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[ Abstract]

are mainly degenerative changes of cartilage. The aggravation of social aging makes the incidence rate and

Osteoarthritis (OA) is a chronic inflammatory joint disease whose pathological changes

disability rate of OA gradually rise, which has become one of the social problems puzzling human health. In
recent years, there has been an increased interest in research on the correlation between metabolic abnormali-
ties and OA, and many research results have emerged on the association between metabolic abnormalities
and OA. The liver is the core organ of human metabolism, and a series of studies at home and abroad have
shown that a large number of patients with OA have abnormal liver enzymology, which plays an important

role in the occurrence and development of OA. In this paper, we focus on the role and mechanism of liver en-

zyme metabolism in the occurrence and development of OA and review the relevant literature.
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PS50 B R 60 OA I JCH B 2 2 £ Bl 35 3k B R
H T E H SemadD )R IL L. SemadD A] LA AR 45 &
ALP ({13 3k, 1M B MK SemadD 7K 7 1] L 5 1550 K 4 OA
HIECE N £ RMPAEIEI . Park 9547 7 3 060 4 50 %
NEEW MLIE ALP K5 OA IR &R, RILE/KF ALP 5%k
SRR AR B, B R ST OA [ R 1.7 fiF o [AIR, T
T OA FEREIE BN L IR B4, 40 C- /B A (C-reactive protein,
CRP)ZKFHI A4 1144, 5 1f13E ALP 7K 2 IEAH e,
Uk, ALP Bk 7 {2385 A L EIVE R, B AT BE S 55 OA [ J85E
KRR
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fiff . X LGB AT 1 BRAR AN S K P i i 25 &
U FERI ST E RS K, e AR ST T e AR R EE
M3, BN OA. Lowe £} 27 5] OA B H#EAT 1 i %
GGT W&, H 33%[1 OA & GGT KFJt & - Lshizuka 55"
SR H G g5 LM 5 D A I R S5 3 1 519 4% (collagen-in-
duced arthritis, CTA) /N R B4 44 GGT (3R, RILAKIE
W T ZH 2 I BT B A S A P R 1) GGT 3Rk B 2
A 13 CIA /N BB I i S U E 41N GGT S i) , i 4i
i e B S, ST R IR AR P IR, 2 B A% R T 2 SR
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1 GGT /2 Toll B 52 14 4 A 5 15 440 A B 1) PN YR P S0t 711
T B 5 5 A0 i e B I R A GGT1 e 3 (R /) R T 38
T 1890 S R A X NF-k B 32 A 305 70 e A v,
TR PR B AT R AR IR, T SR R D A R
FAU . Yang SEPRTT T BA N GGT & A (recombinant hu-
man GGT protein, tGGT) A7 OA 157 2, 7 OA K AT v
T4 F rGGT J& nl B Ui St 0 OA P, T4 41
A1 REZH A P TL-6 35 B AT, 3 AT 35 157 T 40 e ) 4 1
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I METE e

2% FE P T I 3R T A T T AR 4T 4 40 B (synovial fibro-
blasts, SFs)7E %l i 5 15 & 9 17 % (temporomandibular joint
osteoarthritis, TMJOAD FH G I 9 i « 1 ¥ A 73 50738 FH 0% 1 4%
P R A R R L OB A FHPY . 7E TMIJOA H, S [ SFs
Ji 988 ¥R FE [A] -F-- o (tumor necrosis factor-o, TNF-o) A 5 [ Il
A ORI 20 M A1 i o AR P 5 1) DG 9 S, TS D%
TR MR, Li%E™ 58 T TMIOA ) SF 1 LDHA [ ik
K, I LDHA 13 20k 2 B30 SFs AR 1, B 4% =
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IS, YO T FE R A B o, BB A% LDHA 7 W] Be X 8K
FUE B =R BhAh, Arra 252958 o #4) 2 1 40 o A = 2 G5l
5 LDHA /I8 BRAR Y, S 30 98 i 0B 87 Hh v 1 4 Creactive
oxygen species, ROS) 177 £ 870, fr T /N 52 OA 52
Wi, IANTE OA HRIE S5 T B 44 7 T B NF-kB 0%
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KR OA AR, 45 5 3= 0H v B 40 Ml 1) B & P& AR T 4
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VD, AT A T 6 R 1 B AT P A% TR B TR 2 A 1 5 4R
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VY LR e (CKO

