Pty S |
- EZAHiIE - J Med Res, October 2021, Vol. 50 No. 10

CD4* T a4

~1y

b 20 e [ F 35 4 BX Y =2 i

i

o
S

N

FFH xR

B OE OARE-MEESHAL B E AR R AR T G EE AR, S AR E R
HWS BTN SR, B RS RERGEE AT 5, 25 B Y 405 50re 20 M E i 4 1 18] A9 AR TR R 4
CD4 " T 240 M0 73 25 ) 440 L PR 7 76 B 36 vp R HE 3 R mT sl i PR T . AR SCRTZRZRIR T DA™ T 240 M0 23 26 40 i PR 77 X A Bk O 2 1

XEIW O OAMETFT BMEBE SEMl REE
HESES R68I XEkARIRAD A

A IR A AR A0 A B W R A
R EREAAHE DI ET R, gHERES %
PERGLRE AT 43— D5 T, B A0 M5 6 5 A i I
AH () A AL 200 B R 00 S O 2 A AT R TR T o I
TUIM, O3 — T, ARG R R A R Y
TR, 0% B 40 B 0 R B 200 R 1% AEL 40 i 2 A F  E
i, JF ELAE 86 b 5 A 9% A AN A B0 A2 A0 I 4
filk - M EAER A BN A SRR . A, B
5% A0 M 5 f 5 A0 L e = 22 i 20 i P SR B2 AR
AT At B s M UM R ER RE SR
JE ZR G0 18] AH B R 9 B BILTD

ORGSR R GE A AR W e &
GeiALJE oy W A0 I R T SR AR R A L e R
REFREE T T 40 B 43 0 8 M 40 B PX -, B4R B 90
AR F kB 32K 6K F B K (receptor activator of
nuclear factor kappa B ligand , RANKL) , {i& ¥ i ‘& 210 ffg
¥ A ORI W (P 1) o CDA T 47 A ) 4 A
PR B A IR A O B 9 59 1 CD4 T T 40 g 4
Th1 . Th2 [ Th17 Fl Treg 4 Fh2& &Y . Th1 20 Hd 8%\ b 7E
HRERSREPE FEZMEN, W TR - v (inter-
feron — vy, IFN — ) F15 Wz Y5 41 B PR 7 40 fif s 38 3 D1
¥ — a (tumor necrosis factor a, TNF — o) | ANE -1
(interleukin —1,IL — 1), Th2 40}t 53 W 20 g A+ &
4+ # - 4 (interleukin - 4,IL - 4) S 5 K B WYL,
Th17 405 6B TEN -y A A% — 17 (interleukin —
17,10 = 17) , 3 2] 45 851 i 1 200 i 34 5 A A i

HEWH EFRARBEESTRIWE (W LW H) (81671560)

YEH AL 2430022 I, A6 i BEB K2 [R] U B5 2 Bt B B F S e
BT

TIRAE . 2R, B R, WA S E, TS A cuishun7171 @

foxmail. com

- 26 -

DOI 10.11969/j. issn. 1673-548X.2021. 10. 006

=, Treg 40 Bl /3 W FH A% - 10 (interleukin - 10, 1L -
10) , I8 15 B30 400 L A A R R I ik e B 5 AR
FWY 40 0 PR 5T DAE A R 5 A K B T R e R A
o P, A SO CD4 " T 20 A 43 6 19 40 B PR %o B
I I R MR AT T R4

— IR SE A F B Rk

M 983 3K 58 I F - o ( tumor necrosis factor o,
TNF — o) 2 FH SR 40 B | I W58 48 R T 240 L 6 ) 4
JHL PR, 8 BIIE S 7R B 98 PR 5 i K e v R AR - U
APE o TNE — o 38 32 3690015 200 D R 2 Jo 240 i %
ik RANKL Al 15 20 i 4 % 0 3% X F ((macrophage
colony — stimulating factor, MCSF ) [&] £ % 3 i & 40 g
A, A3 3 0 % FE s I T (nuclear transeription
factor kappa B, NF — «B) H 5 mi {& v | &b B 40 iy
RANKL ) 3 15, A BF 58 % B TNF - o A
RANKL HA B[R VE T, & AT 87l o 0 e ¢ N 1
c —fosITH L T — QM A% A F 1 (activated T nuclear
factor 1 protein, NFATcl ) {5 5 75 5 & 40 M 70k

