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Review on Immune Inflammation Mechanism of Acupotomy in Knee Osteoarthritis

YANG Yugian' , WANG Xiaole® ,CAO Qiguang’ , FANG Ting* ,DENG Biao' ,ZHU Jinchao' ,LIU Fushui'~
(1. Jiangxi University of Chinese Medicine ,Nanchang 330000, Jiangxi, China;
2. Affiliated Hospital of Jiangxi University of Chinese Medicine , Nanchang 330000, Jiangxi , China)

Abstract ; This review summarized the effects of acupotomy therapy on the mechanism of immune inflammation in knee osteo-
arthritis. Knee osteoarthritis has become a worldwide problem due to its high disease rate and disability rate. Acupotomy therapy
is unique among many therapies because of its characteristics of efficiency,convenience and economy. With the deepening of re-
search , it is found that the acupotomy may regulate inflammatory factors in the treatment of knee osteoarthritis; (1) regulating
pro — inflammatory factors,such as pro — inflammatory factors such as tumor necrosis factor — o ( TNF — ) , interleukin ( IL) and
so on;inducing nuclear factor — kB(NF — kB) , Janus kinase ( JAK) /signal transducer and activator of transcription( STAT) , phos-
phatidylinositol 3 — kinase ( PI3K) /protein kinase B( AKT) , mitogen — activated protein kinase( MAPK) and other signaling path-
ways to reduce inflammatory response; (2 ) regulating anti — inflammatory factors,such as interleukin —4 (1L —4) , interleukin — 10
(IL -10) ,to affect the JAK/STAT and PI3K/AKT signaling pathway to produce anti — inflammatory effects. In conclusion, by
sorting out the mechanism of immune inflammatory and the intervention of acupotomy therapy in knee osteoarthritis, it provided

more evidence and thoughts for the treatment of knee osteoarthritis.
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17A ééﬁ.% IL -17AR/IL - 17CR,IL - 17F %ﬁ IL - 17FR M\ &
WE S 78 IL - 17R A fA7E— X 38, #k A SEFIR % 3%
IRZER IR 5 Toll B2 F0 1L - 1 524K TIR 2 AH L, B I iZ X
RAEZE) TLIL - 1 1L - 17 B80T R HEVE T . (AR 2
FX AP —FI R - Actl, %5 H &R 5% NF - B L
P IKK EBEGE IR ™ 76 IL - 17 (555 5 F, Actl #1352
FAk TNF Z{KH T TRAF6, il 1 IKK 1% 5% 5 24 it NF - kB
J2 MAPK 5538 B% , T & 3R R AR
3.2.5 IL-18 IL-I18 B2—FAMRERAE T, S 5y %
i R 1 B S AR 5 B 4% Tl SR P AR M L - 1 KR
M)— b1, R4 IL - 18 5 IL - 1B sZ (A [R], 19 2 (1 F AH [ 9 1%
SRS IL - 18R 72 T 40 A1 NK 4 b3k, b
IL - 18Ra FI B I S T B A, 3@ o IL - 18/1L — 18Ra/1L —
18RB, Horf ) TIR 75 J5 #7355 MyD88 B /5 A 5: 4l % - 1
ZARAH S B A (TRAKL) . H 4l il K - 4 Z KM ¥
(IRAK4) TRAF6 , \TfiT 51 & 4H Jfl A NF — B 31 Fil MAPK 2%
B IL - 18 FEARHE KOA 84T S I A M dE T L 4T 4k
P CHAESE™ o RSB D0)  a B D 25 R R B
BN R BFE TTRE T H 0P IL - 18 1L - 18 \INF - o,
TRACP - 5b, MMP - 3, COMP 7K 3%, [&] i} #2 75 BALP,BGP.
TIMP - 1 25 B 7. BARME 54 5 0L T XX & 6.
33 CAREH

C [ Wi H (C - reactive protein, CRP) f&—Fp 21 R AE
A, LA R (pCRP) g A TE 28 (mCRP) A7 78, 2 B 78 - 40 fifd
A, 248K I LA A | S A L P R 4 9k S 4 L g
Wi A0 A AR AP AN At AT A . Bl SRR AF 5T R IR A, CRP
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FERIE KAy 7 R FE T EAE A, pCRP 72 R Al i v = A= 4 5
SIEER, BARIGERE B 7] 2 AR B A RS 2 2 51
¥4 pCRP i £ i mCRP F-7E95 48 X 38 o7 R4, T JRj &8 48
KEJZI . 76 KOA th, CRP & B iiE B 5 5 3 48 i 5 1E A 61
CRP e A SR AL S IEFERE o
4 HEREF
4.1 IL-4

IL -4 & —Fh e 2 7, 22 S AL ro s B 5 T 40
Jitd 2(Thelper 2 cell, Th2 ) 41 fitd gm0 or 20 L IE A0 2
IL -4 358 5HZ 0K IL - 4R (454 RIE4& Wl ke,
IL - 4R A4~ I 38 48, 40 Bl Je: TL - 4R 85 1 ye B, 1L -
ARo B2 TL — 4 FY 7 SEPESE & B8, T ye 85003 505 5 5%
S IL -4 £35S B T T K AR 52 R I SRR UL JAK fY
WG, M¥IL-4 51L -4Ra 4558/, 5 ve WL R, FR T A
BEW, FEM T REMM L, 8 5IL - 13 21k ol B _F
L | iR/ R e R N T T oS P 1 B =4 .7 i U
JAKI/JAK3 & Hif5 5 4% STAT6 —RALI R E4 sz, 1
B A JAKLD FIES & FR L ( Tyrosine kinase 2, Tyk2) & H
E5 R TG S . BRI IL - 4Ra oy FIIL -
13Ral 43 5380% JAKL JAK3 H1 Tyk2, 7E4iednfrh L -4 {5
S AP 2 FP R E(S 5 RS - PI3K — AKT i& 42 Ml JAK -
STAT6 4%, HETAE KOA o, IL — 4 SH8CE AR ER, 78
mRNA I E Bk 3 3 5 4 e 85 3 52 i 2 1 SRR
W, 97 1500 40 R0 R 4T 4 v A i T, S R e IL - 4
FERWD TR AT R A Sl A T T
W T R ZBEF T14 IL - 4 & = TR YL, J 56
AR AR TR 1 KOA, ERME S5 S WAd U XX & 7,
4.2 1IL-10

IL — 10 J&—Fh S B HT R A T, 76 80 HLAA X 95 B 1A 1)
PRAE SN S B B ey T A AR, 2R TH2 41
PR, CD; \CDy T 200 B2 | 15 I 200 A% 4 i 66 T 7
A FEAH Th 4087 A 4 e 710 IL - 10 542K
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AR . BRI IL - 10 8045 1L - 4 SE [ L4 %
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J7 0 RAR A . A 20 i i 4 ) 45 A i A
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5 NG
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