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Research progress on the correlation between mitochondrial related protein

and osteonecrosis of the femoral head
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Abstract: The theory of apoptosis and autophagy in bone tissue has been recognized by more and more people and
has gradually become the focus of research on pathogenesis of osteonecrosis of the femoral head (ONFH). After the
action of stimulating factors, mitochondrial dysfunction induces autophagy and apoptosis of bone tissue cells, and
eventually leads to the development and progression of ONFH. The discovery of correlation is of great significance
to elucidate the pathogenesis of ONFH. Meanwhile, detection of mitochondrial related proteins may play an
important role in early diagnosis and prognosis of ONFH. It also provides theoretical basis for regulating the
expression of related proteins to affect progress of ONFH in the future.
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— RN I Sk B R AR TR R A AT B R
(total hip arthroplasty, THA)#EATVEIT™. HbH4E S
BTVERNFERN FEST ), BRHFETHARWE R KA]
REfa AT Z BB TR, X4 B S 5ty
KERKMEHFEDROEE 1. Bk, RWiaTT xR
BRAE T RUARARR O vE TT AT B Sk 3w, gk
H 5Bl e 840 7TONFH A R AL
FE RN WA TT I LR R Bt AR U

SRR AN R E AL RN G, IE
ZEHREARANSMHESHSER, nca B,
AT, V544 (reactive oxygen species, ROS)f¥)
FrA g U 2R PR Th RE R RS 22 48 2R R PRI I 1 3%
4% fl.(mitochondria permeability transition pore, mPTP)
T, 5 EUA R AR 8 F 1 i A A A0 B N G T IR B
P, LRI, A SEEE T ", ONFH
HIRIEALE I ANTE 2, ARSI R AF J524~72 hiN,
BB VR SUA B G M R T L A - Ay i R
Mutijima®5" F 5% & BLA [7)97 A (1)) ONFHIA BE X &
B s A B iR T e . EARERR
A&, B E AT A A 2 A E T 2 ONFH HH 04
AR PR b A, R 41 (osteoblast, OB).
B 41 i (osteoclast, OC) ;2 ONFH i B @ AMZ K H 1)
KEERZM, IR I 4. OB RIOC!
fER A O 5 &Rk 2 8 B AH ¢ . HIRE/EONFH
FINEEREEER, HAWSETAERR?,
SN AP SIT N Sl UES 3 AL NE I R A =
f2. OBMOCH T2, #ETFEONFH & LK
Jeo N T U —KR, BHENAWNSHHHAN
T AW LRSS E AR REITZRR,
DL A 7 76 ONFHAE (2 10 46 4 AHT 1) L%

1 BB RIS SRR ARET

L1 HEMRE KRR

W2 M I =k BRIP4 SR FE (steroid-induced
osteonecrosis of the femoral head, SONFH) & H T
S R B s 2 TR B2 SRR (glucocorticoid, GC)
SE B Sk SR BRI B . H IR,
SONFHE FH H s AN H/NREHEEANY), THEE
AR, R, SONFHIRSE X A7/ 4l
MO TR . B sicie & BRI — I RAEAE )
BN IR B SESE, KRR GCH@
LR IERETE FOB. OC KB AT, H4M
TR GFIEAFE RPN, FAh, AWEAEGC
SR ™ OB T A2 T-AEH, GC