CK 38 3T AL i 2 Ak R 2 W R 1k O 6 1L, (2 33k ATP A
ADP Z [A] (15745, A B T 4e RF 210 (1 e AR S, e 4 i A
Wi b R E B, 154884 £ A1 G A R R vl g 5
7 1L WL PR AL | B OA K AE RS 2%, IRk B Z e &
A7 980> T WLV FE" s Ferndndez-Torres 5 87 451 Jii /<
PERRICTT OA SB35 107 B HE A AT Lh A, VR4S T CKM 2
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R, TENLA R T RCRE it 2% o SRTTT, B T IR 98 2D LER
Z IR T CK-MM BATH I Re s 3h, X vl gk S ENA L
JIEUR B R, Bk, $h R DU B R R E B A B TR E
WL T &E . Chilibeck 25012243 By 75 72 40 70 LBR 1 & 47
AN IR SR BN B8N (1.37kg) . [FFE, 7F Neves 2552
WEFE b, WLER B4 78 NLER AR AL ¥R 7 1T DASSCE IR G T OA B
H BRI A E R . X HE R W, CK Ml CK-MM
FIAR KT ] LLLE YD LR 1k, B 1R OA 1y it i U7 Tl & 3%
HIEM,

Kurita 590 N 7 1425 4 1 1] OA 48 BR 7 b i 2R3
WFIT T 1M3E CK 58 JRERFARE 2 (8 2% &, (ERIEA TG
J3R B PAE 55 358 1 A IS CROKSF 2 Uk 5%, (B 5 R PR o A0
1355 CRP K. NI OA B ToAR sk S IR, A&
T3 CK X OA B8 2 1A 00 B i B A V8 7 1) s A AR
B o FE— TUME T T F 78, Ganguly Z8P90 55 7 297 41 5%
7 % B 9% (osteoarthritis disease, OAD) £ # (L }& CRP. CK-
MM K, 152 BATTS OAD HISIE UL ALB AL AL B B4 AL 15
107 5 £ 6 TR 25 RO HE G 1 5 72 OADs 5 oy, B LA 3%
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R R IE AR SR AN (AR B A R 1 B AT A Sk A BT/ B0t
AChAEH R B AEARALE AR R 2 e A0 M . ARk BE il 2
A DAAE T B T EH, REHTTHL, R 52 E W, L
M RARE RN . Courties S5 W 7T 7 K 41 g A (¥ 3 Ff
AL S AR OA R IE s 45 R ok s A2 OA Rl
SRR B 40 M 2R 08 5 ACh & B 38 % R B A 1D R A I 6 R
RGM R NFERUN R HCH 40 M 2 JE b 28 1 0 0 R
RYH 5, oV ACh X 3¢ 35 40 I 59 = &6 43 Wb/ 5%
SR AR L 8 I AT RE T R 1 o7 JHBR Y ACh 524 (nic-
otinic ACh Receptors, nAChR) 1] [ A% IL- 18175 5 (1) & 40 i
JEREFI M AR HE M B 4h, «7TnAChR XF OA A (R4 1E 1,
& BT AE/N R I A AR B AR JE B8, o 7nAChR 15k
R T E R IR R