TNF — o AN AE H J80A% B 240 A4 -5 Wi i, i EL g
T Ah B A0 B BT R, TNF — o 38 3 30 i) A% B 40 e
T LR 25 ML3E %, G Wnt J8 % A BB R R A E A
(bone morphogenetic protein, BMP) T P ST R
HAMIE IR, TNF - o il 3 #0% NF - «B, T4t BMP
i e E 25 5 e Smad 5 H: DNA 454, AT P
il BMP {55, HE 10 400 4h 0B 40 B 2 B, i HL
TNF - o J3# Wnt {5 530157 DKK -1 (dickkopf - 1)
FAE B 2 (sclerostin, SOST) B 7= A | #E 1 % Wnt 18 #
HEAT SR AN TNF — oo 38 AT LU 2oF 400 ] BB AR
Kbr &Y an Bk 5 Z A KK F - 1 (insulin - like
growth factor — 1 ,IGF - 1) ‘B JE i K F (osterix, Osx)
B & A0 2 %5 5 I F 2 (runt - related transcription



- EZ A8 -

1 By E TR A

factor 2, Runx2 ) Y % 3k 2 0 i) & T A%

—HBUEKETF

A EKFF - B ( transforming growth factor — 3,
TGF - B) M Z W i % b A K B F - Bs 0% % . BMP
G E A A, TGF - B FE5 s h ke Z T aE Y
HBE AR, B O A Y B B A Ak
TGF — B X015 40 i A7 XU P45 7, Karst 2517 1]
BB oA VR ) B R 00 T A 00 B R /0 B 4 B T AN i
(ST2) A7 IG5 KB TGF — B 78 AR Wk B2 B 3% Jn il
B Y o3 Ak T e e R B 0 S R i A Y oAk
TGF - B i i B[] RANKL 1 55 8 15 40 M A= Bl Ay oG
P57 NFATel B3 PR 3% 38 02 1k i A 40 2 A,
AN TGF - B WAl KLl it 2 5 Smad2/3 /i R HY(E 5
i, O RANKL B 3R 3K, 75 5 0 1 & 240 M A B
UTAERME 5 & B, TGF — B 78 0 F 40 M 73 1k 1Y 1 18]
(48h PN ) LA 2 406 490 o 1 40 2B R, TG X
0 1 24 A 400 ) A ) 3 2 3 o R R B 1 4 R R
PEILA [ 40 NFATel B0 A B2 BR P 0 BR i ( tartrate —
resistant acid phosphatase, TRAP) F1ZH 2125 F i K] A9
ik, UL LA RANK 5 B9 NF - «B 15 5 89
AR

TGF — B X BB 48 At A7 75 3UHE P8 45, AN AL BT
BMP i# J 4 LA Smad2/3 NS HHESHS, ik
i Smadl/5 /v I T8, P & 2 BMP 3@ i
B EBA5 S, 281 Smad il Bl TGF -
B - Smad 15 5 %5 5 Wi > RANKL/ B £ ¥ 2 (osteo-

protegerin, OPG ) 32 /A 3 81 37 (1) 43 W , 490 <6 % - 400 Jfd 53
A, DT A2 2E 40 J A 26 5 0 4x AT T AR Ok A
FERI, TGF - B 18 o 5 B WLEE 3 3 % ( phosphati-
dylinositol 3 kinase,PISK)/ﬁ 15 it B ( protein kinase
B, AKT) #5235 5 B 4l 5% 5 Y [ Runx2 |
B MF T H (osteopontin, OPN) | ‘H 5 £ ( osteocalcin ,
OCN) Al Osx ] Y35 EHY . A, TGF - B 5 B AR
MR E Wnt \BMP F1ALEF 4k 20 M A= K IR 15 55 19
PRE]VE T, 62 HE B A0 B G g AR A, R A
TGF - B TEAEFE 511 i 40 i 7 Ak v e o 24 11, 48
T, 80 40 69 e 2 o0 AL B BE, TGE — B i) Runx2
fR 3K B Lk B 40 M T) 6 OR B B4y Ak, 8 4 ¢
FE IEIRAS

= FH=E

FIE - v (interferon — v, IFN - v) HE—Fh e R
PEANME A T, E B T A0 ME . A SRR O A L A
HE B SR A0 A B AR o . R AR B
X RS 40 L A R 0 L ) S A R A R A
W R, TR - v BEIE T RANK 453k 8 H o 3R
%?%%*ﬁ?@ﬁ? 6 (tumor necrosis factor receptor
associated factor6 , TRAF6 ) At bR 3 P& A | 1T 58 21 4171 461
RANKL 5 5 (%6 5t F NF - «B Al INK 19 380 | i
1490 7k 101 240 M A JE L, TN — vy Gl 3 Fas/FasL &
SR SR A T, R R W AT )R Y
A, TR -y RO E 40 7 4 — F AL A (nitric ox-
ide,NO) , o 17 2 JF B B 4 B 0 1=, LA, RS o F

.27 .