TR FOCHMEM Y. Z8 ERTA, GCHRIK ] K
B SRR RERRG, 755 H Y
TS, SomdE W, HESISONFHI A & .
1.2 ERMRE KR

WAT R AR, S b 3 2t FSE
ONFHRAEMEEBRE KL —, 20%~45%
ONFH & R i B 5 80 B2 o S P I B 3k R 2
(alcohol-induced osteonecrosis of the femoral head,
AONFH); & 34 [F B B 1) 2 3 DA ), 28040 MU
JS.7E AONFH A i AL b o 5 5 B A, 4k A
FEROSHHE ZRYE, 1 8 IROSE 5 F AL R
N, SO ZRL AR B 1, 5] AR A T e RS
fRAF A R ORI, Bl T, FIF R
B, REWREAN SRS E N, #070B
OCHEME, HMHIE MR, FE 4% AR, &
T BB RR 2 &b ik . fEAONFHEH, 54
YUY i UE T e A AER . BRAK S U0 A R I
AONFH & RFE X B /N GEE SN, &N
B W B, U EEARE TR . Sk
B H9E ST, AONFH S £k KA 7 4 s 1 %
BRI BHEPIFORI, AWEEAONFH 15 &
IR OR P AR R M. a2 U, AONFH
TR AL ) PR R KRR 1R A AR
WO RL, SRR RN, 5 250 B 4
OBAOCH T, i H W& r] Be A A1 11 ih AONFH.
1.3 AR B SKIRTE

45 1 B Sk PR FE (trauma-induced osteonecrosis
of the femoral head, TONFH)— % & 1 I & 25 41 5
OB E SR M, B AR T T RO
AT Q0T HUAMRE 7 R 2 S LN i R 2
LA PR AR B o, 102 I TmPTPIT IS 3
(R, HL T T8ORE 52 52 R 7 4 i O T B ) B S T
=M BRI, KR TONFHAELA (1B /N
L N R R R g SRR TS NP T
TONFH iy SEAFAEE AU T I G EAS R
&, S E AR N SR SRR IR X
BB SUE T SR, RE IR ALK, BITE
RER AR, MIBECE KB /NG & EHE B2
BT I R AEARAY, 2 G R I 4 B /N e ol
BT, BREKAADIRERRT, EREARET, &
K FEUE KIRFEY . peAh, WoE A vEH R TE
A, RYOBAZA A T sem ™. Fitk, &
S 53 S A A B A T TR A 2R A B W AR T T R A
et B B R T B
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1.4 $5EMERELIAE

W R ML Sk R BB (idiopathic osteonecrosis of
the femoral head, IONFH) & f& A B Ji ] 17 4E G145
Py MR MBS EOR™ . G NIONFHE &
HE BN, A7 R PIONFHI KA K B S
JiE AR 2 EL R B AR IR, I 2 A1 R ) 435 A
I3RS 5 SRR, RS IE RS T 4 0 T
HAFHIEEHB T Wik, JeFRARHE
o SR B E L, LRARDIRERERS, K
BHHRMBPIT: . AR, IONFHAE/E & 41/
PHT0, HAh, B AT RS OCHT 14 71k S F B ik
Weh ae™, wT LR OB L Al 4L, & b A
&, TONFHAJREALE 2 — Al fe st H T 55 A & L
SRR BB AR M T e, 1 H A
EH AT R R AR . 22, HATEkANE
P UE S HOCR 1) % %

2 BREIMREHAEXES

2.1 BelR2EBFIE

Bel-28 AR T & RRSME F, Higtts
LR AR SN T AT B TR B
FIBcl-22 H K i HH A Bel-2. Bax. Bak. Bad%$%K
F o Bel-2[(2 1A 1] DAIE K& 40 M A7 3& B IR R], 34
HaRm R R Bax . Bak. BadZ:HHfi% L0k
A Th fie [ S R 20 0 £ 2R CRR T, T S04l i A 1 0,
fAi T 5 2, Bel-22E PR FRIAHPHI MM T, MBax.
Bak. BadZEPRIFRIE(EREAMI T BFFRI, @it
P LR R AR IS A P T, B 5EBel-23KRIE, PR
Bax & iAXF SONFHA (& Z1E A, Bel-2lAXK
IR Z 5SS S B E T, 54, Ren
SO BN M A 1) 78 5T 4 T B S b R Bel-
2/Bax f{] U AE AT 2 25 FRAR SR AL IS AN 275 T 10
BT 28 ERrR, ZRiRIsRE S0 4
JHT-{EONFHR W & #EE EEZEM, HBcl-25EH
FIRREPER T TUEMN . BT AELRsh ek
AN ) S 56 46 1E 77 A B Bel-2 M Bax 45 H il REA — 5,
AT LLBcl-2/Bax [f) HLAR A Ge bt SR R R /N &%
CINIER
22 B ERC

