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[Abstract]

years, the recognition of the PMN function and the relationship between PMN and periodontitis have been updated. Besides

Polymorphonuclear neutrophil leukocyte(PMN) is an important member of the human immune cells. Recent

the pathogens killing and phagocytosis, PMN also play an important role in immunoregulation and proresolving. The main-
taining of PMN homeostasis is an intricate process and the precondition of defense function, which involves activation, adhe-
sion, recruitment, apoptosis and efferocytosis. The regulatory mechanism of PMN homeostasis called neutrophil rheostat, it
works through several cytokines and cells. Any factors that break the homeostasis will result in the damage of host immunity,

and may relate to the occurrence of periodontitis. Moreover, PMN dysfunction, because of host factors or microorganism

factors, is closely related to periodontitis, especially those associated with systemic diseases and gene defect.
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1.1 PMN-EA7 5 Ak 4 i a5 %% ( neutrostat )
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AT AR IE T PR (negative-feedback
loop ) , RIFRZ A kr4n M im 1 g, H it
40HE/ 2 Cinterleukin, 1L) -23. 1L-17 0040
AEJEHNE R T (granulocyte colony-stimulating factor,
G-CSF) 4 4fMu A1 & FE/ER, #RoMIL-23-1L-17-G-
CSF axist4,

AFRIRAST, PMNTEEBEH S B L,
A MEIEFR R 2" o AN AL A
YL ARAE, PMNZGHB I SEAE, RIERIEAAK
BWEERRIIE, RS 6% B AR RO B, X —
WA TRIGS, MIL-23004 w2k, o
M/ FIFIL-17F1G-CSFRY# 15 . G-CSFAIE /D [
T XA BRI, AR PMNEE i A SN E TG
W, R A AE ORI . Pk AR A A A
HHPMNGeZ fll (5 5 W &S IEH A%, Mn
Bl B R 70 T REAR MR . i RS EING-CSF
B3, MEUEEBETPPMNB A B BRI, 10 40 & 1
IR AMA BT IIPMN, 4 S 0 Ra g 2,

AN, HongZmE I, HFXAZA (liver X recep-
tors, LXRs) 5PMN-F-#y4E:5A 3¢, LXRsH] LA
TR EPMNAIERR, I T-PMNA A A] DA
LXRs, MfidpiflIL-23-1L-17-G-CSFik A% ik 4 Jfd
A
1.2 PMNJE#MAEHI® ( neutrophil extracellular traps,

NETSs)

20044F, Brinkmann &5 7 YA iR PMN T 1] A 41
B A DNAL M. BE Sl . kg
MasitE 8 T . ASUR TG MRS, Jfdr 44
HINETs. NETSHIIE a5 B h 7 mA T -5 At
KAEFZ AL, PMN S — i R AR Kig Az .

NETSIE B A BRI A8, — 2 B 1Y
PMNJET 5 IR 2L, fife 3R A0 e (o ST R R TN 2590
P EIMA, Zad AR INETosis, &—FARF
TR TE R IR IPMNIE T . B — iR 25
FPMNHF LK ADNAM R, FEATRAIEIET,
HPE— 1 A WA AT RE R EINETosis &4 . AR
T 1) 2 S T2 SR IAE IR DR 3R A AN ] A B 2 v Bt ]
M2 5. FI AT AR IR A S R R,
Iz B[R] A /NS T i 35 T Eh R 20 S A o e S
SRR R, BO R, ATTER Bl 2 AL
o3 R AR

NETsH G o J5 4 B PR 23548 W] 4 AJois i 44k
W GPE . SO R A BRI — e i, Bk
FLHE— 20480, T AR 2 58 T W B A B R
I 2 op NI LR K T FLAS Rl v 40 o e
o N A 2 A D RRBRAE T, RO R 1

NETSIIHL IR

EAFEERE, NETSHARSE 2T ERRE “F
a7, HS A REMRERFET A SR, X8
FHAWIERBGERS, EFMRELM, NETs
AL BETE IS WOILAE . REGEPELLBERIE T 48 . Il
RGPS . NETsib a] 38 & i/ MR 40 e T
Pk, ATRE R BUMAS N Rz A0 S i AR TR e

