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Pathogenesis and treatment progress of rheumatoid arthritis with
osteoporosis*
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Abstract: With the increasing aging population in China, the number of patients with osteoporosis is as well
on the rise, and the onset age gradually tends to be younger. Various factors such as sex hormones, decreased calcium
absorption, and the effects of certain inflammatory factors may contribute to osteoporosis. Generally, osteoporosis
secondary to other disorders accounts for the vast majority. Some rheumatic diseases including rheumatoid arthritis,
ankylosing spondylitis, and osteoarthritis can cause osteoporosis, which may be related to certain inflammatory
factors such as tumor necrosis factor and interleukin. This article will provide a detailed review of the pathogenesis

and treatment of osteoporosis secondary to rheumatoid arthritis.
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1 BREREEZRILE

B BB AA I A LR AR R AT e 2 05T, 3%
WL ST, PR A S A / 58 T8
DR PR R T R ECR R R IR LRI RE R R B B
B, SRR METERN, SRR s A
SN ITRIAE R R IR A

B RETRIG BRIV ZHE, TERUMNIA S i
REHNZMER T AR T A B, 4ERH 1L
V- N A B AR R Y B E IS 3 BT EL -
T 2 S AT L R A A AR 0 o A R
THT P30 . R A S B e . i
W B Z R LA R, AR ER
FOR 22 R 2= ( parathyroid hormone, PTH ), $HHEED,
iR R . A KIEE (growth hormone, GH ) I 45 Fh
AR T AU A % 1 (Interleukin 1, TL-1). H
MM/ 2 6 (Interleukin 6, IL—6 ) I IRFER T ( tumor
necrosis factor, TNF ). #% % 5N T -k B 2K MG
¥ ( receptor activator of NF—k B, RANK ). BEEEE
£ HF -1 (insulin growth factor—1, IGF-1) et A
PEEPE R, T PTH, 4B D FIMERER SR R ]
DISR R, e BE R B A 3R 04 RANK, TNF,
IL-1 4",

ALK AT - B (transforming growth factor— 3,
TGF-B ) vl LR E sl A 5, 3 ] LA BT i
AN TS, PR AR A SRR B R, fEE P
PR EZEEM Y, IGF-1 A5 GH X K
FRORSE ,  JE I YR P R A T ) D RESR (AR
HIEH s W AT AT s i, 4EA 2 DRI
PTH "] DU o A 40 MUE i i0id f, 4E2E 3R D ibRE
P FE R AR A . B AR A TR T, W
WREACEE T, DARRA A A — e s, IRk
Ji Ao R A RAE ] T B A AT LA AN R] A 2
JEL PR 445 IL-1, 1L-6 S50 ¥, BT -« B
ZUIEALIA FECR (RANKL ) A I 20 it 48 7% i3k
¥ (M-CSF) AILUGE T RANK 75 S5 40 4 4
RO AL ™M AP R B A R S 0 % i 2
AT, RIS IE S ] A e T B BB A Y
BEJE

2 RAS|EBRERMRHEZFRIE

RA W WL RAEME YR, 1 RA B KA
BB AT A8 RUBSE KR

2.1 RANK/RANKL/ # & EF

RANK/RANKL/ 37 & A F ( osteoprotegerin, OPG )
I B LR A I R i A i T
) — P EHER . BUCE AR RANKL 507 T
HYIMIR A NF-« BE5S )5, it 2Rk (e
HEREE R AL RIS, Hah R v 22 B4 R iR 5
AN IH - [ AL45 TNF, IL-1, 1L-6. $iJREREHA
B (ACPA) 45 1 45T, OPG Wi 5 4 A0
RANK 5 RANKL %56, ATl & 4 M i o3 A Fn
B, SIS, W TR

RANKL P51 40 A S O A5 IR, A
MR FWT, RANKL 1 ] 0] 38 a0 41 8 -2 400 e o3 Ak A
Ak, ARANH T RA BFF RS, IFHX8
FBAS B A A IR R M A, AR
LW, P E RA 35T, OPG/RANKL RGERYTE T
A2 HSMA M RANKL 755, OPG B#E(IR, AIfg T80
SE R B R R BUBAAE . 0 OPG/RANKL fY78
LRI BEZ RA B RN S L] "