A C (cytochrome ¢, Cyt C)1EF 1 X
AFAE T 20044 I (8] [ (intermembrane space, IMS),
Y032 BRI, Cyt Coariliid ARk 15 IMS
PRI N B2 AT 5 g i g T2, BRIz
Bel-2. Baxiff#z™, Cyt CZ5HE4IFAT ATt S

HHSONFH I R FE A 61 K AGCE S
HCyt CRAZ LR fiE, it T OB T,
F4h, WuSEU R BILE ) L AT R E I 1 T 2Rk A
PR, BECyt CRIFEFOCH T, #A)ifii, Cyt
C 2 DR 3 38 R 25 /F T 40 B 2 R A4 T R T, R 1
OB. OCH## T2 M 1] GEXTONFH 1) 5 H33f e 7= A=
AR
2.3 CHATCEBEFELETF

T ARG LR F1 (apoptotic protease
activating factor-1, Apaf-1)F 2 5L R AF 171815
PIE S5 S, #iCyt CHUE &I — DiEtb = IR
KA AR & A B X i (cysteinyl aspartate specific
proteinase, Caspase), M2 s =", Chen
UYL, F LR AENE S Cyt C. Caspase-3.
Baxfll Apaf-1fEmRNAM & [ 7K ERERIE, #
TEARRMRRME R T, TR R OC K ¥4 1) &
WS /E ] . Liu 257 % 8, MLN2238{EfH)5, Bax/
Bel-2. Apaf-1 & A2 T8 F AR RIA % B,
AR ARSI E T, RARA AT, 2
Ui, SRR ER R A 2R AR K AR D e, Cyt
CREMNMEZE, Apaf-18880E, mAHT T HHR
AT, FMTONFHERE .
2.4 Caspase

Caspase & 20 A T2 IIRZ O e U R4 =2
BREE, ZORi iR BRSO, kiR T RE
EhS, SEUETE SRR Caspaseififh, &
ZHOHEA R TV, Caspase-94& R R T 45
Cyt CTFINEZEMEH LM, 5 THRETHE
2", T Caspase-3 /& 4 ML I8 12 % 145 1 LR R i
P, A P TR R OB B AN B A
ST 77 GCi Scaspase-37- 5, OB
T J& SONFH ) 5 B2 R 5 JE IR P00, B2 G J R IR
SPH R T H Hl ¥ Caspase = 22 3 AT LU s - 41 i
AT, fEAONFHE) K o HL i S & & 22 14
Mo g, Hhezgy kil id i 5 Caspase-3 K A 2
BOCT T, 22 LR, CaspasefE K& 1E i@
LR IER TS R E4H . OBFIOCT TS, A1
$% Caspase ) R 1A 7] GEXTONFHE) K FIE EEH
AR
2.5 PTENESHEs170Parkin

PTENi% 51 (PTEN-induced kinase 1,
PINK 1) & bR #E 7] 7241, Fo vV AR SR fd o1
SENL. IEHZAET, 20 PINK KPR AR HoAfE LA
perw iz, HRAE—E N, PINKIEZ L
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PRAMEAR BT Al Bk ™. Parkingg —FHE37Z %
BN, IERRES T THHRE, LRk )E
LBRE™ . PINKIAE Ay Parkinfy L3401, AL
Z 5 Parkin, 1y H & AE N ZRL A 5 R o<
SEE A R S [ o 5 4 R A I T &S R Th Rt
Zhang%5:® | iBMSCs 1 Parkin 5 K I, 32452 ki
PRLEGHAE R RARR A, A RARTIBMSCsI T (1%
o YangSE ISR I, SEAA YT AT AR TR R
Ji 9 B 25 R AR AR 51 RS T PINK 1 A Parkin 22 AR
AR T REREAT, IR OB . S AW FIK
B, OPGHI LA FIHOCE KL {APINK 1 HlParkin )
Fak TR SR pA Y 25 BT, PINKI1A!
Parkin f) 2 1 0] 45 457 2 R4 0 A 25 P08 775 40 3 12
HABEEEM, MEH R RN B G ONFHA 20 .
2.6 HiHEXEHS