- EZ A8 -

J Med Res, October 2021, Vol. 50 No. 10

FERW TEN -y 00 it 1 40 A OB it X 32 8 2 44 i A
To, SR, WA B R B IFN — v W] LUE i il 3 b
WA T 40 B35 AL AN 2 M I 5~ RANKL FITNF - «
I8 0 1) 42 0 8 e - A0 B OB R, 0 S M ) A
iR

BEAh BT R B, TEN — ~y DA AR A 7 24k 2k
0 1) 7T 5 A e R A e Ak, 9T B Runx2 |
Osx Bl V£ B M2 i ( alkaline phosphatase, ALP) 1 OCN
IR TR R AN Y AR IR A DR
IEN - y DL 4R 1 5 =X A F 0B 40 i 35 5 1
Ca VLRI BT B W RE, mR R,
IFN -y g i fie i 4 58 73 Ak R 20 Ji b i o 7 2 T e
B A A B

M. BNEREK

LEANER - 1L - 12— R e R v an i BT, i
A0 R B A — A7 W 200 i 28 9 A 8, V411 22 40 L A 2
Zfe, L -1 AWML L - la M IL - 18, XM
o S K A T A E B R LSS B R AR, TL - oo AN
IL-I1g#EWEE S IL -1 T B Z K (interleukin - 1
type I receptors,IL — 1R 1 ) ERM &5 & KLk ES
9 IL — 1B # i TA S 5 B 40 M0 BN 7, T DL A
5 T 200 YL T A 00 N A A I ) T R A N, T
DL B RANKL 928 35 ) 54 5 O3 4 4 2 i o
AR A AR T -1 FT AN M - CSF
AR AR T R E A0 B A O P O A B e An i AY 0
T BN L - oo AT S 20 375 51 B 0 40 /N
€ Al ¥ ( microphthalmia — associated transcription fac-
tor, MITF ) AN #i RANKL B #i%5 S oC 204k, IL -
1B 5t ZU A0 ) AR 240 1 B0 FE i, AT 92 8 9
X A OX A 200 3 P ) A o G A b 2 B Wine
PR DKK1 A1 SOST Ry R KBEAT 45, IL - 1B
WAl PSS A 348 Wt 3872, S 80 Wnt 75 52 % %
W ACE R

2. FIAER -4 Th2 4043 W1 IL - 4 G5 Bl
Hr RANKL #K# f NF - B, JNK . p38 Hl ERK 15 5 )
WO, PR EEPE b A ) TNF A5 e 5 DABH 1k 85 40 i
A, #E RANKL 375 5 A9 0 7 40 P il 42 b T - 4
ML AEYE NF - «B B {6 AL/ B ] RANKL 37 5
ff) NFATcl 3k, e, IL — 4 58 i 3 4l 5 1 40
Jif A1 7 R A L PR ¥ (40 TNF - o (IL = 1 FTIL - 6)
(A T S 5 s P i, R IL -4 B
B R PE T . T AR SR TSR R BT IL - 4 X
20 A MC3T3 20 i ) i B fiE 71 JC B i, {5 n

.08 .

WL iS5 ALP O M R, ) AR F R E Al OB
IR

3.EMNEK -6:1L -6 £ 5l BEAE 40 M= A, 21
Hrh i FEr a7, RIS R U] IL - 6 it
Y5 IL — 1 B R TR B B 85 R 0 b R A MR 2
AL e i, B S, BF5E &K B IL - 6 3 %58 i
RANK/RANKL/OPG Z 45 | 3 i B 40 i 73 £k A8 g
W, T IL -6 AT 3E b A 2 5% At i R 2k a2 AR
FUE S5 5 F (1L - 6R Ml gp130) #45% 1,25(OH), D,
V55 119 1 1 V) 3 40 ) A R Ak, X
IL — 6 75 5 M5 /B 400 6 15 7 400 B o A Sk i 220 R T BK 11
W anpe, dE—B0F5E LW, IL - 6 i ik i#0% T i
F4rF JAK2 F1 RANKL 3458 T 8 40 A 5 04 1 15 4
M4t A IL - 6 & PR AE A U R 40 i 4y
1k, B E bR &Y ALP F1 OCN KETH i, T3k
WFSE & B, 4 A 5% 5 0 v 00 1l B 4t B 4 0 AT A PR L -
6 3 & (interleukin 6 soluble receptor,sIL —6R) , EA]
i L 5% SR STAT3 B R Ak A i =X 0 2 X5 5 5 5
Xt TL — 6 A B, a8F 1 00 3 AR P i B L SR
WA I K, IL -6 Af LU il A% 15 40 i 434k 1 Jin
7B, IL -6 Fl sIL — 6R ¥y 0] i i i > B 5
B 4 AL ) R (145 ALP Runx2 Al OCN) [ %
KT 51 A A0 M P A R AR 20 3 T b R T 0
FELE M, I TL — 6 X 1B 40 M A9 o Ak A 1 T
— W5,

