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Abstract: The interaction between the immune and skeletal systems has drawn much atiention in recent years. As important
regulators of the immune family, interferons (IFNs) also interfere with bone formation and/or bone resorption. It has been found that
osteoporosis-related IFNs include IFN-a, IFN-B, and IFN-y. This article reviews the important role of IFNs in the development of
osteoporosis, aiming at providing a new strategy in the prevention and treatment of osteoporosis. Currently large progress has been
made in the research of the relationship between IFNs and osteoporosis. In clinical trials, the efficacy of IFNs is satisfied in part of
secondary osteoporosis patients. It is still a long way to make transformation from research to clinic. Lot of problems exist in the
application of IFNs. Solving the problems may help the clinical use of IFNs and improve the level of osteoporosis prevention and
treatment.
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IFN-o IFN-B A % IFN-y, 1Y, F %t IFN-a . IFN-B B4 &
IFN-y Xf & B B A B mafE — 453 .

1 FREMSERER

IFN B FHHAEMZEER SN 3 %
AR TR TRHAMNR, [ BFHRELHE IFN-o,
B.w.e.k.8. 7. ZF,HF IFN-a.B.w.e.k BHEAL
BHER,HEREBERZAN IFN-o B BB H
XIER, I HERTEHBN A, M IFN- ¢ IFN-
IFN- o ST EZHIEHIH Bt/ R AR E5IB
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#, IHTFHE, BREEFK IFN- v 8, &7

F 1965 EH AR, MBFHE,IFN- N K, HH

2003 EABEB KSR THRENRERRA
20% , [ Wi 5 @ 4 & 10 (1L-10) 5 ho A8 L (BT A,
IFNAL A2 A3 X 4 90 8k 4y & & 1IL-29 \IL-28A . IL-
28B) , EZFTABRAHAFFRERK P RE AL
S5EMTHREHAENARAGSHTER, T
B % R AEH B AR 6 4 F X (PAMP) FIBE KR B
ZR(PRR) G A M B P ™4, PRR HHEE R
FHEM R toll #24K (TLR) , B AT LUR A A B B
SN TERY PAMPs, 3 3015 88 4F 2+ {6 B 7 (MyD88 ) 5%
58 4F TRIF 4 S IE S E M. B/ X208 R
WEFEEEF «B(NFB) M THEATHET 3
(IRF3)ENN—FRIFEZE T I RERERHER
F i TNF-o, IL-6, IFN-y and IFN-B 335, IFN-B
ERFIBTHRZEK FMETHRREHATET 1
(IRF1) FiH A% F B ¥R KX IFN-a, XF3 T —
M RIBTFHRERMBERR, HISBTHRER
BHH (ISGs) MR B ' o TFN-y fEFI TR B2 4k
740 M R B SN, TS NK i FE v 4 b, B9
MHC ik, RECHMEHE . 5B — RN
ZHRENEARFEZER- [ #2ZE(RLR) , HG&=
AR BB B3 B i 5 3 -1 (retinoic acid induced
gene I,RIG-1) , B FKE AR EER 5(melanoma
differentiation-associated gene 5, MDAS5S ) 1 LGP2
(laboratory of genetics and physiology-2) , RIG-1 HI
Mda5 33 1 4~ DExD/H f#% fie B X 38 2 2 BE X
A BB (CARD) X, X EA BT L
RHHE RNA, 2R BRBE, ENTLER T
MESRERRIFEARR IBTHRREOFER. &
HEENRE, K ABENRA RS TLR M5 #E
RLR {5 538 B 70 32 0 ) 42 3 9 18 B0 T wF LA R ¢

MR KB IRTHRE, RIBRELAEN

HERARAMBRAEREFH IR TFREIBRE
EEEERH,BRFAETHRENENBTELRRT
TLRs {5,

2 JIFN-a

IFN-o RFRHBEREHEHRIAN I BRTHREZ—, F
BEhR AR R W, BRTRIALE 14 4
HEMB T IFN-o KIEH SRR K 12 F IFN-o &
H. IFN-a 2K LN AN ZHTHE, BHd
BHTEEZRFR REEBE ASKRE K. &
BEE 4R B A REERRNBRIT. ERITX