B LR A A5 1 B 28 F-iB 1B 25 1 (voltage-dependent
anion-selective channel protein 1, VDAC1). ZEkifk
Al A& 12 (mitofusin 2, Mfn2)F1ZE A4 40 s L A7 g
20 (translocase of outer mitochondrial membrane 20,
TOMM20) /2 & Parkin Nl EEY), 7] AL i
W DA 52 A 2R AR A e, A2 2 47 11 3 Rl A
Thie b E A,
2.6.1 VDACI

VDACTHE T FT i B AL ALV SR A SR B L
RmPTPI L EY 2 —, H=FITAHHFVDACI ¥
FFRIE AR VDACT S {2 T RIFE T2 & A A
oy TELRRLAR A T 20 AR T Hp R PG P
RosenbergZ: "Y1 7T TSPORC /4 2 I R05-4864 %} {4 4k
BRI NOBYER], KILVDACI (1% AN Rkl
I, L7 LE 40 T R P 3 a9 ks 4 JEE r
BLRATE, AR KR AR . b, Parkin g 5 7T
PAXSVDACTBEATZ RALARID, (ERERiik B,
B fif SZ AR 2 R AR Y [T S 2, ONFHER 1
VDACUKF 5 IEH ANAF, HiX A3t mr PR M
H R I R AR SZ AR L o
2.6.2 Mifn2

Mfn2 52 8 AL T2 kLA A IR s i e g, 32 %
DhRE R LKL S, 88 LR MRS
TRY LRI A R AT A T dAh, Mfn2 5
Bel- 28 A X RAAAEM BEAE M . BEFT RN, M2
B HBel-231k 2 IEAHOE, HBax3Rik B k™,
B DR SO, RREOAEE R A A T4
M2 IE BT, BeE o AERE ) T . AWK
L, MEEEFREHEMM2EIE, BNCyt CEAM

G M5 B LRk B s, R BRI 5] 2 FIBMSCs
THEERERE . Jung S SUR I, H0HHE AL
M2 RIER, OCHILZ H| |, MAOCIE M
WAL, Gao 'R BIMM2IE T A 5 248 ki 7k 5%
o, N4 IEH A A 20 40T I MR A, R
B AR ThAE. Kk, % TMMm2X%BMSCs.
OB. OCHI'E A, & HENMMm25O0NFH
Z A TMFAERE R
2.6.3 TOMM20

TOMM20J& TRk 1, HRIAHEY
Wbk TheE, JFH S 54 Tlt. =4
SNV I, S IR i 1 T 40 B RS A /5 ONFH &8 5 AT
THAYT 2% R4, 33X T 451 1% 38 M THT S GIE 28 28 IfiL iz
XTONFHIUS () B E P . F W2 i I 21 )i (haema-
topoietic stem cells, HSCs) 347K i B F& 58 B Al IE
AT SN, B R R EHSCs B W )5
TOMM20 & Z /b, F2WHSCs1E % 73 4L Fil 1L is &
2 GREBUR I, KA IE B B T
BEULGAR, PR3E A Cyt CHIS R N, ik
() B BeA I G0/, TOMM20/DRP1 3L 58 7 B 43 %1
RERG, E— e PR AR T RE IR S .

i LRTR, N — 2R E EFTVDACI.
M2 FITOMM205K 1%, ] fg X e g 2 6 4k 45 14 A
ThEg LK I A ONFH B 4L 24 i i 17 BB 75 3
3 iTig

ONFH 1) R ML 22 4 i A WA, L3 ] 9 22
MU AR B 2 AR M AT BT o 751 4 2k 1l 5
W, fAEEME T, HOX R IR TS kA T
REAHOG. M. WK BTSSR ENAFERE L
M 28 e A 5308 35 A AR 28 0 1 55 ) e R e M s ol 2
BLAR T RERAT, RO LRI E W, i R AN
OBFIOCYHT:, A FHONFHKAEMEE. H
&, IONFH5Zehifk T aeRafig 2 ] (1) 5 2 Bk R I T
AR HAE M, XA fE & TONFHF K A~ B A1 5]
HOAFT R IR i

