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Abstract; Osteoporosis (OP) is a kind of metabolic disease characterized by bone mass loss, fragility of the bone and increase of
bone fracture risk, which is associated with genetic and environmental factors. Osteoporosis has become one of the common diseases
affecting the living quality of the elderly for its diverse pathogenesis and complicated molecular mechanism. Advanced oxidation
protein products, a kind of novel marker of oxidative stress, play an important role in aging process and age-related diseases by
increasing the release of reactive oxygen and promoting the generation of inflammatory cytokines. In this paper, we are going to
review the effects and mechanisms of advanced oxidation protein products on the primary cells during bone formation and osteoclasts
and the research progress of new antioxidants for osteoporosis.
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TG, 55 3 A B 2 U0 R OGB4 o 5 1 2 B MEAR IR
BR. OP AR R MG KPR 6TE XN
H2 5 OP EAF1E OP F4F &t OP =3, OP K
BEHURILER BT A R PR, RBEK
M, B ElE AL E 8 7= ¥ (advanced oxidation
protein products, AOPPs)fEh—FM IR BEFE R MR
RET IR, E B IR B 40 P P TR 4 R, R LA e A
% B F (tumor necrosis factor, TNF) Y EH KB R
P AR B, 1R & B A R SR AE IR
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AOPPs A L3 & & % {5 5 38 B% W75 B0 & 41
(osteoclasts, OC) L K 9 #l 5 & 40 M ( osteoblasts,
OB) 1B & 6] & &t T 41 Y ( bone mesenchymal stem
cells, BMSCs) {38 58 #1434k )L , T FT8E T OB &
F s OC B Wz [ i) P45, A T OP M EE f&
BEE. HNFL%E AR T RGN ak
oL BRI Y 25 1ok BT OP, X SE R M BT LR
Xt OP Biia#ri& 2 A &AM IR E L.

1 SUNH.AOPPs 71 OP ZHH X &

SN B EBILAS AR AR AR ERNHKE
&, SIS XY K (reactive oxygen species,
ROS) 7EAR &M —FOIRZS . ROS PEIRTE & , &)
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S IHEE Y, 8 T2 A R o B R W R R B A
HEEEMNERET . K> FEHYRINEAR .
& \DNA/RNA % 5 2 E AL K IE % 8
GamIheg, K EO R R AR M FEFEME,
B iE FE AW ROS LR B H R/ B ER
1 DNA JE L F BB E WD L. EFEL
T, @R ETREH L BOTEMEE, K Ek
MEMRETOMRELD (FIMEER)RE S ROS
i, EUBEATYKEAE, KA BBHEALE
B . AOPPs £ Jg 3 it R % 5E 8 B AR B/
B, R0 E R NR N FHREOBRGRTER.

B 30 8 1L 2% ™= ¥ Z 1K (receptor for advanced
glacation end products, RAGE) BE—F 4 T8 X
3500 AR ER R TREREHBRELE
K& HE R @ AGEs HER/BRKFKEE 1
HH.S100/5REA K B M HKUKILEEREK
BLif) AOPPs®', AOPPs 5 RAGE %454 J5 @ i3 M i
240 J0 P ) O O P R TS R MR R E L B RB AR
TG PE4E ROS A L3N, Xt & AOPPs RIERZEY)
EHMEESERGRE . Fit, AOPPs A{UZE
BB R, KA SHE ROSKE, S 5AKEH
HERRORE KR,

OP PN 3 2 S (N K — M B K F T REAN
FEREK(FEEREME) B8 B 1L
KFEAB, HESBOP AN K E R RH.
I PR R PR R B REAR S LR M AL K, A
B R B, AL R BRT LA R A 5 5% 0 BB 4 B
B4k 40 & MC3T3-El =4 K& # AOPPs, H
AOPPs B8 18 1f B35 15 M S K 1 4% % % B F-«B
(nuclear transcription factor-kappaB, NF-«xB) i 12 3k
M B R R sh s A e B,
AOPPs o] BEFE E LRI B A F 1) OP AR E B H K
HETHRAEENEM.

2 AOPPs HMBEEREEHARE OC 1IN
BAERHLE

2.1 AOPPs %f BMSCs F1 OB 4 %8 5 404k 9 52 i J2
YE B

BMSCs & 4r 46 8 bn i W A B0 B R B
(alkaline phosphatase, ALP) ,BF R A (OHE 1A
IR, ALP, H 85 & DL B B E H mRNA #1R58)
ARG THIE . Hh ALP f93E A T BB IR
mRNA FI X KRR BHREEE RMmEER ",
2013 4F ,Sun N 2 )@ 3 52 R IERH AOPPs %t BMSCs

