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Abstract: Prosthetic joint infection is one of the serious complications after total joint arthroplasty, which brings serious burden to pa-
tients in economy, psychology and life. The pathogenesis is not clear. In recent years, with the development of gene sequencing technology,
genetic analysis of complex diseases has become a hot spot. This paper reviews the genetic susceptibility of single nucleotide polymor-
phisms of interleukin, mannose—binding lectin, toll like receptor, and tumor necrosis factor in prosthetic joint infection.
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FERAAAE R, SO AN A A5 S S S
IS SHURM SRE N . WF5E & B IL 78 PIT AR
W IE s P R I BT R, Hi -1, 1L-
6. IL-17 RS WIRLREARXS R, BEREVE R PIL G2

AT e Rk gy (prosthetic joint infection, PJl) &
FEOCH B AR M IR EAIFRIEZ —, ik
i, PILMEIRHA 0.8%~1.4% " PIL I KA K %
BFAOR BB AT A AIMELUEZ 0 v . T

AL AT AIIRG , A SMRHE I E 25 i 4
FARBIE] AT AICH PR M HI AR FT LR . BMI
507 FORFEAR PIT AR A, (HEEEEZ G EHRT
ﬂiE@§3%§Zﬁﬁﬁiﬁﬂﬂ P AT 2 S 30T AR R I ) o 2

R 230 B 1996 SE A HTRZAYE (single nucleo-
tide polymorphism, SNP) #ik JyJ& “2 =105 F4x
2" LK, MEERZ ERFEHE B9 A ML FIBIE AT
AT RO T BEE P RO &
Ji&, BLE R IBORERZ FAZ T IR 22 AL SR Y
KRR AT PITAY SNP EVA (F5T MR 7
Zik (R 1.

1 B4R/ 2= (interleukin, IL)
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i, 1IL-1B TE TL-6 FIEEIAIEIN F—a (tumour necro-
sis factor—a, TNF-a) 1925 T I [5] fh % 52 2% 1) 9% i
SN, 5 500 TN B2 IS I RIS o7 M B2 I o Bk R ok
FERESR T 45 FX RGBT B0 Stahelova 45 ' i
B 471 BIBE S B A, A4S 89 7l PII A Je 214
BITCER TN 5 168 Bl RExt I 3Z i, Wy
ZE L R rs16944 T S5 JEPH i & 5N T PIL Y
e (P=0.006), 10 rs1143634 5 PJI i & A= JC
FHIEAE . Erdemli 6 7 A 88 il L HHEE, &
P PIT BB P TL- 1o F TL-18 B9 KBTS
(P<0.001), IL-1 /Y RN-VNTR £ &5 PIT 0y £ 5
KA S5 L (P=0.002)
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F 1 PIEXERER SNP L2 RIK

FEPH X SNP {7 s
1516944 ' 151143634 | 151800795 7 | 151800797 /. RN-VNTR ', 152243250 ",
IL X N U =N
1s583911 " 153212227 | 1517860508 ', 152275913 1| 15763780 1| 157517847 1
CXCL T 154074 1| 15425535 1| 152230054
MBL E N 7 151800450 ™| 155030737 . 157096206 - | 1511003125 ">
TLR ESEENE 37 1s5743708 > > 154986790 ' rs4986791 1!
TNF-a FEve, HHH rs1800629 *' | 1361525 ¢ 7!
MMP-1 Bopk 2 1s5854 ' 15554499 ' 152397776 1| rs470747 1
OPG E N 152073617 ' 1s2073618 ' rs3102735 ¥
VDR kg = VDR-T "