FEONFHR A % g, T 5 [ 6K IEA
AERIER . dIFE TS AR AR AR S
(W E ZEHLE], @ kAR IR A T TTOB. OCHIH 4l
FRFIIETE . A AT g U0 Wang 2P R LI
A TAL FE A 220 R B R PINK 1 f1Parkinff)
RIE R FER PR R, [FII E i oos 2h f ig
MRS B2 IR A RARCyt CRE, A T 41 1) 4 i
FTES, BRAIEBMSCsHM G KERE,
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HIB T HERE. MenkZE"V R DS MR AT H T
M B R DIRE, JFSEGERE T EIRE TR S
MET: 5 AR ERERR. RIS, ERBHE
FERT, MBRELRAAZEH IR, HWE5)
DL RS2 AR 2R RifA, RIS R M T, A YEdy
S M I T RE o

IEFEOLN, OBFOCHEAEH], 4eRra it
H5EWRMzhA-F, g Eg. [, E¥E
0B MR USOR B TR BT S, 4 B i
FRACUH I = 2. — L 52 RARTIREAH S &R B
FEONFH R i Rk 5B HEAEH . KIFZFIGC. A
Ko FAdRNER =, B A AT IS A
YRR IR - Bel-2 2 1 SRS, A 4%
Cyt CINIMSEREI4Hu)5T, {21 Apaf-15Caspase-9
gh4, FHCyt C-Apaf-1-Caspase-9, ¥i51k[]Caspase-9

Yk 22 H0E Caspase-3, Jo Bl Caspase k[ B, B 2%
EAEAMFE T 55— J71H, PINK1SE Lk iR 4 i
2R, FSParkin R A A1, PINK1Z A6 EL
IR AL & iParkin, 3 FLParkin [ 5 % 28 b i %
M &EAFTZ R ML, BFEVDACI. M2l
TOMM20%%, 4k i vz - ARG IR 2 B AE
YEFFLE R TE S FITh AR (B

SR, AR —ANEIRE . AW P &
4t, HUAZHMALIE — DRI, ARe LR
DR 25 2% ] S 0 I 200 P o T sl B W A T T OIR S, 75
B, &AW 5. #lin, ToscanoZE!""VE I
SR Bel-2/Bax FUAE G I, H BSURLIR 28 T A 22 i
JR 20 i 2 7R T R ) Caspase-3R 18 . B 4ifiii. OB
FOCTE V& TE IR B AT HHIE A2 & 5 b 72 o #0 K 4 5 22
TER . TERKRR KRS T, MRLhiiar

AER. B, BFRHMRRER

VDACT\ U

*Cyt C: UM 3RC; Apaf-1: WT-HEAMIHLET1; Bel-2: B#E4IMM-22 K Bax: Bk E40uF-24HxXEH; Bad:
bel-X /bel-2M KFE T JE 8 F [ YEY); Caspase-3: FMEAMR KL HRE AMF-3; Caspase-9: FMAMR KL AR E AM-9;
PTENI1: PTEN; SMF1; Parkin: E392 Z3E4EHF; VDAC 1. W RAKMIER B F@iEE S, Mn2: LRidmpsEE2;

TOMM?20: ZRHi A A i 4% o7 B 20

Bl ZeriiftEXERIRR
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AW E A EERIR, kAR, B3 E
WE, HARAMRMET .. RERIWAET DR, &
B, THEENEZ, WEBRHINIER TRE kK
AR E T, A FEONFH KL, [F
B I8 52 e OBFNOCHH T2 52 i ONFH i 51 4

AR ONFHEZ AR AH 5 4H M 7 1 S H Wk (1) gk
ITERIAR, DU N AR 8 B A 2R N Bpi Ak fie 1 A Rt
YTONFH R A KRR H It T, WimE
2, LKRARThEERERS 5ONFH R A& K EH %% BE
%, Py T kiR H SR, tbrh
LR R A AT, TEA . (HIEL B
T B — IR e 9286 06 30F, P45 40
MO T2 R 4 R R P .
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