HHFHENN, NETSHY LI sl g v i 55
BT RES I R ARG . LB INETSs
S FEURTBA LA KR P RS, W] RE
5 REZHA AR A LS “ H S5 FERIPER] .
VitkoVEETR I, 181 2 J8] 48 S8 38 i S R TR RIER I
WA KIEPINETSHAE, X —SLI0a Ll sce 1k
NG
1.3 JT-PMNRYIEZE S RAE R

PMN I B S AR I & A U T I AR A f e
SN LS . AERIEMTIR . R gifaisnik
I8 G B S A 1 T PMNSE [ g s, 3
H B W 21 B IR ol CAFAE IPMNG,- PMNJITUF
T 0k 05 A0 7 ok () 2o B X R A T IR A
X

JHT-PMN I B3 AT 5 MR A e 240 if ok 5 1
U AR A AR sk 20 ( dendritic cells, DCs)
SCH AR R R A BRI S B, G AT 4 4 i R
R A0 . A Wik 2 R TR I 00 T 20 B ) 2ok R PR Sy i 3
YEF (efferocytosis ) 1, T APMNHY I 20 ffd it
FEHAG WA FE SRR IR B E R . —
1], JAT-PMN KB4 i 2 AT DA gkt e L 5 3500 o
PEYI TR, 3 Ak A A0 B R AE AR A5
T3 —J7 T ELWEAA TR . AR T-PMN e AR 1] fi
KPS RAE SIETHIE A 5 (specialized proresolving
mediators, SPMs) HJ& AL, SPMsuffiHiRE . &
R IREESEL, R R G AN 5 R R T
IREZA I, HA RS PTR L RAETH IR M 35
ERERVER,  H.SPMsH] LIIITHIPMN ] R4l 21 ik
— 5 SPMsAZ R [REAR B ] T JAE 45
SERUINEE, {EIFSRAE R EIR S AR AR, kA
RIERSFFELAFAE BT JEAL AL S PE RIED,

B B AE S IhEESN, XPMNAIARE AL
SR BR T ARRR Sk B S AR A A, Aok 2
WFFR AR B PMN AT DL 1 -5 HAth 6 22 240 b =2 [1] 7 28
SO KA S R T UIRE, QnDCs. R EL4HAE |
ARG (NKEI ) 5. HPMNAM IR &
YA DR 7 B FLM S R IR TP 2RI, ATRLE
AT HA S e 4l . PMINZ» I Z FhDCsHt#a 1k
K, ffiDCsV i 5r 4 20 ; [FIPMNFT 5



VR ARG

$34% 2l 20164E4 H
Q12 West China Journal of Stomatology Vol.34 No.2 Apr. 2016

http://www.hxkqyxzz.net

DCsHE 145 A LIMENEDCs iz, M ffiDCs HA 55
EOENE R AL

J35h, PMNAITEZ R 5 Ttk EL 4 AR B
. PMNZARY IR 3B 2RI 232 A (major
histocompatibility complex, MHC ) Fitii s+l
PEEThIAIThI7H /34, TPMNL AT LUA #E4T R #2
EER, KR EEESATARED, ARRE
T, PMNA]JE SR NKH I A S, T 7E & A %
Yert, PMNREEL 20 A R 7 o] B S NK A

2 PMNEEXBESFER

RGN R LA 20 TR TR BRE Ry G sl R 2R 1 2 T S g
LU PR BN, 1 T S HLT 5 e P )
(R AE AR — B o DR BRI A 5 1 A 1T
PMNZE A LB G Oni v G BBy, Rt it
Xof B B A A AR S R ) S e A, LT BB IE R
A7 2 2 TR AR S AR 28 A A . B4R 3 2
JEI A2 PMN 27 TR B2 55 28 JE 20 2 )T
—IE “BhfEERR” o B AN X A A ) 6
F, HE R SR E SRR R . PMNAE R
JRHLUN S —iER 2, HfE 3 A SRR HAEY N
R FHWPMNEAT RIS A TH R, feplEEA 4
BP0 A TR AR 0 R A 2 UIAE G o
2.1 Al

