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Basis of Drug Therapy and Clinical Research Progress of Temporomandibular Joint Osteoarthritis

SHI Ziwen, ZHU Songsong, BI Ruiye"(State Key Laboratory of Oral Diseases & National Clinical Research Center for
Oral Diseases & Department of Orthognathic and Temporomandibular Joint Surgery, West China Hospital of Stomatology,
Sichuan University, Chengdu 610041, China)

ABSTRACT: Temporomandibular joint osteoarthritis(TMJOA) is characterized by progressive cartilage degeneration and
subchondral bone sclerosis, which is the severe damage stage of temporomandibular joint disorder. The clinical symptoms
include pain, joint crepitus, joint sounds and limitation in mouth opening, which seriously affect the patient’s life quality.
Non-surgical treatment is the preferred treatment, among which there are different drug therapies used in clinics, which plays an
important role in relieving symptoms and improving functions. This review elaborates biological principles, clinical efficacy and
research progress of the drug therapy of TMJOA in order to provide guidance for drug selection of TMJOA treatment.
KEYWORDS: temporomandibular joint osteoarthritis; drug therapy; cartilage repair
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(parathyroid hormone, PTH)3%, A SCHE TMIOA 24
WGy 7 HBl R PRI F8 3 A — 2R o

1 &R45HIF

1.1 3 E&?ﬁ:?ﬁﬁ\i%(nonsteroidal anti-inflammatory
drugs, NSAIDs)

I K i) NSAIDs A XWUEZF RN . K H
i o BTREJDCAR . XF S Mt B 25, W REI
il 7528 & Tff (cyclooxygenase, COX)alfig & 1L il LA
BHLBT A1 IR R 2R 8 =R B & i S B
W, DN AR A R . PURIIYET . NSAIDs
R TR TMIOA Ry2h 2z —O, H 2k
Ji7& TMIOA HYRPAEIRYY . NSAIDs il i Ht 4 F1H
oA AR IR T R RE AR FIAARAE , (HS BE 425 1 155 1Y)
HE AN AR

NSAIDs A & i 0 BAS BN, % T 1H
AR TE 597 5 el B R D, T COX-2 3
FEPEII AR (e 22k A ) I F Wi S B 5t
NSAIDs fik11, {HHAFTEAR 5O I 3 XUBS: FHAt:
AR

Senye SFBIRGIFNFR: 1 IA R IR
FEH T AT AN NSAIDs RIS T /¢
T IRAT S BRI o AR — TV B BE U5 % i
PRI P, T IROBUSA 5 R A B e 51 (G 25
Mitg . PR R AT =Kl iR O TR, BR
A FHTER S S ] B S R o
1.2 S FEA % B (glucosamine, GS)ZEZj4)

GS J&—Fh A& F AR E R R L, 2
ZWE LA ZH U o), AR 2 R L Y
FEW . GS KW RAREEN RSN 5T
R AR 73 Ve P,

Yang SOV, 5 HAl 5GP 57 B 5
FRENAR L, BXE HIRERRR GS F R AIXT TMIOA
TEW RSP RL, (HRIAldE TMIOA 512 B ,
BGEH IO HIRE . AR, WA RGETHNTIR
GS 5 2R B AR & SR TEP R Bk 11 32 BR ks Dy i
WA BEE, HHTZ5E8ED, KREL
ARG TR O Z R A —, XA R
1.3 HA

HA 2B B —FP R AR . T HAE
T LR . 280 A Y27 80 LA R AR b 8
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TMJOA f—FpHZilm Rk HA AUTEDLIR
PRV BE 1507 TR BN R AMERT, 1T LN 27 1
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sk RERY A A3k, HA TR/ NO BYF=A:, dide
AT,

KT ENTES HA GRS TRUN RGN T4
H: X TMIOA, 7EXCT NS HA 3061 20
BHE A HA VS, AEUF AR Ik 2 D Re 5 T
WA 25 5 EJRAE HA M0 R 5L
Rl EFHHEAREESTT . BUHEARIEEREAR)
F g ™ R B ) BT AR R R i, H
FEA AT/

EARIERIRE S, HA > TRZEREKR, &
i HL A A R S R AR, (R, R A T
it HA 8258, R — I N TR M HA YR
7, JEIRIT T R BEAR L A 2R B E TMIJOA
B RL A bR ] A MR A ) 22 L S RE G K
UL AL I L HA A5 it 2 S AT 5056 7 1 4
Wb P A B R A A TR HA I e A
RAE>3 JH, HE 7S Y AU S B A0 L P £ 32 A
TMIOA MiRdT AL 18 ikl
1.4 FZ i 2 [E % (corticosteroids, CS)