o i35 B4 R , R /DB 5T AT 5] B e 0 B TR i AL T A
55, BRI T —HRAENENER. Gur ZU KB
RAEHBEREZRFRAILE, EATRERT
FF4R4E IS, R B 8 )L 2 A9 B B % B (BMD)
BRI RB ST, Hofmann S WK HLRBTS
Gur FIRLEGSS 8,8 it 3t 30 BB ¥ PG B 4T N
B 48 AHZ B IFN-a B9I97, RABITRHAE
EHASSEEHE EFA. RTIUREREFR
HEME FRHA, DA XCEIEY IFN-o REEE B
Mo A ERKHABEEEBETIENERR
AU MK AR R — R LR, LB R
JEBRRE KL BREMERKNERARREEE
ML, B3t 75% BB K AL i B A MK
B BBRL, 0B B ALt 7T HE R 1R 25 A0 K 40 38 &5 S
BEM I KIE, BITH IFN-o 350300 K 40 ¥
LSRR B REH KBS R h Laroche %1% 52 1§,
B, TR X R 8 ZHEA B REIAL i AL K 40 I 3% £ 5
BE 2532 FFH IFN-a BE S &R B 8135
e, BEBHATEHEFEEMMT 12.6% +5.6% ,
BYEFEEHMT 1.9% £3% ., IFN-o MBEE
MB Bk RIEE RN ILE S A2, NEEE
INHEA RIS

3 IFN-B

IFN-B RE—MEENIBTHER, FTELH
RAEAE. FEAR ENARSEREER .2
RUIHREZRMER( Poly IC) FTHREELYE
R THRawn—MEEL, 8 TIREBMERKK
FEFERATEZAUEBEAENBRIIT, BN
Takayanagi %" X 3 IFN-p A BHHABRFREE
BEEMUE , Bk EZ M AT HRBIR IFN-g & F
wHRERYLE . HETAN,IFN-B B =B
REmENEETE,

3.1 c-fos M FHEMR

BE AR EE R AN REF(APL)#EFH
A jun(c-jun,junB . junD) 5 Fos(Fra-1,Fra-2,c-fos,
fosB ) 2% 1 J Bt 4L R, fry 1B ¥ ok 5 0 — B A 2R SR BL0E
£, T c-fos & Fos RIEHWEERR . BB LK
BEKBEEARR IR KFHOZET «B Z&KEL
¥ (RANK), RANK # BB F «B Z&IEHEF
FC & (RANKL) 3 1% /5 3 o — 2 5] 8% BR 4k S B 42 it
c-fos {9774 , T c-fos ZEWE B M LIER RS X
BOFAEER. ARARIERRZ c-fos /N H B
BAALHEAMRI, T H cfos EHEFHMEMLTFE
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19 16 L B 8 AP1 % i 3L 4t R R BT AR &1,
EREHRERNEED, c-fos ERHERTEL T H
M F (NFATel ) 3 5 H B R/ AR B 241 88
HE, ATz —RI = AR E AR FAN S
B!, Takayanagi % % 3 IFN-B fE & P& 3R P X
FEERGEBT c-fos BMIE'", c-fos 2 KK WIF
af LA k8 IFN-g ZER & 40 i P 49 22 3% , W IFN-B 3%
L5 R R MH c-fos BTG, BB EF MM 4 F
W MR T LIIES IFN-B R & AR iE &+
FrRAMEEARY 1 BTREZEERER
MR,ATUBIHENENIRBRULBEREIN
R, ANEEEEEH B ARBE MM ER, F
HEd , IFN-B kG /DR R L ¥ BB R &
B, IFN-B FEX M BRPES LEPEISBENLEE 3 ¥
M(PBK)ERAANSAEREER, 44, K+
BFEMEBRIIRLE Jak-Stat BB, BB K>
AR HEAFEES TR ERNBEREF 3
(ISCR)EAHKEY  XEAKBEESHFHE
FWIEHEF 1(STATL) STAT2 I R TR ERW W H
F9(RM), MNRWEBEWEBARE LS
STATI i& & IRFO, ¥R IL i) Bk = 3 8 B 40 M 24k 9
s, XEHB IFNg X FHBFHARMOWMHESH
ISGF3 £+ 3., #iLE ¥ CXCL11 & —Fwf LI
HIB B RS E T, AT RER IFN-B 1 il
BEHRMEET RS T, B NE IFN-B FAEFHR
TrysMRR P, LB T LY, IFN-B 3
St E F CXCLI K3 7 2 B ISGF3 M A F
kB(NF-xB) ¥ F R F #1519, M CXCL11 7] §& IFN-
B MHl c-fos WBEEM PR =Y, X—HEAFT
H—HHRRIENA,
3.2 —E4LE(NO)ESH RANKL B

