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H E

KRB BT AL (development dislocation of the hip, DDH), EEMXH REAS RKER L, AR
A BB LA ER 2 AL T B H 2 S F T . RN B AR RSB EEEA—N RHE
FKFi & (osteoarthritis, 0A). DDH—MNEEVFHE D E XTI E BN KIBZE, HH BT DDHKF
BB HIHLE MR B . — BRI B AR B S B R REVIMAR, HPPI3K/AKTE 5@
DUR B B SHRa IS5, F HMBREARE M. A3 BAERN PI3K/AKT(E S8 B X 4CE 4 i B WA
#E1ER, ADDHEHRISITRALE 1 BB .
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Abstract

Developmental dislocation of the hip (DDH) is a lower limb deformity located outside the aceta-
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bulum, with or without dislocation or subluxation of the femoral head, on the basis of hip dyspla-
sia. Different pathological changes may lead to early osteoarthritis (OA) with varying degrees of
severity. One important pathological change of DDH is the degradation and degeneration of arti-
cular cartilage, but the mechanism of DDH cartilage degeneration is currently unclear. Some stu-
dies have found that autophagy of chondrocytes is closely related to osteoarthritis, among which
the PI3K/AKT signaling pathway can promote chondrocyte proliferation and inhibit chondrocyte
autophagy. This article aims to explore the regulatory role of the PI3K/AKT signaling pathway on
chondrocyte autophagy, providing new ideas for the diagnosis and treatment of DDH in the later
stage.
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1. By

KRB PO A7 (development dislocation of the hip, DDH), & —FhfERE B AT G A KRBT
T T Z T B, S 2 IO oA WA LA EHE . MR B AR WO E A A E
IERIEESCTT A 1], I BAR SR 1 A B 7T S EUH LA — B 598 55715 & (osteoarthritis, OA) [2]. OA /2 —
Pl 5 HCRABAT YR B UIAE G NS PE S M, L 32 BURRAE AR AT MR DG T AR U SR A RN 2t R T A
HiB. OA MIARHREIN. BB, WEAKT . BERREZHEEA L Fh—MgEm, e
AR AR IS TR SR MR F [ I B 45 AL s 2 DR B R AR [3] [4]. H A, BEAE 2240 ) L o<1 0 25 (1) A
A2 KPR R, K4 DDH LR 2] 7 R 2 WA G 2ya T, B — 50 m A TEH D1
BRI L T BT RN . AT S I OA ER[5]. X AT AR A FITE YT I AN Re 58 A A IE %
RE, BRI R AR B AT S S A IR E REOCTT S MRIA . AR Y], DDH SR OA
CLRCN AR NAT 20T B AR 1 B ZEF[6] [7], 11 OA KR RS E 4N 45 B & A, B4
1 E W RPN OA RIERI—A KRB 28], FoH PISK/AKT 15 51 % 75 0B 40 fi A= 3 2 v oy v
HEEMMI]. PISKIAKT 15 5 HBIE L EGE R mTOR 55, JEMiMsl #CE 4 5 W, IX7E OA 1)
KRR i EEAEAI[10]. A SO PIBKIAKT 15 58 2 8 4% DDH AH I3 H 4H it [ Wik 1) s B e 7 1464 T
Zrik, NEt—S 5T DDH S 2K OA s EEALHIAI K5 iR TT B IR AR 22 4 4
2. REMBRASEXHRNXR

TEfEH b, DDH #w SCHE LA FI AL . 5IEE#BFAHL, DDH S M AR R
IR/ [11] o B8 FAARRR Bk G0 1 D75 2T 1) Joy 3N g ANEE T AR g 1, R BUB ST M AN, I
22 OA. HATFEHIEE R B W0 FHLH] M ATE 2, X 7] fe 5 50r ) B mp i o<[12] . JE4kiE,
BREEWOCT AL S EUE G OA KR EEJFE K2 —, Hh RZH B EAE 50 & il 75 L4322 Wiy
BIAR[6] [7]e X FhTFARAO AT T S IE B, 3E45 AN FKEMAE 2k T LB ME it
fifH. OA J& DDH f & W HIF AfEZ —, WM N B HRAT R TR AR L —, FERI K
TS AEEA ) BE 52 RASAEIR[13] . BAR H T O HT TR 2 56T %3 S0 R 1wt 78, (B4 W

Tk

It

DOI: 10.12677/acm.2024.1441305 2386 e R 2= 273k e


https://doi.org/10.12677/acm.2024.1441305
http://creativecommons.org/licenses/by/4.0/

LIS

Ff ML) BRI PR AR DT R P IR o orp— S SR B, OA RWIMI RIS HCE BRI E 2, ik
T BUE BRI B 5, WO N AR E AR [9]. R e T e Rr . E A B R
AR CREE . IEWIE LT, BCE 4H M8 A RN 43 WA A I A/ T SR 4 RE R 1) T S PERE AN T B
FHIE. SRT, 75 OA 1, BCEH4IMMIIReZ 29, FEREFHIIRM. hoh, BT RERT. HAR
WO RS R R B2, B0 4 DY R ARt 2> RIS 8, S BB MO o 1 b A
W N[14] [15] [16]. 4HBEAMEER (1) B R 2 S B0 B H A S5 M RN RN Th RE IR [17]. I TR HCE & —
FRRFIRIC . TCIE 1 AEBIBKPESS AR, DRI 40 i 2N B IRIE R 95 [18] . Fikid FE e iR
KATHCE MM 251 I F B OA WK R, HEM IS A 1 5 e, (e ak, RE kS5
FIASUCRC EL 2 L o B o o M98, XU IRI 30 2 (3 T | I SR gk — 2D n

