H R Y
I 50 LA P | I 2R G R e Bl 2R A T R |
RS RGUBNR JRAE A O WA A AT B
EEIAEN , TEE UG AAE b, P2XTR B0 W5 i
A(phospholipase A ,PLA) FfIB§ASHE D ( phospholipase D,
PLD) , b 0B 20 i br 10 55 X Y 338 3G I 4
DU 0% B B C (protein kinase C,PKC) Fil
1t % A ¥ B (nuclear factor-kappa B, NF-kB) , fi¢
TEREF 2 A T2, P2XTR Bk BE ATP K
RO, 2 ERE FIE R —> L, A8 % 900 ku 1Y
EKTES NS EHAEMA Z 1o (interleukin-la,
IL-1o) FI A ZHAEA 2 1B (interleukin-1B, IL-1B ) 25
R, 2R BT E T REAE A& 16 A A ML TR A 1% SRl
1.3 P2X7R 5ERA#ZRAF

P2X7 1 FC 4 RE A% 3 — S 7 5 R 7 1 3R 3K
LB Gy O, XS S PR A 46 FL 01 AR SO K
W TEAE T A0 AEAZ T (nuclear factor of the
activated T cell, NFAT) NF-«kB ZJEhl b1 G 2 i 12
W AZ M A% 4 R ( adenosine monophosphate, AMP ) J
IR A 45 B 1 R sk DR 005 ] 11 — 1 (activator

protein, AP-1) XA 51, AP-1 FJG h i i UL R N
c-Fos Fos-B & c-Jun 58 1,

2 P2X7R X BEBHIFE

P2XTR i £ i A5 B 200 L A0 8 400 i 22 ) 5
1555 T DT - AR5 19 2 22 [) 3 P )~ A ok A
GRS o TERF A0 M | BRASRE A M IS 1Y
2R TR B P2XTR (S FITis S, 76 L
BN, P2XTR B0 23 0 A TR AU A0
I 5E , S EOLE
2.1 P2X7R B A AH1E R
2.1.1 P2XTR e Wi 2 M Rl 5 A0k 4 g oAk o
PERT BB AR AE 2RSS BT, |
BN W 20 L (RNCR A0 I A TR ) RS R I 2
RO, v 40 o0 A i A v e R R A
SR PR 3R 2 W 40 4 9 303 X T (- macrophage
colony stimulating factor, M-CSF) 1 NF-«kB 52 {& %
A SN (receptor activator for nuclear factor-«B
ligand, RANKL) " E A% 5 24N 5 LI S i
R S B A0 TS 5 A A Y 22 A% R W A
M, B PR AT A AR S TS RS
7 (receptor activator for nuclear factor-kB, RANK) 3&
G, 5 RANKL %55 4 il o175 5 (0 B8 7 200 JH A4 i
ST P2XTR 7R WA AR R ek RSP X
T 0 T A4 1% il 5 R 22 B 240 L 14 T2 I R 41
HIFE . BFFE R W, 5 P2XTR R BR 4140 H,
M-CSF \RANKL 3557 B 4% B WA A5, B 15 240 M A=
JI R SHERE DR A 6 TR 7K P Wik 3 i e, OIS Ay IR R P Wl
TR Tt P B Bl 4 L 5 B S 19 22 36 B P2X7R 1Y
BT BRI B A A A6

B 2L T2 5 AR B N Ca™ A 06, Ca™ I3
IS4 F TS S, 40 PKC B 47 NF-kB % 5E 1 |
WHAEH T 40 A F ¢l (nuclear factor of activated T
cells 1, NFATcl) , Ca® 3§12 4 i &M 55 P 37t Al 2
PRI Bt AR TR ) 45 2R ARk EL R AN B S TR
HH A H G =i - ATP 387 1] 55 NF-wB i f A%
R, T FERBE 1 200 M A i F b i — 255 c-Fos
Fil NFATel 35" NFATel A % 8 40 g 43 1k 19
FHE AT, Al i 2 R B A0 i o AR S 3R
IR FERCERAR R R 5 bR 2 R S e
H ( dendritic cell-specific transmembrane protein
DC-STAMP) & — Ff /i 5 240 Jfd il 5 ) B 28 8 1 T
P2X7R {940 38 i NF-kB & #2530 NFATcl 91
i, 3 1T g 461 % DC-STAMP 01 I 40 it il 4 #) 2%
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ik, AN, B Ca® I Bt Bl T8 % C
TR R BN AR 1, AR 2 1 40 A 4ok R )
A, DR B AL T B F  PKC AR FH T AR B 4 i iR
TLIEY), e 4 & Al RANKL 155 2086 54>, PKC
WAl JEY P2XTR, K P2XT7R A F 40 |, o4
i PS5 R I EL AT PKC AT FEBE R L A7 55, T B
P2X7R-PKC 15 518 % 1 )54

