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Abstract; Toll-like receptor (TLRs) is a pattern recognition receptor expressed in many different types of cells. It plays an important role

in cellular inflammatory response, signal transduction and immune surveillance. By recognizing a large variety of ligands, TLRs triggers

myeloid differentiation factor 88 ( MyD88)-dependent and independent pathways of myeloid cells,

leading to the activation of pro-

inflammatory cytokines and costimulatory molecules, thus inducing local inflammatory response. The occurrence of autoimmune diseases is

related to the abnormality of immune cells and their factors. Several studies have determined that TLR7 is involved in the occurrence and

development of rheumatoid arthritis (RA). This article reviews the research progress of TLR7 and its involvement in RA pathogenesis to

provide new ideas and theoretical basis for the diagnosis and treatment of the disease.
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T ENA 13 /> TLR, A TLR1 #] TLR11 76 AR/ BRUZ H] 2
JLE, TLR 1.2.4.5.6 f 10 £k FAMRTE, ENI#HEL
BE(LPS) MEBME s giE (IR8E M) s, 1 TLR 3.7.8 F19
AR, EATE F 40 P9 & A, A% BRSIE . TLRs 1 2
SN A LAE 5 T R e I I rh B e S AR ] . TLRs J@ ok
PRI A AN [E] A O AR, fish 22 BEAE 240 B 43 F6 1 F 88 (myeloid dif-
ferentiation factor 88, MyD88 ) 4 #ii 4 11 AF 45 #i P i 1%, T 24l
A& 2 L DR~ R0 R OIS, DA T 75 2 i AR A S o
1.2 TLR7 oA A Betk  TLRT y—Fp 4 fid N 32 4k, AT 3Rk F
W5 R 4l M ( dendritic cells, DCs) | F Wi 40 i, A 98 5% £
(natural killer cell, NK) | T F1 B i B 4t ff LA K A 4 7 48 ffd
R A AR R 5 IR 40 ( plasamacytoid dendritic cell,
pDC) 1 B 4 M2 [ SR S Be FAR AT M S i =22 ] f EE B2 40 3,
TEVFZ A B VB T R RO AE T o TR L P 200 6 P 17
Ve mE A R bR R TLRT , 343 SR 4 B sl 25 v 14 Pk
(single-stranded,Ss) RNA . [ KR i sh#)4h, TLR7 ik o] #% &
PRI IS ALUAZ TR 110 IR ek W AR 2ES AL 15 ) i DK 1 B 5 sl R 4 7 £
Yt

2 TLR7 5SEH%

TLRs AR~ 3800 322l MyD88 AR 48 #4 Fidl: MyD88 W
G R A8 A o TLRs HER 1 TLR3 4, J Al X Wl 4
MyD88 i B {5 il 5 . TLR7 72 B R 74 ,ﬁf‘ﬁ%’ﬁ%@ﬁ
R, W 54 B W ECARMISS A B R R IRE A Y e

SEHE R AL TR SR 3K B MyD88., MyD88 2 TLR {5
SR FEM DAL E N, K C i TIR 4519185
TLR7 Jg N X # TIR 2545, N 3 i 5 46 77 45 9 3 (death
domain,DD) SEE T EA DD S5 BUN 1550 F, fa o T il
M RAEGIR N o FLUR, MyD88 [y DD H4 TL-1 52 K #H 5 i il
(IRAKs) KRSEHES] TR, JE B 2 & A2 i TRAK4 (1 FH B
izt , BERR LIS 1) IRAK4 SR SRS TIRAKT AR UK SR 1-
RAK2™ . BERRALS (F) IRAK M SZ IR AL 45 4 o i 5, AT 1LY
R SR BB IR T2 AR AH 5 1~ 6 (tumor necrosis factor receptor-
associated factor 6, TRAF6) 2t &, ¥ i, MyD88-IRAKs-TRAF-6
HEW e AU ALK E T (TGF) -B AL i) G
1, M J5 35 MO0 1% Rl 32 4K (nuclear factor, NF) -xB 8 il
A (IKK) &G 9 22 2457 75 A6 2 19 08 ( mitogen-activated
protein kinase, MAPK) t,3zel

IKK & & ¥ i 4k J5 {# NF-«B 2 9 40 %] 7] (inhibitor of
NF-kB,IkB) BER fb I W i , fe 25 5 B0 NF-kB i 4L, M1 2
fiff TNF-ou \IL-6  IL-18 1 IL-18 54 48 4 772 /1 L 0% 1Y
MAPK 15 53 J 0] 3 33 40 jE 40 5 5 877 3 B ( extracellular
signal-regulated kinase, ERK) \JNK £l p38 X = &5 5 % HL

L O R D S TR Y A LA, e TR I S TR 8T
Eﬁl(AP 1), #E 7 J8 48 IL-1 IL-6 1 TNF-o S50 2 7 1Y
U S

BeAh, TLRT 7E % A 28 4K 40 i ( conventional dendritic

cell,cDC) FIE BEA A T BEASIEE IRF1, IRF5 Al IRF7 %55 5%
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Fig. 1 TLR7-mediated signal pathway