HAT, #HT TMJOA &5 sS4 €S LU
Wl R R Ry 32 o B T Rl e s 5 T AR
AEAE 1 48 5E AT 2B % TMIOA HEARDE), 4R,
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TR G 0T D RE A A R AN 22 4 719,
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B, R AR 25 AT LB 1 T el R 2, X
PR3P VR SRR ACE RiE M HA MiEHZ
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HA PR MR IG5 AR
W BRI AR REK G GS B HA Al fE sEtH 40 o4k,
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AWV, SR ERZ S 2 AL,
5 G I P o 2 AR e - vy 2R A B s A0 T
WEFLEFWRRKORE, BIREERANER 1
FEANE 6 KT, I AREMIK . Ganti 5128
WA, B I 2 A - B RR 3B IR
W NZEAL, AT RBEHBIRIEN, MRisRER
E2 W53 8/0 , TSGR0, ok B2
1.6 7¢E P (chitosan, Ch)

Ch JEME—iF IEF A RIRZME, B LITE
Ui ER )i T TN e S VN 11V A R L
Ch EAHUA . R . ki AesE s D s
TIRERO, I RE AL B OCTT FI T A5 0C1 HCR 1 1E
&2, 7550 785 T 40 g (mesenchymal stem cells,
MSCs)4HERPY, ARk, B TR BT
RB3A | Ch JIHOMER R G, DL Ch i EERERY
S B N T O R B S B

AW LB PRP 5 ChiRYT TMIOA Il RS
R, TR BE PR S 5 T, B S L Tia 4,
TER R AT, 2 A YA B R R B,
TR WFERTRHZC Ch-iefRER 2 & S 2R & I i
TUE AR TG ik, S5REM, XAALT
P2 O R T ARG . HEAE . SN
KT AE B AN S )™=, RETE TS
MU SO AR A AR T, BT AH T
P2 OCTT R B AR AL T — B

2 EYH
2.1 MSCs

MSCs RIETHEE. AERT4L2L, IbF L An bt
e

FHRS AR BBE MSCs FEACE 185 h Y7L
B 7 3l Py 1 58 PSR I R 3 46 10V o £ 31 ik
Feo W] MSCs B2 H0i 214 A Wy~ a2 ik
TR AR AT LA B AR 2 i 2 4
38 3 R T 22 b A 3 1 PR (AR A ) T 454
AL A A S TR L S AR
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AW TMIOA A5 R 23597 X R
AR, FERTASEIM T, ABF I MSCs 5
AR EAMPURER, HaEREEA R
PR ORI VR AR FAE YRR, XORMPE AR A
FIEARKRET . AN E AR IC Y PR T 1
Fik, [FI I REARAIR 2 20 i PR 7 119 Rk 1 S B g 1431
FE /IS BRGEUT A0 G T R S R AR R R A
MSCs A TR PRP FPAH A FCE BB, &
B MSCs 7EHCHE b AN S 40CE FE 8L A
DOA SR MSCs BEAEIRYT R T a0 5 7 FH
PR T B e 4 144

R HATHLZ MSCs 577 TMJOA [ RIFFE
TEFERE ST | BT A0R, 4 A0 v BE
FNATT B O R RFCR IE G AL T 461 2 Fp
FERTT B O R I R T AIG R 7 2 5T
ZH AT R A MSCs 5 T8 S 2R R B T 3 670,
H AT SCERFRIAET ) 5 MSCs ] I 3 85
SERER, AR CR B IR 25 44 1) 0 AN B B
H BB TE R 19 8 3 R R v U5 B R IR
RS, BT T AR e, O
STl | I 1| D e €23 f2Y 7 NS R e R N N
F& MSCs PSR LL R AR P AR FE MSCs (L]
WTESE— LW, FEIRRIRE T, AR A A2
T B G T R B CE I 55 3% MSCs, il € %
MSCs (A, Gnfalfig /7 Fiz 4 MSCs, Hnfal k¢
MSCs IBEAIRTT , WAL MSCs FIIEYT 7 RUR
B AR AR R T B AR UL (] R