Spieker S5l T F A B[R] Rl RS R i 2 T IE ek B
fifg Cacetylcholinesterase, AChE) F17T B JE 58 Fig B (butyrylcho-
linesterase, BuChE) [1447 i, , Wi %% 21 5 & 40 A 388 b, 1R ) 4
A TE A o HEHEI , 3K 21 7K AR LB 7 B v R s 2 W)
TS ACh B BE RS2 M3 5E , IR B 0 AR 5 AN A7 AE T3 4 AT
o TE/NRMG BuChE @i LA &2 BuChE A AChE B4 i b
BOREBL T S A DU A 46 e o S 0 1 25 98/ Ak R it B
SER™. AChEBR T BAT BRI /KR IIRESN, B R A BRI EN
(IR B Th BE , AHSCHIFFEIES2 AChE AT bAS: 5 40 f B B A2,
641, AChE F) 2 1A F 53 Wk 5 1 i 44 i b ALP )R IEH %,
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WAk, T AN A AL B nT A £ ACKE, Ui WAH £k 2818 vf
24 AT AChE H & BI1EFH

JIE IR PRI B 40 B TR A TA R 2 OA KA R J 1) T 22 0%
B, FEAIR B BRAR RS FR AN M R WM %3] T AChE IRk,
B SR K ST 1 AChE 218 41 il 3 98 T2 A W0k A I, i B
RIEFNEEAMPIA T FE4R T LR NE B G BEH0 5177 5 W 5%
B B AU MR AR B3 RO A I o A AR LR
il 700 22 2R, s iR RSB R 75 51 MMP-13 11
ORE S BHLLE T T2 B R B A, TSR T R0 98 SRE™
B, Bk — 25 A5 BB AE 2R ZE AT OA Fh 45 53 1k F R R 4
F, CA K AT REZE P P ACh ZhBERIFIHIFIIETT -

G IS AR (XO)

[E| 4122 Stabler %1 JaF A1 T XO 7E 2 LI 4
MIVER, Wl 5E T 23 7™ 25 S PR DG T 45347 S TE P 1 XO
I VROS T HT R R C-KAK s &5 Rl S bE 3
[ XO FI ROS /K-35 g T % B4, HL a8 2 IEAH G TLAY Hi
Ji i C-Jh K i T3 RR AL, 5 XO 2 Al ¢ R &M 56T
R IR ¥ h XO & 15 ROS (28 B8 I T i B 1 S8 AL
5 B 102 Jigz TR P 2 ik 2 25 D) A 5%, XO W] RERELAG S 9837
BB R B, BRI AN TS 28, (H R T SRR 2
KK OA KM FE SR 2, et XO ] 371 o 71 vEE s
B BT 22 /8 OA It JE S,

A E LT XO 1 90% LA RS it U5 (D D [ K X A7
TE , B A& XO T, AN T3P o 822 2H 24 Tk I Bl 4
SRS LT, SR DA R IZ IR 5 — e R s S AL
& JR i (xanthine oxidoreductase, XOR) (R ) , A i 4 K K
AL U B TR R B — AR AN 43 i 1T AR R 1
B, AR AR A AL R, AT P2 A2 KB ) R, R
T A% BT A 0, 503 B 1A ROS 2 o 41 Al s Rl 453 2, 60, 45 1 JiE
YT B A B RN 4T B A 3 T o RN BT PO SRR T R R
OA R JE I — /M BLR R ™. Ja il HIHT 78 3R W, 480 40 i 8]
F (W IL-6) ROS 7K P52 44 P MR 8 240 B (0 85 4008 77 LA R
OA f33E E57, XOR 77 4E ) ROS A 8B Al b id FE vh g
AR, AR, 5E 41 A ROS (1 3 At R I8 (o1l 4 28 it
PRI D R B8 B T3 0 Uk SRR 48 A =, B4R
A il 2 BT A A B T ek SR A R ORN B R e R AR . B
M) — THATF FEAIE SE T XOR 5245 1) OA H Hh He AR 2 i i i
FIEEEKFHIXOR, REXORFESE T OA KB
545 5 78 = AL BB 1 B T Qi 7E OA B H H , XOR 7T g
SARSIRIE, RITE /S B A H 40 4 5 Fp A8 7] 1) XOR
U510 700 A 2R HEL R S0 P A P R A1 AR 4k . XOR R 1)