RANKL ¥ F IFN-B WERI IR 5B R B —&
LR AB(NOS) X", WBPMATURE—K
LR A BE I BB NO, T NO 52 ik Sk # i 3¢ & 4t U B
BAERE" . DR EBAMER RAW264.7 1
NRMREF MM+, RANKL DR B M 5 R b
8 iNOS mRNA %k ,iNOS B H M FE X M K& NO,
MR, 7E INOS KA BhPA I B B840 i ,RANKL £ 7
NOWMEBRZIMH, FBOURBWBEEFHRK
B, A NF-«B # i 7 7] LA ¥k 2> iNOS #) %
S, IFN-B 7E RANKL J % & ik 6915 50 T 7T LA
B iINOS [y &Kk, X E B IFN-B 7] BE7E RANKL H|#
iNOS =4 NO {2 i B 40 pu s i B o, B2 —
ANRBEH PRI ZEM,

3.3 4-1BB E{k(4-1BBL) fr BRI E

4-1BB %% (4-1BB) 5 4-1BB ik M E 4 &
NiEs —F#ER NG S E5FEFHEMNER. 5
RANKL #i[f] ,4-1BB 2k th & TNF FEH K — R,
AT T M. B ARG 40 85 8 40 i ; o B R
WEYM, AR B ALK& B w4 AT DA%
ik 4-1BBL,, 4-1BB ¥ 7% i {5 S i B 5 9 55 5 R
FREMALEF 2(TRAF2) iR, EELEH 4-
IBB(4-1BB-Fe) W I i W A MR B R &
(TRAP) PH4 49 £ 4% 40 L R 35 0 B R AR, T i 6 2
BB AN FRIA R R IC Y, XAE B 4-1BB-Fe 7]
005 8 A S 434, VT X e 33 % BOR W LA 4-1BBL
Pk BT %, 5 4b,4-1BB-Fc 7] ) f#f IFN-B mRNA
BB EF, Wi H RANKL f1 4-1BB-Fe #7E1E
MBS T s RANKL 2785 5L T B 5 19 IFN-
B HIKFER™ . 4-1BB J# IFN-B MHLHI 7T R
BETREAVFEF 3(IRF-3) ,[FHMWH IFN-B i
MEHEFNTES IFN-B RE, RTFRXFERA
FFH—LHRARIEE,

MWL R, RATATLUR B IFN-B FEE S
IR B A I A AL T B T R R W B 4 , R R
ARER T, B TREHXH AL R IFN- Xf
BRGIAT B Y W, Sakai £ EF AN AAR ST
B, %% 10,25(0H),D, 7 LABA & 90 i 8 5 40 KL i 43
Ak, T X 4 4 AT LA B IFN-B AR BT i 30, AT
UER 1a,25(0H),D; & i b8 IFN-B )R K KW
#il NFATc1 M 1 $0 %4 385 & 40 2 ) 2 g, Hayashida
EHBT MG HREEREN SRS,
R IE A ME A 7 TFN-B R il 5 B 40 M B A Al
i Seeliger 2™ i FAEHEAT T AL LK, X T M
BRAMBEALSBEHERUNBETARER
100mg/ml ff) IFN-B J5 , FoHi 6 1 R PR 1 % AR NG 05 1
BA 53 A, UF B TFN-B AT DA o B 4 A A AR, B It
Z M1 & B IFN-B Xf F BB 41 M I AL FE BB 0 W3R
HHBREEEU BT AR TH RNA REXH LY
W, IFN-B W] B F & K ¥4k (MS) B8 97, Hxt F
HETMSHBRABNERERR BETITA F 1
Shuhaibar %' %t 37 4 MS B % {# Fi @5 IFN-B 7£
NIRRT R EE 3 F5, AT SREN
BEE HHB KT 0,%8 I FN-g A LA H MS &
HBHE, SZHR Perez % B 5% & B3 IFN-
BIRITHY 18 &4 MS B % BMD i BT B, &k
Varoglu %™ IR R 5 2 W% BB AHE, &
Xt 32 4 MS BEHATIHE R AT, X3 IFN-B1b
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HITARBE S RAKNBEMIL, BMD XA E
Z5t. KT IFN-B X MS BE B RMAKIETAER
HTERANBR.