1. PJL, prosthetic joint infection, A T.J&H7 /&Y% ; SNP, single nucleotide polymorphism, FAA% HEZ £ 2544 ; 1L, interleukin, I/ 2% ; CXCL,
CXC—chemokine ligand, CXC #fLHFEAR; MBL, mannose—binding lectin, H @45 & #E4EZ ; TLR, toll-like receptors, Toll FEZ K ; TNF-a,
tumor necrosis factor—a, JRIRIEHE F-a; MMP-1, matrix metallopeptidase, W4 mE R ; OPG, osteoprotegerin, AP, VDR, vitamin D

receptor, ?’Eft?% D %VL

IL-6 J2—Fh 2t N &, SRSz 2145 4
SERIRONEN I 20 R B AT B A S B R A R
i 1L-6 Z 5% FAR R B R M LUEE T1E. ik
FERAGHTE R T, I IL-6 KERHEE N PIT 2T
SR N =1 R -5 R RO DO PN e M W | T
FIARIGRETT, &I R EIRTE QIR BA RAFYT AL
I H 8 F AR T 1T 1L-6 BIKF . AL 1L-6
JA BT XA 1L-6-174 75 (rs1800795) Al fig 5 H:
MIHHEA K " Erdemli 2 7 % Bl 1L-6 1 PJI i
FIE PR R EE (P<0.001), {HAEETR T
IR LK 325 5, iy & B rs1800795 1Y C
S5 PR 25 B PIL i BB AR (P=0.03, OR=
9.71) . 1fi Malik % """ [ — I 55 15 T R 2518,
ST AR & B rs1800795 il rs1800797 5 PIT (I AH
Ktk Stahelova %5 ' tAFH TR W%, JF HaEd
e KM B Al R BAS R R, 7E 1s1800795 Al
151800797 o7 x5 & IW 1 0 () WAy, {H 45 2 1)
BRI AT TG R

HBhYE T 408 17 (T helper cell 17, Th17) J&—
Flogr R IRAORERS 36 TL-17 19 T ZHMERE, 764 3
PEVEBERG FIHLAR B8 Sy h B A o Hor il
B9 IL-17A %55 CXC BB FEAKR 1 (CXC—chemo-
kine ligand 1, CXCL1) F1 CXC #4 1k H ¥ i {& 5
(CXC- chemokine ligand 5, CXCL5) B9 & i, i
CXC #afbHF2Z /& 2 (CXC-chemokine receptor 2, CX-
CR2) B bR it SE0h MR 20 e

FBALAHER 12 Navratilova 45 3 3355 98 {4 72 PIT &
A 438 X R 2 324 X6 s Th—17 38 A0 G L
Kb A F AT B E, B4R RO IL-4
1s2243250, IL-12A rs583911. IL-12B rs17860508 .
IL- 12B rs3212227. IL- 17A 152275913, IL- 17F
1s763780. IL-23R rs7517847. CXCLI1 rs4074, CX-
CR2 rs2230054 . CXCLS rs425535 ¥ 5 PJI 19 & 4=
i AHOCE

2 HEMESEESE (nmannose-binding lectin,
MBL)

MBL J& e R BB A 51, & —Fh a4
HH, ENNESA R, Wt e T . MBL
BT Re AL 2 5 AMA BTSSR R T
A B RS AS ) MBL 154 22 4 S SlUsae
PEGE . AL G VESNE . F B e MR 1) by 3
Jin s, NZE MBL & MBL2 g fis i, T
10q11.2-q21, #F5¢ W HAN & 5 1 1% 52 i
(rs5030737) . 54 fi (1s1800450) . 57 A
(1s1800451) % 4 ¥ % & & Ja 3h F ) - 550
(rs11003125) . -221 (rs7096206) . +4 (rs7095891)
LR H/L, X/7Y . P/Q A8 50T BB MBL 19 LV Vi
T REAC