22 Wnt{ESiEEg

TEBTERGTFET, Wt {5538 & 35— iRy
EEHAVEM . MM LB, Wnt6, Wntl0a F1 Wnt10b
SRR B A A O T RIBR 2R B, Wntl6 Bt = 23 fifi
BRI BT KU . Wt {5538 B AT
DA T 3 A e 4 L/ i, i L AT DA
AR T R 200 )3 1 B LA D T 3 B SO K, 5
AN, Wnt {55 WA LS B SR AEEAG S5
AL [V T oA s s
2.3 TNF-«

TNF- o j2fE#E RA BRI EERAER T2 —.
LAM 45 " il /NS EGY R I, BRALRY) TNF- o Jf
e s BB E AR AT AR b, B TNF-o ] RATE
PRSNGSR RANKL 51 & RSN A i A i [T
SEEE R, BIER Y RANKL K41, TNF-a
WAl EAEAVE ] T 0B 40 AR, LUBnsE RANKL %55
(VRS M A B, FERIERAST, TNF- o [RlBH
2 P ARG B AN VE R ARAS e B A 3 8
TNF- o Fl RANKL Xl & 4 oAb U AR, fg i
FEHIOR NF- w B AN 00 8 U /e—Jun NH2- 2K
Uity AT P, R T A R I A
i, R4 TNF-o NEEFMA B E AR LS, |
S HCE i AR A /R T RANKL fil3 5 v dn i, 78

« 52 -



5 24 1)

& MK RBIFE
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TRNIME R0 AR A, 7 A 0 oA R B A
A AR
24 HALREFEK

HAVE R K H 20 tiE228 90 A R BLLIK, 18
IR W e, O R A
BRI CEE . 2V T K ZERR AR N AT
T, R ERENE R A IR A A R R A AN AR
IKFfZ —, FERE b ] WA SR A K, 7ER
i W A 2 rp i) i B A N AR RORE W IR 4 41
A B, RADEBIRLE R, HSUE B K I
FUAT A IR, $Em T RE X A B HAT I IR
RO
2.5 Dickkopf K&

Dickkopf ( DKK ) F5Je—4 Wt 1, DKK

AR EAER Wnt 558 2065, DKK-1 F2 4%
B AR A A b 2R Y, OB AT EE A W 224K
20 e 25 1 2L 571K Kremen—1/2 304 Wnt 38 B, 15T
KB, RA B M A B Y DKK-1 KFTHm
CAETANO-LOPES 5 "™ {4 lifs PR B 5% th 3 B 1L-17 Al
DK-1 38 % V8 55 77 7 B R 1 5645 46 Hs & B |
Mk,
26 ILXK&
T 240 T LA AS [ A 2B DR T30, S5 i
O ) A 0 A 4 A D 20 PR A TL-1, 116,
IL-18, 1L-23 Fl TNF-o %", 0] 3 5 & 8 p Ay
RANKL 5 S A0 i i A M A2 i, TL-1 02 RA Hdk
B CHE S 5%, PR NF- k B/RANKL 15
AL AR T LS TRk ™ nTEE IL-6 TR
HEIE R A KRN Y AR AN [RIKOP (9 A o i
YA ™ 5 FEAREWANE], TL-1B . 1L-6 AT AEfn bk
e AN ML A S AL RTTE AL ™ ST A AR -0 1L-17a AN
M-CSF A[7E RA it FERIR, FEE AP, LIN
A6 W5 2 B3 5 R M 1L-17a F1 M—CSF, /b 11-6
FITNF- o« BRI ITREAL RA BEE 40 A %, dEmiA
Wy 1 A5 IR, TL-18 W REEHE Th17 23k, &
TNF- o A5 BB AR sl ). 78 Lotk s
i H 3 TR SR 1L 1118 454 48 1 AR A AN I 17
IL-18 KT ™ IL-23 38 a7 Sl B 4o i 2E s Fn T
YA RANKL YRIAEIEN T TR, 4 IL-23 i
TN E o 4 L e S ) A R AR AR B
2 KB BT AA REASS Y (4 IR 26 78 M ME 30
J7 I, 1L-23 FKFREIR LGS B P i i