HOH R B Rk B AR, ALP 3G PE PR (R . 2 XO W M PR AR
i, T8 2 XO i 77 ) 2 FH 3 A2 XD JE R Bk, 805 4i i
HIB AR TL-6 1) 73 i #2980 BRIk, XO | 751 76 Jk 27
OA it J J7 T v] B2 2 1 o

PANS i1

OA 5 it ift A HT LR AR 1 R B AN/BL 4 B S A O, T ik
MLAGFTE OA Il AT 4 2 A TR R 48 3 2 A 5 1k i A
RAEIL, I 51 SR LRI e S S Ak, 72 OA HIK
I Tk R I A g 2 TR T A B ) S B
[ S G W TR B, 2R3 B0 B g R a5 X G
HAMBECZ A EAE R, BUS A NS T, B E A
Bl 5 244K (protease-activated receptor, PAR) , il it PAR %
H A5 5 T LS S 50 S0 R 9 I 2T 44 40 e 114 98 R 5 50
OA IJIERE™ . TERWNLEIH, PARZ 5 T OA SUB I 4 )
IS (R A Tk L E 5 PAR-1 /5] o-Sre/MEK/ERK #R i [)
5T I N R AR A A D A 2, BRI AR SR T
S RN SR 5 B 2R3 A0 B0 e Tk L B v 38
B 2 AP A% T A R T BRI, W TL- 18 TNF-a IL-6 2501,
T 58 BB DR Ut I P 3 I PAR- 1 B0S 22 Flota th IR /40 A [
TR RER OA RIAEM K NI Z —

TE OA KT N R I AX 2 1 A B, B i 4 )8 2 (1
(matrix metalloproteinase, MMP) # 1A\ 4y /& 3K 15 5 Ji [ i 1
REENE. Horb MMP 5 R JCH 2 MMP-13 72 OA 595 H A
32 550 . MMP-13 1] DR 56 B At 11 2Y Jie i, T 6 26
FOE B4 At TR AR A, OA &ALk w1 Bl 3R T B
55 MMP-13 1A 2 58E I, FFEH#, Huang NI
W ifL W i PAR1/3 32 A0 MMP-13 )5 3l 1 1) AP-1
E5 i, WM N R AR MMP-13 K15, ;A S
=R

TERIEAR M, 4T N4 B 1 (heme oxygenase-1, HO-
DR REMCE AR EZEFR. PRI, OA B
TR I B R B S T T LE RV, FRIESE T HO-1 /2 OA
T T PG AT A 20 B LA S IR Y B RS 2R 1, Dot I g AR
HE PR ARE ML (B HO-1 38D 7E OA K 1 1 FI 2t
TR TAE OA B HCE 41 i i 3 HO-1 7] 33 MMPs
IR BEA, X 3R B AR A BAR A PE Y 53— 5 T, vt i iy
TE 98 SE AN 240 B 384 58 v 2 o TR, PR M T
K 77 CREFUE A ML T B, AT 5 B R4 ki g
RV 2 225 SO ON I 40 I, BLE BRAX 40 i T bk B2 48
HEL K L A PR R 00 L, 5200 1 4 LT 7K e RSO G
fih 5 20 318 AR SR AR, R, R At St e I B D
S PR 2T DL ) I A A T3 AR I 4 L 1) 6 k2
WL T, 1ERIRTT OA I —FPiGy7 SR .
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FUHE R, LR T OA MR R HLHIER 4L T 37 WAR . FFRE2
— ELIRAE R O JIR 5555 1R T00 00 48, 08T (9 1IF 448 52
NEH RN OA B S50 Z Al 18 b BV 8T+, S
B RIT TS SR A . Bk, T EE 2 .38
FEIEE T (A 78 SRR
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