Malik 55 " 755 312 ik A BE, RA
SNaPshot J7 3% #EAT 3L I 7, & 805 %) BE 4 AH E
1s11003125 |19 L & FEH (P=0.01, OR=1.90, 95%CI=
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1.14~3.16) ., LL Z:H A (P=0.05) . rs1800450 [ GG
FLH AL (P=0.05, OR=1.47, 95%CI=0.79~2.72) 5 PJI
B & B F A, T 1s7096206 il 1s5030737 5
PJT JCi E AR M . Navratilova 25 ™ I 4E 357 Fil#E v
BE MR TIPS T2RIg5e, SRRy e
AHLE, 1s11003125 /9 L S 3E [ (P=0.01, RR=1.595,
95% CI1=1.119~2.274) ., LL K % (P=0.006, RR=
1.944, 95%CI=1.213~3.113) #8407 PJI #) 5 Jg&tk
rs1800450 . 157096206 £ v 4 TH IR AR KBS PII
) REE RUBSE AEL OG o (H AR = AR AR 67 753 )2
A3 AT IS 2 B T PIT B 157096206 1Y XX 4li4 1
FE B (P=0.048) 3w TICRMEhd . %t
FEARINSE T R B I MBL He R, 459 WORTEAE
CERBRI - RN, #EAR rs11003125 L AR
157096206 X 2N FER | rs1800450 A 254y JE R 2> g 3%
FEARINLTE MBL W . 04, fEEIR LB T -550. -
221 Fll+54 {3 JAFTE i 3 A U T A, M T 4 F
FER HYG, LYG, LXG A LYA, #R1-5 %5 i 20 A1
L 4 Tl AR BU AR AT AR R RSS9 25 5

3 Toll #34& (toll-like receptors, TLR)

TLR JE—FsIE 1, EES5ERMERER
. HETEZ KM TLRs FEWR A 1114, H
o TLR2 76 11 DGR A FRpk b Az . TLR2 i@
145 TLR1 8¢ TLR6 JE W SF — RIS 55 i 22 [CPH M
B AR SR W 25 . T HeAl TLRs 3 3 T8 il [R5 — 3R 1A
Hor TLR4 76U b 323k 02 5 X085 =2 [C BT 1R ) i
Z M (lipopolysaccharide, LPS) iR 5l *" . Tamaki
S5 U AE PIL TG AR 2 5 0 OG0 W B v 241 & 30
T TLR2. TLR4 HYE#ik,

Zukowski 55 P FE 299 (9|75 E 42 U IESNEFFE R
B T E B TLR2 R753Q (1s5743708) GA FE[K #l
A I 4 0 60, 2 BR DA S5 R ] 5 T GG B AR A
45T (P=0.0005), El-Helou %5 ** #%it T —/MA&A4b
PN 28, Y HEK293 4535 TLR2
A RIFE P B R753Q 28748 3L, ARG 5 4w (R A Bk
W HIIKE B (peptidoglycan, PGN) JL[EIFE, 2580
7 TLR2 R753Q AR RUSL P03 1 4 MO X 4 B (5 1) %6
BRTA PGN (1) G2 FAAE RN o AF 2 LI R 512 96 38 2o
WLEE 76 15 1R 4 (07 2 BR TR IR L T 35 SE 1 PIT AR
B Je 208 11 AF kYL 55 [ R I L SURE AR 1A T BE PR
¥, 4558 5oR R753Q SNP 1 5k R Y 55 45 437 3 R 43 A
Y15 PR AETC W E ARG . Mrazek 55 ™ X 350
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BHE 5 10 B L5 FEAS SR 700 7t A5 i T 252
W, 5% 58 TLR2 R753Q., TLR4 D299G (1s498679
0). TLR4 T399I (rs4986791) 15 PJI JC i A ¢
P

4  TNF-«

TNF-o fE R —FI e R+, TEJERPEFRE T A
FERBOR AR VE R, RN T 69214, K29 3.6
kbp, W& 4 MHMREFH 3NN o AR AIH
FEAR A ) B PR 58 i i) 3R 58 SRR B A= AR 5 A
K BRI RBEMEEZ O ERASS, BFMm
i TNF-a KA T 3R BAFRR R RS, 4 PILE
Az B TR VAR B S AR T, A T UM 5 R e
BAG, HARESEN P W IMLE S Kibr &Y 7 *
SR Erdemli 55 7' & BULAE PI1 B S il b i 2Rk
BE I m, JF B & B TNF- a- 238
(rs361525) 1% G &5 7 5E PR 23 35 m PIT (1 AU (P=
0.006) ., AIFFEL RN rs361525 SRGLtEpams, ik
B MGE %5 19 & B A X P Stahelova 55 ' ¥ Xf
18361525 1 TNF-a-308 (rs1800629) ixX 1~ SNPs
AT TS, H T A B2 30 PIT A% B XU
Hom, X5 LR EE AN