BT AR i e s34k, MSCs b Al DL i 5%
Gy UAE PR G N8, AT G I A R
PEML, AR TEYE R IABY, MSCs 19553 UWAE
FH R 4R AN NG 2 A SR B o AN AR S 4
SNER—FERL, EHARZR 30~140 nm 4K
MO ANBEL, W] A AT A0 R ) TR A )
FHSEA ML R 0T . B 0 FIAZ R 75 5 A2 (A 41 i
(A=) I, B3 e 2H 20 -4 2RI 240 - 4 e 1)
15, HERpUR IS Fpess 1 A 01521, MSCs Sl
PGS T F T 2R SR PR A AR e 8 2 i 1)
A, N T AEALIIE R, IR S
THEBEMEASSS, 1E TMIOA shififi s,
MSCs FMIMALE T HRAE SN | A BRI 1B FER
B E A LR AP Oy R T
YEHT, BRI, HArF R AR Bl I I AR 6571,
TELGZ5 ), O R FHAMBRAE R IR 231k
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PR, WG RN RN . SR,
H R SNBSS TMIOA HIA U A R , Hoo
BTN B2 m PR AR R L KL
PR SR T A [ R T A, R G A MR Y I
PR 75 BT 22 B[R] R SR A T B2 i SR A
PRAFSE #E— R 58 MSCs S HANMATE TMIOA
RHERFER, {3 MSCs MBI A AU A K
PRIAIT B T R AW AR 2

2.2 HKi#ZE (growth hormone, GH)

GH 38 2o il 51 4 ol 3 R AR AR K R 7
1(insulin-like growth factor, IGF-1)f 7= Ak FE 54k
H AR S 5 G, AAERKEER
(human growth hormone , h\GH) ] fi i #5E1 Gl A4k
E RIS , W AR O T R BRSO,
H T, GH X} TMIOA WA AEFIAL T I R FTAF 5% o
FEBL R PN T B K B TMIJOA RO Sy
JE I TEST 2 hGH B T BRSSHCE ECE T 31
HRTRIESr, HAREmBRSE AR SR
WYEST GH AT BEJE KK TMIOA HuE iy —Fh &3E 1Y
TRITIERR
23 AKHTF

Hal, AKEFAENZY% TMIOA IRYT
WFFEATI AL FRIHR B B, 3 7 K A 1 PR AT &% 11 IR

Wh5E
2.3.1 IGF-1 IGF-1 E&mEERSBRHERZ

—, BEUEBA RE RS O R A B G AR | A SR
B oA, 1GF-1 Tl a2 7 11 AU SR A2
ZHE G L, AT DT S T S MR T4 e 2
JHTIO4 JRAE B O R B SR k),

FERAAET A AR R B TMIOA AL 681
B, BRI IGF-1 FARrEasEm, e A
£ A ¥ 45 & 5 H (IGF-binding protein, IGFBP)5
IGF-1 %2 & (IGF-1 receptor, IGF-1R)%% 445 &
IGF-1, #0iil IGF-1 MG . PRI, {359 IGF-1
Al 38 1 358 IGF-1R A F 5538 B 2l S B 1T R
i i

T BRSNS IGF-1 P GRS B 28 P
R AR AL, TBITRORA R, XTHCE JRE T
HBE IV WA, TERACE B b & B
B IGF-1 3 HA 697 4 (B T I N A
5B R A TC 22 57, T HA AE2R 605 i
IGF-1 WA R, TGS ST 3Cs 4l 21224

o E AR 22 2022 4F 2 A4 39 4545 4 1)

W, PR R TR R O A R, X AT B
ST HA ¥ IGF-1 8iE e, fiff IGF 7E¢
2R GRS NI e 7 =
Jit G R 1 22 R A ST

2.3.2  HALHE K F-B(transforming growth factor
beta, TGF-B) TGF-p j&2—mkrny 2 ohaedt KA
T, BBLIBER A Y HIT L 4 S0 3 5 43
WAFNEAF 08 A A PR PR AR T R 19 0B i i
U M5 PECY . TGF-p 5 S SR T H 5
YA I TR TR SZ AR (Y 25 4, Bl #4005 Smad
FIGEHL G BERR ALY R4E TGF-B FE4E R 5
HME Ty R PR E R, RAE S R LT A A A%
TE R T n REA T AE AT

Zheng ZEU2E /N B TMIOA A7 % PRER 28 51
KB T HH, TGF-p1 55 B % F+H, TGF-PI
SZ AR 700 T 75 B R R 0 Ak A R R AR
NN TGF-B 155 B9 7 FG 3 TMIOA iR
v, il TGF-B (551 S Al Hilf TMIOA R
PR AR RS IR . Legemate SE13I7E (AR SMili
3D FT B S BB HL NG T 605G 4% 45 1) S M D
1) FURE R B BIUARCIE i K 25 4l L 2 A KR
TGF-B3 Hfdefe ki ik 237480, 5 A MSCs
B35 6 JlJa , LERT/Ja B s & R I £F R 2548
HA DT T AT AR SE T, X 3D 4TEI S 4R 1A
G4 20 AR K R T TGF-B3 BN 23 438, WHOR
SRAENG AR H B T RE 2 e B,