3 TLR7 % RA ZfmHLEH HEI1ER

RA JE—Fp LI IR HCE 2 BRI S& T 3 E R FRAE i 12
PEGAEPE H B e VRN . HOR BRI, nT B S5 il 4L A8
YL R 1 B 22 Rl 8 A0 AR G, B A SRR IR, R BUR
R G I8 L 2B TN ARAT P 988 I 2B WIS o A PR R L, TLRT
7F RA i ik, HZ 500 & R . RA (9 B
T PR B G2 AN I LR FWE A RN T i iR, S e 42 4n
L PR R 5 4 ) A A 48 PR P A SRR RE L R R
Bk
3 #EREL5FREEE RAGEHE B AT W, B H AT
AR REERMAREE RS ST B, 5 RA 5Bk
X By ¥R A% L 4 £ 4% HLA-DR4 ., PTPN22, PADI4, STAT4,
CTLA4 'TNF IL-1 A1 IL-18, 341 RA JXUS: 1™ 55 A% B 1 2 22
IRIE R R, FE A 7E HLA-DRBI gB 35 o, T REIA A e
MAL B % 1E . TLR 2R 15 5 R 2% s, 78
32 R e ph BRI AT A S SR 4
3.2 TLR7 %k E* fm A4 TLR7 7E RA 5 JE 1Ml B 4% 40
JH L PR e S I 4T s R 3k, 3 e A U A P U
PR AR B3 SR T S8 E I o TLRT P Y T A 7 i o i
R U AR TESNE M AN A LU IR RA =2 B
WA AR . EAAZ AT R DA TV R B R R RA G AE

R EL oAk Ay AT AL, 15 W 200 S 43R 9 R AL (ML) il 2 74
(M2) b M1 A AU, i M2 22 5H8 U8R . BHRE
B, TLR7 W] {4 SR (MO) K M2 #5462k M1 AT A~ F:2H 41
i, I H, M1 &4 TNF 25 40 fd 3¢ v [R5, R A & 5
Th17 4UMLL T , T T BCE B FIRAE R . LAk, IRFS §4
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3.3 TLR7 # %888 % i (osteoclast, OC) 4% Kim 2™ ff
X KB, TLRT fl NF-kB 2% {4 % fk 5 7 e /& ( NF-kB receptor
activator ligand, RANKL) 7E RA ¥ 5 B2 7 4t g v S, $2oR
TLR7 # 1% &% % 3 RANKL (535, RANKL j& RA {E i
JE OC 5 FLRT 1A 240 1 51 1) S 5 437, Vb I 2T 24 240 e 2
RA 7 RANKL () FZR IR Z — . BRI ZLREE —F B i TLR7
R fA, 4 TLR7 W 380E o , 0 #3843 b8 RA Ve B pl 2T 4k 41 i
B F RANKL {9335, 7T LB 20038 OC 404k, I 3005 KR
g, NI E OC IFE . 1EAh, TLRT 3Ll i S TNF-o
FIL-12 iy 7P= A2 LA & DCs A1 Th17 4534k, 25 0C 434k,
Tang 45" BIF 52 18 % B, W T B4 40 O SR R A4 40 i A /N 1
(SEV) a2 OC 434k, 3 9 P F =i 7K F 1Y miR-574-5p 4%
A0S (TLR) 7/8,, SEV 9 /E I 30 i #8545 — 28 I 2 5 11 fak
/I RNA (miR ) 76 BERA S A S A0 ] 938 1. 384 5T
FW AU miR-574-5p [ 251N S AT 5 AR R E2 194 AL
TR ELEAE G, M AT S AR 2 B2 2 —Fh B 2 A0 R AR A
A% RA e

TLR7 i [ i 13 Al Pinl AH I AEFIASY OC 9434k, Pinl,
— 7o R i 2 Ik S sz S A4 B ( peptidlyl-prolyl cis-trans isomer-
ase,PPlase) , B T 7 iy A w22 3R 47 M 2 P R 8 7E
A FEARURE I FIAE S 076 14 3 47 o e 25 56 VR . TLR7
A DLTE SR Pinl , IR R MESS & S T IE(S 5 IRAK-1,
e N Z IR B YRS, 30 IRFT (R, NI 5
FHE (IFN) BB, AL, Pinl 38 0] 1 TLR7 (4%
PE, R OC PIE A K 4 i 2 11 i FILIE 48 A o S5 1 7= A, AR
T FECR BRSO RO o A BFSE R B, Pinl £E RA
Frhid Rk, H 5P shae ™
3.4 TLR7 5 B mAe . pDC A %95 %5 pDC Fl B 40 /& A
SRAPEFARATME G 2 R BB Y 2 fE R 2 1 B e vk
P P ARG AR o TE M PR A N 107 TR v o R o 2
ik TLR7 F1 TLRO, - 43 7l 4 51 40 v ok 9 &5+ 1Y P85 . DSR-
6434(TLR7 #43h3) BEA %A S B 4=/ 1L-6, [AlH} g
Fl pDC P74 TL-8 A TNF '™y b SCAT 1, TLRT 7] i
FHERMAA T (IRF) 5,25 B 4= L mohfg ™ .
3.5 TLR7 %5 Th17/Treg F#f % WF53 % 3, Th17/Treg -
i VATE RA WP R HETEAEH . Th17 Fil Treg JE T AY CD4”
T 4 ARE, 3 16 2016 AR T4 i BL7E Zhfig b ki .
ARSI, TE RA WL SRS R L Th17 F Treg ¥4 2
K, ZH MR Z A TR S X5 RA A B
FE MR RE AN OCTT BE IR A G, Th17 430 1L-17 1L-6 25 &
CC AV b P F Fl TNF-o %5 TL-17 AL £ |34 1L-17 / IL-
17RA / STAT-3 {5538} fk. RANKL K3k, [Rl8S L 6k B i
RANA_ RANK 9335, 3050 RA S35 100 2T 2 456 M A 400 i ( fi-
broblast-like synoviocytes, FLS) |- RANKL {3 ik, 3k i il i
OC (A 5534k . T Treg 41 ffg ] 433 TGF-B  IL-10 2541 %
PR, 45470 Th17 4apt'e""