27 mMEBREABSMNE

PUNE TR E 1A H BPR (ACPA) & H IR
FEAERHEZ —. RA brE 22— RE iR
BB RPEN S, Hobh ACPA J 8010 ™, /£ RA
GG R T B B A F B R T R PR ™, e
ACPA A J 20 L 7™ A= . ACPA AT LRI B 44
Mo A I S BRI B B R Y A, ks A i
FE IR ARG B 20 M o3 A 3 A v Rl 5 S O B R
P n R L. SRAAER APURERLEIEE A
(anti-MCV ) 275 [ BHTARA L S 0B 40 i 2% 11 45
A, T ELAESR 175 T A A A WO .
aifb g N MCV B Bk gk 2/NRIRN, BS
ANERUE R, (R AT . SRR AT
1B 20 B RS R TNF— o, B 5 R 200 i R A4
AMRBCRRE N, TEILAN A R P2 R gk 1 i
28 ER&EZEQHE

FF4JEE AN ( matrix metalloproteinases, MMP )
BRI RA I B — FP L R A, 7% RA BB
H BRI E EEAEM . TOLBOOM 45 ™ il
PRAFSE & ¥, MMP-1, MMP-3 Fl MMP-10 Ay ik 5
HCET Sk A URE T AR (FLS ) 4228V K 2 1Al A7 A
M, $ERiX8E MMP 25 T RA 34 FLS (YR %&
PEAER, T RA BB BBERWAR KRR B 2 FLS A
T, HAMAMURA 45 ™ #f55 & 8, MMP-13 =&k
SR B SR . AR EIRAE, DR G Y
WHENARRWRE, SRR EHENBIR, LIN "
IR, @ FER MMP-9, MMP-2 41 417K |1 i
K (3t BERGR, AT Pl A At B 40 ML 5 5 T R
PE, ITITRT RA S35 ARLIR .

BRBHIET

B RN 2N B RS I IR SR B,
PUB BBAL 258 T B ST 25 5 & A G2 i
R,
3.1

3

Rz

T2 W 1% 5 A P2 300 0 A 240 L 9 5 4R
FEE, TR RE A, I 0% o R e Al
CL I B IR P 3 B ) IR IR SR, X 26 254 T BEAN BE
SEA N IE ST SR A, LR T A A R R
AR AR G AN R B MR 2 ek, /D EE I
() A, BE—2L s TR

300 MEEEE RUBRRERE— A T2y

&7
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Y1, BRTFEIGIRI S )2 ™ SUBRREE BEA 5%
TG RHAME BT RS ™, $EmEEm A PR
ERFRIZERE R AR RT3k, R HORNART UA s
AR EAT, I AR " SRR R i R
YEHIAAUREFR ERAHOC A R0 IAFE , AN FE LAY i
HHEHPTEAR R ™,
3.1.2  RANK Beshdps) 7 Mg eAh 2 —fh A58
EREPUIAR, EidS RANK BLIARZE & MEIHAER,
Tl B AT R, HE— 2P W, AT
A B AR AT R E R Y, TR R S R
ROz Y, BT AU R L. R IR etk R AT,
RS A LU AS RN, FEmE Rt JE s
HEYT. CEERGE . RO . LA B AR R
B IMAESF ', W REIE FH B AU 3 o AN 6 11 R
XUBERRER 4 28 Je ia 2
313 Mg EHEFHAAERLA BIREISEEIR
Wiy, kS MR RS, RIS
RVER, mfilaml, SeEame ™, ik
28 5 1 BT WA ) 2 A AR T I M 4 B S A XL
B M X B M TERANAYT, RIS Y E S
R,
3.2 &ERRIHEGY