2.4 B2 5 FHREBEZ IR (B2-adrenergic receptor,
Adrb2)

A AN 28 2T 2 5 2 R R R 0 4 W B o
BB ORI B W e i — el R R A i b
Adrb2 /- FP, FE K TMIOA #iRl | g s34
Adrb2 FEHHREZRERIG , BCE T B i i 4
T RETCHEAI AN SR, T Adrb2 Sl &
B BRI SR e f VS [RIEEY, 7R
Sun SEUSCEG T SRR MSCs 11 Adrb2 ]
/N TMIOA B R . A LB R S T
FRER, PR R Adb2 AIRERCH TMIOA
G RIS T B
2.5 PRP

PRP &I FH B B B iy ik B0 1 5 42
B v v ML /IVB e R R A I3 R ot s
B HE 1 3~4 A58, PRP 43 Wh Kk 0 AE K R -
235 800 AR A A3, An - 1f A5 N 2 A= K L7 (IGF
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TGF-B. M/ RIEYEA K T R r SFaik  ler
e b K N7 R AERET B4R A,
PRP il i 1% b J5 B X — R A0 A K R ARk T
RIENZ . B, Tl . s L rIE
BRI AR 53 PR Ay 081 o K g i A A T
PRP RAGFANHI & N4 Ty . i, A2
SRR /NGB,

£ KUTUK Z83055% TMIOA i, PRP
AR BEE . SRR DL OB I A, B
2 I S Vi A A 1) R L A o E — S PR X g 184-8)
H, TMIOA R TES PRP JE eI/ TR . ik
S A KK O RE MG 32 sh AR A — /297 3%
AL, 245 HABS CSEIRt I, K IWTTRL
I PRP 1£ G2 A AR AN 55 5w 52 & J i 2R 30
OB SR, WA 2EFH R ST I N 4T PRP
HA WA B2, MXT PRP W4, B35
A RETE 5y 432 1 5 HAPYL,
2.6 PTH

PTH J&—Fir 84 NEILMRUL M Z IK[PTH
(1-84)], HFEZEHMERFBE AT N Uiy PTH
(1-34), W i EHEEVE FH T % R B St ] 9 4 9
R, EUUAN T RGEE . B 1
s i) F T RPN BRI M PTH IR YT O 8k
FHFR T RO 8OB A O R P21 (H AR
TMIJOA Hryfiff st /b

/N R BR R AE 2 R A T RIEAR,
ok %t N AT 4 JE R B R I A
PTH(1-34), & SUHACE T 8 0 LB MV B 58 113
A, HECE T E AR T R, R
HEEJI LA BRI R, X —ME e
VA E MSCs 1 B 431k A0 55 B -8 40 3%
PR, SRR T B0 R R SR s, R
7~ PTH A7 TMIOA FEAR BV 7E 1Y B AR T

fEFPY,
3 R4

1BIT TMIOA MGG iR KR E £ BEIAGE
WO ARCE SRS T B, HACAN BN
PERIE o ATAEk, X A AR W R B I 5 B
TMIOA ¥Ry IF5E #4405, 40 MSCs. GH., =
K HFAHEHR . PRP & PTH %%, S{&5025941
b, HYPROE S, AR ARAEREA, A
RES SR 4 H RS T a R, mARE i
KT HB R
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BRI T B R R, BAiE A
e, PRP A HRE B IR I v 1)
W, &HKREARKEFMEABS, #5705
ARET, E HA KPP, S SE, F
HE TH2HL, PRP 3597 TMIOA J&—Fp e i 12520
UG5 RN i B AT PRI PRIV

R PRP I TR Y7 IR OG0 RIS S5 1
Z AT R FEAE LT HAG 56 HAE TMIOA 397
H TP R A B, &SI PRI S ek, 4R
U 2 VR DL 1 7 T AR B S — T R 2 ) EL e 40 D
KRS, PRP BHl & 5 i, 16975
%) B35 Fsf () RS T, 3 T Bk — 45 K Y [ ok
BRI PRI IR T ST R UE AL, LA — R T
TMJOA #fitH8 5.
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