5 H

4 J& B H B (matrix metallopeptidase,
MMP) & T 5F AR P IR K e o A5 i 900 DS g
AR i T ZE 2R 3 2 ) 4 0 3 2 B T R 38 B
% BR B 2 43 W6 40 Ah 2 0 (extracellular vesicles,
EVs) JfH L3 T MMP-9 3k ™', MMP £ ZFh
AL, MMP-1 J2d5c 5 3 8 1Y ) o i g, HCAE A
7 F 11q22.3. Malik % " 09 #F 55 2 78 MMP1- 1
rs5854, MMPI1- 2 1rs554499, MMP1- 3 12397776,
MMP1-4 1470747 ¥15 PJL (&£ TEGe 245 Lo

HRIE  (osteoprotegerin, OPG) J& T TNF Z{&
TR, HILHGT 8q23-24, FHh ALE 4l A
HEEL AN o3 W T AR B S h Rk . BEAA ISR
BN TG TR At T AR b e 2R A BR ROk 25 5 i
OPG P4 1y A1 I 2 B OSOR s fig =0 A
WFFETE 4 B0 0] 4 BRI G T LY PIT AR R ZH 4
WEEEN T OPG 3K ™, Malik 55 ™ 85 7E 3 [ 11 Rl
NFEHXE OPG AHIEIR) SNP 37 55,30 F i & B OPG—-163
(rs3102735) HEAM 1 HECTT PIT AR . (HIZ 3
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R H R T R R AR 7B R, it
rs3102735, 1s2073617., rs2073618 58 535 PI1 5
JHETC i ZAH G PE B Navratilova 28 B 38 152 %) 534
AHE A E AT R Y, Z5 R UK 153102725 K
SN PIT AR AR, SXERIIE T RIS S

A D 24K (vitamin D receptor, VDR) &—Ff
FREN, JETEEREEZRE K. VDR #ETY
YL R D S5EREER, BREIACh4EAE % D Ml VDR
FEEG AR A G, AR Sy SO
YERVE Y FFsE i ke LS ) R4 R D
2338 58 5 ) I 200 AR Ak ke I T N AAR Y 9% IR
f{#”%ﬁ%@#@hgmm#ﬁ T, KB
VDR 155 K 22 2851 W] g 5 L 38 e o 10 1) 2 v A
%OMMm?“%%T3u%%E%%:%Eﬁ
N, JEAHI R & B VDR-T (8 T 2547 LR (P=
0.007, OR=1.76, 95%CI=1.16~2.66) I TT JLH &I (P=
0.028) HEhN 7 #EICTY PIL (1Y) 5 8t

PJT 2 0G0 B R J5 ™ B0 A& 0E , BT PIT Y
THIT 7 SR R AR AT BRI B 5 [ A 3 A
AR PEHECBIATT = 2 HZ R F AR R B
B LY 2 R B IR BEARAZ 1Y, T RME A
FI IR 2 T P e s A T 1, it PIT
HIS BT RRY T MERE R S, Rt 0 PIT SR 22284k
%Hﬁﬁ—ﬁ%% CAIRAILHI R A R 25 A

O R T RE DR A [R) i XORN A [B) A AR i A 22
#,EEE?£§MﬁE,HBmN?RH 1wt by %
PERIIFFEAL D, PRI KIS 77 X6 3R AN ] b DX RN
LUIN SR S EAOY d 0 S | o s DA i
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