JRUEPT P2XT Mg PR SRR S P2XT7 253
FEHLFHINE T M-CSF/RANKL JIJ8 4 A B4 200 B il
A AH P2XTR X B 40 i F R il A AN R B,
R P2XTR B2 /N R A AT TE 22 A i A
AR T P2XTR 25 0 8 4 i oAb A5 5 38 6 1 2
bt PRI, P2XTR 7 IV 41 Rl R0 40 i
e DIV E AT A R 58 (E AT A P2XT7R $4]
70 BELUT 540 5 s 4 P il 5, AR |h 5 4
JRLIE B3 | A %) B O R AASEE
2.1.2 P2X7R 7ERE B MW HAI/E] P2XTR
I X 4 L P PR AL ™ A R, i 24 P BT I
WA B I P i 77 -5 4 L R R 2 DX TR A
Koo B AN MR AR B2 T I A e 0, B S AR b
IEIE L B X, 8 WL 3l 2R 1 26 P RO B
YA TE b i . PG BR A H Y 4 W R Ak
H* W A O ALY, T A BILRG o3 W 4H 28 1 Bl K
P A 19 1 A Wl 1 Il P 356 5 42 R 3 (1 8 P ( matrix
metalloproteinase-P , MMP ) %5 £ { i 5 i, X b5
P22 BNV 2055 0 F IR, AndE 32 R B 8 1 1
LW c-Src , 8% 2 IR 3 1 ( spleen tyrosine kinase,
Syk) \Rho Zi% S M B R sC e T Vav3,

ATP fEH T P2XTR, R EU% 3 X W IE RN B
PEAFFRI W L ATP BRI BORE IR T AT A9 40 A
HAREER S A0 AR AR S5 Y
Ak, ATP HIUS , U8 4120 O A PS40
WA TR B A AT, FERE S S A Z U0 i E 224
BG4 v R T EE T A, SRS S e A
AN, JE LR 45 7E ATP fl38 T gl 8 fn &
X FR AL S B —Fh 44 R UL ( podesomes ) FERR7S
SERGIE B, K B E AN B 25 A R X R A R
V14 2 25 T B3R 3R T 25 (B 1) I s s B X B R,
P2 EERS SZ AR 7Y P2Y 1 B 8h FIAE P2XTR s
EHAWB SN, R REBEIR A A 4, R iz
Tl P2X7R £5 . P2X7R %A S8 & A HH
I K25 B A v 1 M Uk i iz i, il T IO 454
(1) AR Ak TR B 3 2 8 X, 3R A3 i oot A 5 % B X1
T R AT,

fR PRI R B S O ML 2 P2XTR 406 51 40 i
Y Ca® H 0, 3 AT BE 2 1 20 b P e 1 b Ui
5 P2XTR XA 20 A 405 Ak B A 1% 15 40 e %) o
BORRETE R FI a8 B X, P2XTR 3 ATP 3%
AR ovB3 #1551 K 2 B2 I (spleen tyrosine
kinase, Syk ) ,Syk i i SH2 45446 55 56 558 32 AR & 4
FRILIF S5 AT ) L O 1Y) G A7 A s A TR
FeFP2EG Syk PR 5 A% IR A K F Vav, Vav
i3t RhoA AR MY o - EH LB,
- H 25 LWL AR 40 i B 42 1Y B 41 A R
PERRL I RN, 2% 2 AR B 6 570 5 30 -
R Z WAL, I 3 X T BRI
T Syk 31 o-THE B AL LB Z H P2XTR
IO 175 5 R A L FE R ) OQ B R B, B2
P2XT7R B3I 2 A1 40 B A W KORN T 66, 1T RETE
04 A 3 YT 5 RS 1 B A TP R HEAE
2.2 P2X7R X B HRERI1ER

B ) 70 [0 T 4 L 1) 4 L S A Ak 2 3
B BUBAAE . P2XTR 7E 55 20 M R0 8] 72 5T 1 248 A
TR A ik, 2B P2XTR 76 AU E NI Y 43 fk ol 2
TETEMAE T, P2XTR RIS 40 i B4 356 5 | T BE A A
AT G, 38 3 R4 BSR40 A 5 e T B,
X B A O R R 0 2 S R AR RIS 45 Y T B A
W, 8 T4 AN ATP J343% P2XTR 5 BUR B 4i i
SMECRISE R B B e it 5T, P2XTR
WS PLD, HEHN PLA 238 O A mE R
PLA Fif)5 5 HARR B9 FE K 25 4, b o A 40 b i
SRR 1, RIFEAE— % P2XTR 5 PLA
BAA A A I 3 A ok A5 5l DA T 9 7 %
ML RIE R R, BEAh, P2XTR I3 N T 40
P Ca™ ¥R | J8TE p38 22 245U TE AL 25 1 I8 Tl 1%, 75
5 c-Fos Fll c-Jun ek, i P A L R 4 0 L [
%, c-Fos Fl c-Jun [ —RAKIE B AP-1, 53X J&—F il
7 22 PR e R I 0 A b B B SRR
ST VEAT T B A= /N BT P2XTR Bl s B R
YN bRICIE PR A0k, & B0 A1 A0 B R S s
T IR A RIS 2 G SROKTAE P2XTR BRI
B S I, 17T Runt AHSCHE S F 2 16 P2XTR
AN A B2 ARk, R Runt A OCHE ¢
F 2 FoMFE ST osterix 1Y EIF(E 550 T, P2XTR
WG T iR F osterix M HF U740 F 1 33k LA
TRCE ML P2XTR 6 AL G EOR AT 41 i AR i
DR ek 38 o, B P e R it R B AR R TS R R, B
o e 3 PR 2 50 R[] 7 o5~ 200 7= 24 1) i I 40 e o
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R B o 1 i e 1 | I WD B R s = 20
Ji 15 20 L% 25, P2XTR 7E 5 | 58] 78 5T 1 40 i 1) B i
LS R e R FEME R . AN, ATP Bk 321 4 i
ANZS [R5, AT 94 B H 20 6 3 T 3k 1) el Tl R il <5
PR A, BT A SR L TC LB IR 3L 2 7 B4
MLAY B DI RE