4 IFN-y

IFN-y BT HNEFHRE, FEAEAN T 415
M ONK 253, IFN- y 5SERRMHXFEEE
2 HBEABBANIEA, Mot B FRER,
HEE S0 B MM EAE, NS 588 MENE R,
FEVRSMATE P, IFN-y 7] DB & 3 RANKL ¥i5 &9
B B B A0 B AT B S A R R BT, AT
APEREMER. BEASHT IFN-y 7 58 & 41
LB ML B 1T T BF 9T, Takayanagi % Ak K
IFN-y /£ RANKLMER T, 2 58 B MR 2.
— A& BT RANKL ] DL #05 i 88 3R 58 5 1 32 {4 A
% HF 6(TRAF6) ,J5 % it — £ 8% NF-«B #i c-Jun
S5 K S W8S (JNK) 38 3% , Rl B AR fi C-Fos K3k, T
TRAF6 1 C-Fos 28 & 4 T AT L F/ Mo T IFN-
vy TS TRAF6 EEKEZ B ME , TFEERM
B, IFN-r Z 5 3 R4 il TRAF6, 1fi 2% 5 F A& 3
WIEYER Y RANKL, {§1 45 Ho 3% in TRAF6 & H 14
i, BB B AR >, BE IR, IFN-
v B P RANKL @B P AR EAR K AT T
8 RANKL 3 B 3 S X 0 i B 40 M B B o Yang
LB IFN-y R AT LIS BB AR T T ELY
3K, 5 B B 40 R 0 T, DA TG 0 2
MRTE e o T AE R R B b, IFN-y 3 F 38 48
ERmEFER, H—Fm U 5EARBERR
H—EE MR R A R ERD B — X
AT LASSE I 0 P A R, R IR, L e B 4
M A UL 7T BE R IFN-y AT LU R (FEARM
AYREAE)MHC-I 25y FRFRR, ATIHE T 4
J, 3 75 T 40 0 43 306 48 0 1 B 4 MR A Y9 RANKL
i TNF-o, Gao'™ % i3 /N REL B LB, 1 T 4
M FE /N R B A TFN-y 35 80F 15 B AU AR
MRE MEEMMEFAT TARNERS L
HHIFN-y j5 , HB 2 B, L IFN-y B8
RBHEFI LA THRAEABER, RiABH
BT ZMARMBER, B ETRESHERERS
BRL,LPS A E SRR R THRF M
TGF-B {75518 BB 10 4 JE AL B, = R 280 o] B 38 i
AFRZEHE T ARG S R T & %W,
Ferrari ¥ A N E/R I, IFN-y B A B 50
B B A, R T T 4 M A e B

MR BAER, IEH A B4 T IFN-y &30 i 8 5 4
A, MG R RAERLEFHT THK
B IFN-y P= 8, SR i 00 R R 0TS 0 A
& E%, Apalset £V F 5312 & 2 H MY ILTE
HAMBHEEHITHR, RBERN IFNy £ SR
ERICY, FERARRERCEARTER
(KTR) 5 E#EERME MERN T RERST
IFN-y RN EBEEA N T REEM. IFN«y R
A BB AR, S RN E —E K
*XF . Duque %" ffi B IFN-yR1 3k Bk B4 9/ R
fE RSB R, 55T B4 AH E, IFN-yR1 2 PRk B BE
MRBEBA 45% , B /NEEE DL K& B 5 E B 18]
BTRE, THREWEEHEOHE TR, MAREE
405340 P8 5 B B AR 35 Runx2 #1 ALP 5 %
WA B T [, UE B TFN-y X T BUE 40 il i T2 B AR
BEMATYER. THREREREELWIH TS
HAE B+ NO R AHE, T NO MBFHIRE
MER™ , EBEERR IFN-y X T & Ra K
5 W1 7] B 5 70 & M %, Duque %517 i 52 56 45 R B 1
YIBR/DNBME T & RSB R, %/ B R /MR
B9 IFN-y,1 x 10° IU/kg 1 5 x 10° TU/kg J5 , /PR
Py ALP REHEWE 17, 52 MK ,Mann %
9 30 4 5 B F B K ) B A9 66 A TFN-y (1 x 10° TU/
kg) , SBEMEBEEENHE TR,

5 &k

HEl, THRES & RN K RHTFRBG T 8
KB e RS, TP R X80 4k & B B
AR BERIR TR S AWE . R, REMRS
RN BT RRABERARBER ST R
TRAC KBS £ , M EE T DURE BR 283X Fh OB B B B R
HAESY, TR AN ERENE, G W
P H TR FER A SRR ERIEMA? W
M TRROEBR B2 FHRH A HEF
£ 7 Q0 6 R 8 0 R B TR A A ) 9 A
A7 fE R TR RS SRR X2 8im
RGP ZE MR A B T8 T80 R I0A N T
IR, 0005 0 56 B SRR P 1) Bl 1 K Pt — 2P 4R i
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