3. BXTRPRE ML SR

£ OA MR RE , B a2 25 ME RN m, HIJRe2emEE, FEREHALURIL. PR
R, EWRLEE R R AR EAR R R rh By B A (a[19]. 4R R SRR 11 R P A
FETD, S5 N 2R A B A RN B A S A R . G R, A AR AR [l YR A 1) B BRI A
s, CAYERPAANE A A AR [20]. FEAETRIRAE T, 3 L AR 200D 1 I T DA B B A M 25 IR B2 45 ) 4 8 A
HAFILEME, AR TLERFRE RS T E R RIE SRR, Yo dnR e BRI Re s
SZPITPCEFEG. WHFCHR I, BN RS RACE T AN . B0 RARAT ECM (4R AL )57)
MR . XEIRE B TR IR TS FTRE MR EE 7 OA HEFR . FIT DL WO -85 B 20 M 1) A A7 AN D) e 4t 1F
AR T P PERIAE I [21] o i HL B R DU I AR P9 SO SN, b S PR T AR RETBORT 8 4 R v
e, BB TEH RAELRE[22]. £E OA 1, BB AN H DI RE S L L E 2, R P IRt 32
SN — 3, MIRAL TR T VAR R I et BUK R BRI, AT RN IE SR PR O R R
JEEAR AT (1 SRS o

4. PI3K/AKT {ES1E

PIBK/AKT & B E A N5 55 Figc, 2l fErh RIEER, BRaaffg. &m. Rl
FHT 25E[23] [24] [25]. ELFERRE 2R 40 BELE PN AOVR 2 A2 K R RN 40 i D8] 740 BT DA 4% )5 3 PISKIAKT
S S AL VE R [26]. Horp 3-BERR ULEE I (phosphoinositide 3 kinase, PI3K) & —2K H {5 54 S/, &
e i — ML JE AT — AN A R VR SRR A, R AL I (R s A e E T
PI3K [27]. PIBK A5G =3201(1, 1, 1), b | 8 PIBK 5 3 5 #eE 15497 1 & A R0k g 22 18] 0% R 4%
W E RIE26]. PIBK HIBUE EEZ LU F M@, —FoRiEid R K 15245 Sl iog, X2
PIBK BUE I i WagA%, XS 77 NG5 R B Z AR AR B NEA: 5 —Fisid pl10 Wik E
Bedhi & Ras MHIE, Ras &2/ GTP &, & 5= A KmE S, %N T, Ras
B 5 PIBK FEAL IV FE p110 AH ELAF FHE0E PISK [28]. #E0E i PIBK #E— 2 1) T it Sl . AKT (H1
PR A B B, PKB)Z PIBK I — AN BRI 2%, A7 T- A, 354 3 R AL (AKTL, AKT2, AKT3),
Hh AKTL F1 AKT2 7E 5 AR R E B A G, EIS 5T S a0 & BoRS, S22 210 fi
RN IR [26] - 0 1) AKT I8 B R A6 7] AR FH T 1 Ui 22 AP 23 W mTOR . NF-xB. Bad #1 Caspase-3
LEATICE AN E AR T, 4ERRECE AR R A AE6] [29]

5. PI3K/AKT {5 51& & ¥ 50 & 40 A B RO BT

PIBK/AKT {5 5l A — S R MR A 15 5 5% IR, 2 5177 F . ERE Gk B AR5
M5 5 A AMAS Sl B, BRZRTST HMR[30]. WFFUERET, = OA KRS, PISK il A Bl 7 25 51l
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PRI, PIBK/IAKT () mTOR #4125 30, 1EH IR AKT, AKT YEFT TSC1/2 & &M HiE ok,
f#15 mTORCL #¥id, HEMBEERAL TN ULKL H RS & A B SN AL 5, Bes i) B WG sh
A H I B SR A R A W BN AR 0 B A R B B PR, SRR OA BRGNP A0
ORI, Nk T OA R4 K E[31] [32]. Beclin-1 & B WG A — AN RBIHATR T, AKT o LLE B
FEWEIR AL Beclin 1, 955 Beclin 1 7£ B WS 2 H DR, I ELEANHI 5 W5 5[33] [34]. Beclin 1 3&H] LA
Bz BCL-2 k&AM EAEH M AWE[35]. Kk PISK/IAKT 15 5l iy DL £ Fhig 426 8 4 i
EC RN E R VR JE S RN R, i@ B, PR A R R, AT e O 4
WG FE .

6. AKRE

KT PIBKIAKT 553 F5% 70 501 40 M 453455 A0 8 Wt ok 7% R VR F I S Le el . RE a7
PIBK/AKT {5 5 18 B LE A ik 5B 4t 184 B AN 3 20 Tl AR AR AE B R TR 45 R (0 (il 7R 22T 2 (1)
ﬁﬁ%%ﬁomﬁMﬂmeE“L%TDm+F%OAE@$%¢% FCAH B AT LME R — R e
MRIT B B HIX — {55, nTCAEE AW AR, W Bh R I, 2% OA iR .
AR T EEmAm%ﬁPMWWT: TR PR E SR 20 B R TR AR R 2R, BREEAR TS

L%%ﬁmﬁﬁﬁﬁu&ﬁﬁm: A HAEH

B2, PIBKIAKT 15 5l B8 9 51 40 B W 42 J FAE DDH J5 3 OA ¥ 97 H E SR 4 1t 7t

JrRANRITIE 77, ARSKREIWEFERIE RS A B2 9 DDH 82 77 K5 2 iRy il e
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