PMNTE B i AR R B A o] DU SE PR,
H B S PEPMNGEDE 5 o m] LU JE K 5P 3 3L
(), WTHIVAR &P PMNYE > 55 bR £ 5 ALy AR
FIPMNJE /D . S KAPEPMNT /D 9 58 3 &t B %
FL. fE A 0 R R A 40

ELANEZL K i i PMN Y s PE SR (i, HoeA 2
SEE AR TSRS, SECEEEPPMNHTK
PH TN, 3 R PMNZE RS, YeZ5apf5Y
RIMELANEJRE A 1 9878 5 55 RAEPMNS/ D i 35 1
SRS
22 HAE. Bk

PMNMIMAE Y J R gE iy, SEEE gy | Bt il
P R R PR N RAE R RTHE . 4PMN ]
JRTR LA S L B RRRE T B RE S A% TE I
XL HE L BT 4 B T S I ] 98 SR T R
BL
221 F4E | BB AAnBh R EEERS (leuko-
cyte adhesion deficiency, LAD ) J&—4HLAAME i
AIPMN A | JRRETV SE4E Bt R R AIE A it %
PRI o R B2 A R Bl A B R 4 1 Rk B U B
Féa, T BPMING I 26 BT 1487 P R 200 i % 8138 )38

HLIFE, LAD- [ JELADSH WA RS, J2—FhH
PR PR, AAE20 111000 000, i
B H TS CDI8I I TGB2AL K 5825 S PMNF)
PRAEL FREIIG, Toik IS N B A A B A
o LAD- I B M Im PRARFIE I A0 S MR 22 1 12
RREG A R R, o PESRE sistdz , JCMEIE 1K
SRR s BT LB R PR AR B s DU R
IR FNFLAE S B AR R e i) ™ Y ) AR 28 1 2
JE 95 AE MLPMN I 24 i),

MoutsopoulosZ181% B, [FILAD- I H#& HPMN
TeEIEASNEHAL FOEFRT:, PR 5 rHk
Z, fHIL-23. IL-17HIG-CSFRRLL L, Ml HBEA
VTR ORI, 3 B AT 1 PMINESC i 1 e 34
o A, VPR RIIL-170 3 B RA 4
PRIEARE SN, TN R B YRR, X AT 5 IL-17
P 2F ) R L 2 35 240 B A% Rl - BAZ 4R35 A R i
& ( receptor activator of nuclear factor-kappa B ligand,
RANKL ) , m#flE{#9 2 (osteoprotegerin, OPG )
(ESIY S SN
222 FEEE . fbidE PMNZEHS Hid R E F L
SFZH5IHNT, WA IR B iE A
o AR LB RS (pentraxin 3) | KL
[A¥15 ( growth-differentiation factor 15, GDF15) &
N A& & VA8 1 (developmental endothelial
locus-1, Del-1) 5PMNAJE H il AR e,

Del-17] LA £ 5 PMN 2 [f #%) 96k I 240 e ) g A
FilE-1 (lymphocyte function associated antigen-1,
IFA-1) R4S G 30 H 5 40 8] 5 R 23 5--1 Cinter-
cellular cell adhesion molecule-1, ICAM-1) HY454,
M TS PTIFA- VI I PMN 3RS FI 5552120, Eskan
Sluj i, Del-1Hpa/ NS B B A MEA R %, H
PAPMN G IR I L-17 3 36k R E . Del-145
IL-17J2 S w38 GRS, F AT HEDY, 1 anDel-1r)
SRR TR G 2 FEPMNAY L R, IL-17
AR R FHRIB R T, 4RI 5 SERE KN 1
I AR AR AR DL R e R AR
2.3 WIS

PMNZE e K A SRR EER, 3l
JEBOE A 231 A S A L 4 . FoyS2 A 1T aifl iy
PMN IS AT R D eI HAT 27851k . 131H/HZRAY
HHIPMN -5 518 131R/REE I FHAH L HLAT B & 1) S
Wk, 2 BREUE RORLVE S i, Rk Y s 2R
PG 222, AP 2lE L, 131H/HFR B 1 A
JEl 9% 534 HEA3IH/R B 131R/RF A i o R AR HH IR,
(RN A