ALP 5 H LUK ALP Fl 1 BB JF & H mRNA KA 2
FR B o [ AR P 40 1, 3 XoF 4% 4k 465 45 T Bt A A
fEM 275 AOPPs B2 45 40 4 K Bl BMSCs BB 7ML,
I H AL B4 I K Bl BMSCs 38478 , BALP J2 Ifi & 8. 1
BB AREL TR Z —, il OB 47, Bk R & B I A
HHBREFIR &, TracpSh 2 — R &5 M 4R 5F 1 & Bk M
EHYE, 3 %d OC 5, B A R & B
ERET LR ER. B2k % " KB AOPPs £
B B BRI i 22 BALP ¥ 5 i) [F] Y 8 & F & TracpShb
W, UHASNEYE AOPPs Xt 4F K BB 1Ll %k
JOE 2 40 W B LAY R B R S R W, H T A,
AOPPs £ 2 £3f i ¥ il OB 1 BMSCs H 358 1 53
kAR OP MK KRR

TEAE L% )51, AOPPs BB B S M EE
# RAGE 454 5] & ROS # £, ROS Ay 4 it £
Xt BMSCs 1 OB #3858 F1 53 {40 ) VE AL 2 &
BRMOEBGERIME 3EBEQNE B
( phosphatidylinositol 3-kinase/protein ki-nase B,
PI3K/AKT) 41 M 5ME S 183 & B8 (extracellular
signal-regulated kinase 1/2 ,ERK1/2) LA}k WNT {5
R SHSRERE,

ERK {55 HE B8 /8 T p38 £ M IFIE L E B M A
( mitogen-activated protein kinase, MAPK) X %, 5
BMSCs 1 OB #3858 . /- UL R BUB S BEA X, 1E
FALR WA T, ERK1/2 AT LL7E ROS B 31 % F 8%
Rk, K551 FRMRNFES BMSCs T, 7
B B, — iR BB R AL, B8 98 i 3 4 B R
A8 -3 WIS B E A G h ROS-ERK 15 538 %
i BMSCs =" . BT A BT, KB B
R 7 40 AT OB A7 3L 35 37 5, A & B A il 5
Fe B /T LA OB My s L MINBEFFER HE T,
HIFZNHZSEAMIET ROS AR, #— P B
% ERK/P38 f5 SBHA X . SZMR, AR
B HL A AL 2~ B2l 5E i ERK i 242 & BMSCs
K5 fE 1 % BMSCs [a) BB 4044k, HLI A
ERK #¢F P47 PDI8059 J5 , Hi EALT 84 A B3
B, HH TR, AR SRS T LERK 5
538 B X BMSCs 1 OB #3458 5 43 L i 3 1 2
BRI,

HERBEEAS Y, WNT RERKERE KA
A9 MERARTHTBEFESS T, BENRETHE
ZHIMMAT R AR s R R
ALFTRE ., £ WNT/B-catenin i B 7E{E # BMSCs
SE 8] 4046 % OB Hy [a] B & AT 0P B % OB & fk F
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HEEERER, BEREN B-catenin FABNE
T 4R H F (T-cell factor, TCF) /3 & 158 A +
(lymphoid enhancing factor, LEF) % R H T4 &8
B OB Hbir K RUNX2 %ik, 5 & AT iA#E
OB MifrRMEREE M ALP  BEEA  BHER K
REFEEARENS KA, € OB RA" , HRE
B , 2 # WNT/B-catenin i }& £ BMSCs % [ 44k #
MREER, FERESMH S ALY BIEEEY
B 3G % /& v ( peroxisome proliferators-activated
receptors gama, PPARy) Y % iA & FH [ BMSCs [q] fig
5 400 LR B A AL . T 24 4 P A B K
VRS AT, i £ B ROS — J7 T M I FoxO ¥ % A
PPARy ik, M %l T WNT/B-catenin & i & TCF/
LEF W56 % 50— r W HI 55 AKT B 3& 4, AT R
f& OB A "™ ™, 2012 4, Li, G %" @it LBW
223 RAGE REfE M/ Bl OB A {4 40 g & (MC3T3-
E1) {358 3% 8 RAGE X MC3T3-E 1 syl fE
i@ WNT, P3K DA & ERK 5 5 B ok LB
B2, %M WNT/B-catenin BEERIBEPHEERE
V¥ &, AOPPs Tl BE i i 8 FoxO MR ik, {2 #
PPAR~y i) 4 B 3F 0 ] WNT/B-catenin & }% 3k &
BMSCs 1 OB K Ih8E
2.2 AOPPs Xt OC #y52m R /E AHLE

OCREMAMKENEZHZEMNR, Eill TH
B A= B BEL B 400 B UG B A B TR i B L s TR AL
BN, XM ETER N CENETARE
BHEF-EMERRMNEEEEFMERTF «B 214k
14k B F BL 4K ( receptor activator for nuclear factor-
kappaB ligand, RANKL)'"' | H v RANKL £ fif 55
WIEHEF B, FET OB, MU E T AT,
HZEEEHRFAET OC UK OC MRk ERRE, %
RETMEEEEHRBEE OC HHES 0C WA
B, AOPPs 3t OC Mife st L EW RB A %
G5 #M NF-«B B HF E2 2+ 2 (nuclear
factor-erythroid 2-related factor 2, Nrf2 )/ Kelch # ¥
BEFEMAELEH 1 (kelch-like ECH-associated
protein 1, Keapl) %, -