REAEFIE &2 B, TLRT S EAZS & )5, v 520 Th17 20 3

5,17 Treg ¥/ 'Y . Miao 25" WL /0T T J50 % M T4
ZEAAEAT RA R L B i e A SN JE ifiL v Th17 il Treg 41
At TAL, K B 4 3 AN I P Th17/Treg FE ) 2% 3, HL
Treg 41 0BRGN 16 8l 5 M 56 TLRT $E3T J5 346 T LA
il Foxp3 M3k, 1A F F 5 Treg i) K & MIIBEFRME: . TLR7
5 DC 254 )5 32285 1 /i i 19 MAPK {553 B b ERK {55
M, TR 15 5% M Th17 3%, Xiao %" 15 S8
B G A 2 R 8 ASE A /N B P o 2% 3], TLR7 B R 336 1k
ERK JNK FlI p38 41 Al i) MAPK {5538 &, I B0 5% % H 7
AP-1, A 2@ 1 0% ERK {558 8%, N4 DC  IL-
23 IL-1b A1 TL-6 (¥ F&3K , Tk L 40 i K S Th17 401k for
W, 5 Th17 @54k 3 e A E VIR R, AU,
TLR7 P& b 7] 38 o 38 5 IL-17 0 4% 2 A0 ¢ Ik &2 &
(ROR)yt ByZEIRIMAEE Th17 434k, RORyt P33 Th17 s34k
ST R AR S F, iy TL-6 1 IL-23 i i STAT3 i
SO BRI A RS S, R Y TLR I A bk
B (ImQ) 3 5% pDC ST AT LA % RA /)N U (1) 6 i
AEAR 0, F PR pDC [ JR 852 48 R D&Y N Mk 41
JI T A

Roh %512 7 /)N FUBER hths % B, TLR7 5 5534 7T L i it
B3R IRF7 #1 NF-kB #0555 1 8 IFN F1 TNF-o (97242 41461
Treg, Zhou %>/ 7 SLE /NGUBER rp LZE R, k2 Bt 41 41
F1iff K( cysteinyl cathepsin K, CatK) o] LA 1% TLR7 33k, 52
Treg K5t U /b Rl G 8 16 PR DA, 1T A 3F T 1 & R R
JE, AR ERY, CaK 25 T EWE4IHeA DC N TLR7 (134
T S AR ELR S A S BT IR S S Fl AR 4 T MyD88
(R AL , TS NF-kB R TEN 9875 P50 , =2k 2t
JL PR 1 IFN (IFN-oc F1 IFN-B) |, 41013l Treg #9531k . T fig &
Foxp3 ik, 1fii IFN-o [t A i#f TLRTmRNA ik, — 5T il
ERATAEIR

4 BHES5RE

25 LR, RA K tLi &2 2%, TLRT A AE LA 4% ki el 42 1
R, IR ZFOLEIJE TS Th17 F1 Treg, i H E 6] Treg H4 %
KINAE, IS0 RA 1) 0E R M B85 R 1k, B H ik
1k & TLR7 {5 53 %, B 4K & H ZRsPuste, i
il Z AR BT 7 0 5 B =2 (8] (9 4 82 , (L BU IR AN /NGy T
bAPmEl TLR 34245, 40, IMO-3100 j&—Fh 4%+ TLR7 I
TLRO F4357 7 1t 48042 4 A B UG e 7, 4 53 v 4 i) TLR7 Fn
TLRO f3% 1 , v /DAL 28 7 TNF-o  IFN-o0 F1 IL-17 %5777
TR S5 SR 2 . B, TLR7 A5 B2 UM IAYTF RA (50
SRR S W SR YT R B (A A SC A Toll #3214
16 RA B4R M RS TLRT M6 RA ftk— R &K,
MEHR L
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