AEEFINN RIIR AR 221 JH % (localized ag-
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gressive periodontitis, LAP ) 5PMNF i B #35 Al
FRELBUBARDCRY, X Fh i RS R R T Frafl
(E R EA 073 | T EEN ) o s L I ™ =
ARG 5 . BT DL LAP B PMN B B0 3 i 1
WS BRAN T, 18 PR RAE A AE

2.4 AR PMNFIEH]

TR IE VU TEEE R 1 59 R 28 02 P sk e P g
WG, TR R 2O X PMN RS2 I R TR 5T o R 4
(A R R BT R+ E
2.4.1 FERIMHKEAfIEE ( Porphyromonas gingivalis,
P. gingivalis ) ZFtiRH PRI AT R4 M 2 JR 9 A0 AR
FEAHE, TR R R B AR R R,
DL R A A8 e L 30 5 9% sl B A 2 Ak rh B LA A
M.

FhRE (gingipain ) S 2 BRI B 2
BT, IR R IR AT 2 P . —4
N HE R (gingipain R, Rgp) , fu3&RgpATi
RopB; Jj—ZH A FEK (gingipain K, Kgp) .

A R B TR AT 3 2ok — Aoy AL TP 3
B R . RgpAFIRgpBELA #MA ( complement,
C) SEALERFEGTE, BEfE)™ A MWk R Chalitik, W]
PLIA#ZEPMN A CaR {5 1%, FHATMyD88(5 53
PEAT S0 S BRI IR B R R R, I AE A PR
i 4e, i H.C5aR 5 TLR2[A] A AH B4 F ik nf A
PG W NRTENLRES- A0 RhoAZE I FIILS)
EARARAPMNEELE T, 25l e g
TR A T B

F3— )7, S ERANb R TR AT LS | EEPMINRE 5
21 fish & 5% 441 ( triggering receptor expressed on mye-
loid cells 1, TREM-1) JEHZRAM i, @i RgpA
e B AR g A TREM-LA AR i 2 1R R, 5l
WP AR A . SE KRS — RN SN, I RS
ST,

Ik, AEFEERUL B, S hR A bk B A T T AR
PMNJAT-4EIR . Gamonal 5281 [w] if & 30 J& 48 137
YR A AR 200 L L e 2 i A 5 IR AL - ( granulocyte-
macrophage colony-stimulating factor, GM-CSF ) %
S TR, A A S BRI S B Y S 2 b
(lipopolysaccharide, LPS) AJ LIl GM-CSF# ik
%, TMGM-CSFr i Z fiR e iR PMNJH T,
ZaricSFEHA Ny, IR AN L T 1 LPS R IL-8 11 23k
it AR PR T M RS F-a (tumor necrosis
factor-a, TNF-o) fJFiE, 358 T PMNIa 5EFR
IEHRREST, [T SER .

2.4.2 R4 (Actinobacillus actinomyce-
temcomitans, A. actinomycetemcomitans ) ik

FFTE E IR 52 5 Ry BR AU A2 28 M 2 ) 4R %) e o % VIO AH
XK, EHETRME—RT A 4 EZ (leukotoxin,
LTX) WA, LTXR R OB, Haz ik
LFA-LIRE ST IEFGA T AiiE |, FRHUHPMN, ik
CUAH AT E W i 5 A . RS, LTX
AT AESE 20 L ) A MR BB r 2 0L, B0 g
M fRAE T, HLTX 5PMNAHEAEH G o] LIS R
Je 3 DRI SURL B BT . T 4 e B 1
( matrix metalloproteinases, MMPs ) %5, X J& [0
2 A BRI E R, R EE T,
LTXH] 5 RSN T

3 HFRiE

PM N % A= H Iy e 1P 6] 1 = HEHT 0 B AR A
2. RAEVHIR MRS A HEEER, ok
32 - 25 LI P R SO NE TR 2R 0 PT fE S 35O FA R
PRI R . BEE S0 T AL 58 R
A, PMNTEAR 9 B A AE TR -7 Ay o8 1 388 o6 =
BIEFIEE L . FEor R FRPMINTE 2 JE 41 41
I RN E S, BRI L e
PEMLAL; EEXFPMNA A Fh D BE S8 SEA T8 )R T
R R R T B IE YT S S
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