A WA 24 4y S B3 Ak 1 o i 9 % O M R
A R B AR P A R ™

PTH 2R S AR A F TR 7 B B AA 1Y)
AR, B SRR AR Y T BAZ 4K PTHIR
h5h, k¥ PTH X EE AR BER . X P2y s A
B, I H AT DARSARAE AR R R A - A i AU (3
P IRURSE (A RARR 0 AAS BIE SIS ) ™ FE MG Fic () % B
WEFE R, RESERIA YT 4620 )5 10 LB BN E T A
BT i IE 3 N E B NT B )]0l
HHEEE Y (SRR, EHTEA
o AT RS B TR AN B BN REZL 32 1 MR

Bl [ 9 A IR PTH 324K 1 ( PTHR1 ) FO3EREMERL
R, BRI TR IARE B B0, B8 PTHRI
545 VG AE I Y A BERR AR 1T ( cAMP ) {5530 %,
PRHEEHIE AL ™, I B SR WA AH Eb B 0 52 b
PREB IR Y XFPZ YO A E A LT, {H
T B AR 28 5 T L AR HE B B T R38R S0 32 A
DPERREIN, 7RISR A ™
33 EFEAN

IRYT B B ASE (1 B (4238 0 im0 / iR

BRI AR EARNEE T A 2 X T AAE
B BB AAAE U 0, AR BOR B — et (R4
METR, WL RRE e R D AR ; A
AT E Sl , By e, B, RS AR,
ST H LR ST BEAE )

4 ERGEETFREHBRERIET

T BB AU TR 7 A T B 11 Tl ) de A EOR
W&o JAYT RA MHTRR 25 10 bl e Bt R . 2
WA FIOR SRR, AT LA A5 1 R R bR 1T AT
BRCR M5 RV XA B T e 8
IR, AT LA A SO i A (R B 1k
et s M, B4 AN 5 4 ol (0 1k - 440
NS E R E, SEEWMOIRLERE ", 25k,
it FH AT R 265 09697 10 () Bt B2 0 A P A 2
Yy, WAEFF T T ek 2 AR ARUR

M4 B RNEZ BN F AP IR (35T TNF-« |
P IL-6 A0 TL—1 T 4HM0FT B 40135 75045 it da st
BTN P 7 I S R G A 56 . A
PR B0l AL 55 TNE BE 7R 1L-6 SZAARBHITR, 20
Zo P IE RA R MGS BRA MOk Z—, JEEAT
PATRR 4 5 v E AR ™ B A JCIEE 2 AT
6 P 5 024 0 20 L PR BELVS SR T B 2 A7 01 RA AR
H T A AEIR AN ] 5 JF ELBHWT TNF A1 IL-6R 23 H
B B A AR B IRIRAFSE KB, 7F RA B,
FEERR AT AT/ MR G TL-6, MImekse i
BB R s ARSEIE L 1L-1 8 ¥R )7 vl BH g s b
(ST

11-23 R i 20 B A A B, 7E S 0 39 ) 350
BEIR 5 HETER T 1L-23 B9 325387 © 8UH T38)7
o8 28 J5 102 W R R . TL-27 AT LA k] RANKL
(18 2% 25 I 400 ) BB A L P R T, O R AT 1L-27
TRTT AT AR Lk B /N 4 1) 25 R o S0
PR ™, TADA 48 "™ pFoE B, T4 T 4 M DI GE iy
BT [0 75 3 W] B 234800 RA S8 2 B 3 00 0 ) R
JEE o T AUMLTE PRI 2 ph /0N 43— 1 22 192 35 it 00 o) 751 40
Tofacitinib i) g4 *",

BT 4 R R BELVRIE 751, 40 e ) 8 8 ) 4 i 551
S A A S A R, I R R T g
5L A A FEIE R . Janus AH G B i 7]
F1 Fostamatinib] — P2 [ J4 i 2 FR VA (SYK ) A9 %
SRR EE PSR A ) 1 3 i S R U e e e A
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