YE5 AOPPs () Z{k,RAGE 7E R A EE 5 i) & B
B W40 M E e 4 R A 3R, 9F B2 OC o fe
NP HEZMEAKERS LR, SRIEH
RAGE 3 K R 5% 1 /) UH: & &8 F1 8 3% BE S, i &
WOREE T o HR A 6 fF FPL AR T B8 55 RAGE
FENESRFESERAX" . BARE—M4E
METHMS FHEROEED,OCREREINE

A% B, £ OC KERIFREBER" . 5
R, ELHE 0B, EOC BERREBBBMLEES
PR E BRI 2 D R E A2 R AU R 1 R PR IR
Sre RIEHFWHEEA P3O HEFEXEE . &
REEF AW (OC MR M 5 0) 6 8 7™ 4 Rk
P, B e, BT LA H AOPPs T 8 8 i
AOPPs-RAGE-#4 % avp, (55 @M ERE W OC K
Tk

N2 B—FE AT FHURGERHE T, B
AR THRAT ZHREAERNRE, 4K
P AOPPs i % 55 40 i % 1 /9 RAGE %5 & i fff ROS
#E L at, Nef2, 45 S 2 %0 40 e 07 4 B ( Lb 20 1 41 %
%8 .NADPH X [ B ) M R RERH T, HREK
PHSTH, SIFEN OC M aam™ ., XA
FE R EE R Keapl IS5 T MY, Keapl
E—Fp E3 I RERME, TR N2 Wiz Bl
BOREMMBME N EERT . Keapl B
BHIE Nef2 B {7 i A 40 B 2% M T 4 5 ROS 1 K
R, T N2 40T B o 40 B AL RO
MRERFATARAEAEFTRES, ATTIHE T H
RANKL /-5 OC 4346,

3 RITERRMENFERELEY

RIEMIR AR, A R g% B & R E T
BOKSF, T PR 40 M T AR A0 0 T BLAR B el EE R AR
TR ARB G, REKIHSBEARESH
Nf2 F S BHRAEX™, FEAZ+TH=ZR
( epoxyeicosatrienoic acids, EETs) & 4 ffl 5 £ P450
HEfem A MmO B =Y, LRIEY
EETs 881 B 2 W 55 & Wl 3 B g% M OC mE
BMAEYE T #8 5 EETs # il RANKL #5 % /) NF-«B
BOBCTE HETIRE Ik ROS B =2 6, SR 245
SENBTE R AN LR B-F EIRRREZA,
# 7 RANKL BRI RBRFTERE., o-BF
PR B W E o 4 B A A A Rk B B-E b
BERGSNFHEIRK, pEZAHIBARNE L
MR E BB OC iy ROS #mJF 8 OC AR ER
NFATe, U AR AR R HAELE K 8
FiE,Mo-MFERENHFRNELREERHXLE
EENWERE™, BAGHRREN XK.
ZXHA-TC(HERE FRABEES _HEAEESRHN
— R RGUE AR e 1R B AL, T B R
W, BAEDLRIE T E# - K. BAL EH ROS
BT AL B 98 B0 B T AL AE B9 AE R L (B BB 78



FEERGREE

2016 7 A 22 %% 7  Chin ] Osteoporos, July 2016,Vol 22, No.7 937

MR ROS AT HAE AT, Akt Ak
MERESE, SR T EHLUM O RMBAN L
ARMFWE, FUEALAEARNREERE MG E
R A I B A B T R A R R T

4 &iE

SR EERANEEEN, B AN
KR A S B 7 AOPPs K #4704 M, H B
AOPPs /K5 8 Ji 8 35 8] 77 42 % U1 9 A 0 4, R
1A P AT REE 1 10 B B R, 0 R RE R F B AR
FEEH, MT &M OB A1 OC W4k 5 T 8™,
ROS A= i3 fin , — 7 T & i3 30 i WNT/B-catenin &
M TCF/LEF f% % (Bl 5 AKT 1 ERK B3E 4,
&% OB B9 AL B #E /1 LA & BMSCs & 3 58 #1246
B —FEBALEREESE o, 558 B NF-
kB A& T N2 8 3 W 7, R 3 OC 4 4L Fl A
Ro BMAMERITH T EBEMEHEKZ K4,
SHTERGMENLZEMBE. BARELEH
LR BT A R Ti5 2 5 B ROS 2y, {HiE
FERFEABEE S . HILX & T AE &
SFERNGHT S-S WRREEMEIEZ,

l 8 % x & |
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