3 P2X7R 5RIENENERFEHR

B RGN E I & A R e 5 9 5 A %, 4
FEDRUR PR RBRAMRE 1, 48 28 5 i TR s FR A AL
T 9 F8 BOR POXTR (g 2 14 =0 T A0 3 A
NF-kB 32 AP BC AR 223838 I, T 40 e R 1) 45 Fol
ST A0 M R R B, RIETE B AEYE B B
SE R E EEAER . MYEIRSERF o tumor necrosis
factor-ac, TNF-a) (24 -1 (interleukin-1, IL-1) |
40/ 2 -6 (interleukin-1, 11-6) 25 48 5iF 41 i P ¥
SERAE LB INIE bR i ), R B KVl A 08 1Y)
R TR, 5 80™ A IR T 200 6 00 40
MG YE . B ARG KT B AR I 1 BRI
RIAE 5 K- h 14 22 TN 1 B e % . A e 14 e
THERRE SIRRAR, ZebiR D R pt- T 350 R R 4]
AU 7 SRR S, o — 25 0 R AE AN
5T K B, 21 1 200 L %) 722 A 2 1 JO i WA i R
AR MIRBE ) AN R 2 — TR R ECE IS
ARELPE2 Al T AR AN R R R
WAL, 3 A1 A 325 1AL 1 200 2 ol 7 2 K o W 2
JHL, T A E AR PR T, BT N BV K B
T BRI W AL 22 ) 1 3 A AN S A e 4 3 B0 o
PARE

ATP F- % bR 492 4 A | 325 100 248 Af | B At A%
B AR, 5 40 A L, A0 AN R IE H ATP ¥
JEARXT B (HAZ B H 2L IR | 4 s 47 v ATP
R 240 M A e B 5 e, RE S AR R i ATP Y
R AT 380 F e A0 ) P2XTR, 36 fL B9 P2XTR
i — 0 1 9 4 A PR - i RSk, 4 RANKL IL-1
IL-6 IL-18 B TNF-cr, 35 2 4645 F1 0 R 4 9247
P2X7R IS S EANME N K AN FEEE A -1 A%
I, TN NLRP3 48 i /A i) 4 %57 . NLRP3
RAE/IMES T2 B R AT -1 AR 1L-18 Wi IF
RERCEI AN S, B TL-18 183 3% NF-xB 15
53 A B AR AR TR R, IR L 5 TNF-a P[]
VPR 8 B 240 BB W, TNF - 368 520 38005 28 1 B
fiti B {55 % L P2 SZ 4K 3E AN Y Ca® A2
TR E A0 L B B o3 A 38 R WO o e o

PAGEAR T BT SO H ik 2 T 400 RS ) 4
DRI -2 | 8 77 A 300 10 B 400 M 43 0 4B R 7,
IL-12 IL-18 \IL-33 FIT4EE o2, B fTAT LA & 2
Ko PRI, SRE 40 i DR 18 2 B 26 i 2 15 51 &
HERAAURGEEEN,

4 N 2

P2X7R & B FCIH I 1 A% O, o2 800 e I
IR DCHE S, C B A 2 B BT A A 1) A 24 B
SEH R P2XTR G TERE B 40 | B 40 i v
WAEH 5 R M B R 156 R E SO IFIE s,
] P2X7R BIRYT Al LR A A E R . Bl
P2X7R FEHUHIAL 5 B3 e SL R o B B, {H— 2L K AR
258 R EIE 8 1 P2XTR X VAYT B G A
BATAEN, MERER R PFSEE
559 JAE SN A 8 R A SC R B BT AN E . P2XTR
TEB Y S DI g, X B AR 2 AR 22, BT AR
ATy B 5% HEAE S B B i A 0 36 7 B0 A A D
YEHL,
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