4. AN FE - 10 1L - 10 J& &L 09 T ik E 40 i
1B Uk 4 B AR B, B B A8 R e s AR
IL — 10 J& fif B 240 i JE 1 A L 422 40 o) 390, 0F 5% 0F 52
IL -10 @&t F 8 OPG iy 33k, & 4 RANKL #1 M -
CSF 3% 3k , 3 1 40 ) 0% -5 4 B J% B, I 38 2o 0 1
NFATcl FIZHZUVE (B K 0923k 7 17 90 il 8k - 20 i
AR Il - 10 38 i R E R 40 M R F IFN -y
TNF — o Fll IL = 1 (477 A= 400 16 18 B 240 B 7 A
U, L - 10 Bk Ry S Pmk 5 40 i R 7, IL - 10 B Fg
ANEL(IL =10~ ) /N 2F F 9 ALP Fl OCN 1y % ik
S B A A AT PE A A3, IL - 1077 /N ERRELR
BRI S I AUARNE P O IR L, e AR R R
BB ARE

5. F - 17:1L - 17 ZRIET CD4" T 4 Jfd |
NK 4 A1 CD8 * T 4 Jfd Y 48 Pk 240 M PX -, 76 B B
HOIL - 17 5% RANKL 19335, £ #F 0% B 4 i A= ml
WO, AFFE R, IL - 17 il NF - kB i@ 242
IL -6 Al IL - 8 By 43 Wb, {2 #F & Wi, teéh,IL - 17



B4R 20214E10 4 5505 55 10

- EZ A8 -

WA LS IL - 1 F(8) TNF — o B[R4, ok i 0
W, TL =17 BEBa/NEL(IL = 17 777 ) Ja 3 W i B i
WD GRS IL - 17 W] DR B A 9 BB 40 i B AR
IL — 17 e SRR -1 240 I T A 1Y) B 42 R FHARL T B ke
THWe B AR E K IL - 17 3@ i 7% RANKL - JNK
(R R = g il O 1 NS S E I R 1
RANKL 175 5 09 0 B 40 M 3 Ak . S B2 IL - 17 3L
15 A TS 25 B (caspase — 3) M i B W 49 [R] B fH.
1k T A A A B BRI R B, 7E R RN R
P 5 R A AR P L TL — 17 383t R Runx2 |
ALP Osx ,OCN F1 OPG A% B 40 it 43 £k JE (5] () 2% 3k i
2 3 B A M A R A e P SRt B g R
IL — 17 ZE A4 h i i 38 Jin Wnt/B - #EIHRE (B - cate-
nin ) 345 42 45 0300 SR 1 R A0 M A T R AT
K WF5E &, IL - 17 XF ALP  OCN Il Runx2 ()3 [N £
IR TR T, P50 AR 1 b T 9 A R AN Y
ALP 351, TL - 17 38 3 BMP/Smad JF 4 #3442 7 1

BMP -2 i 5 B B A 204k 2 L X R IL - 17 X
B A ) 5 i AR A AT RE S TL = 17 % i 4 i
B fr T E— 05T

6. FIAM R - 23 1L - 23 J& —Fh 32 2 i 15 fb i 5
F — A W 240 RS SRR 240 i R 4 ke 4% A4 4 TR 5
IL —23 A DL ik 8 5 T 20 0 | 7 A5 il 21 4k 40 1 A 1
B A MR R 40 M0 RANKL £ 26 1K oK 31 38 1 40 i i)
A, BR TS S RANKL A2 1L - 23 # o #0h 3 A
AW SZ RAR DGR 1 DAP12 B e 92 52 1R s 2 IR L
1% 3 # (immunoreceptor tyrosine — based activation mo-
tif, ITAM ) 2k Bip 8] 0 B 40 B 00 otk . 5 iR AP F 58 —
B IL -23 Byt Rk S EUNROC R e Bl &
K MAESRZ L -23 BY/NRCIL =23 777 ) R4
T E BOR BN W] E AR s RS
U IL - 23 X J50H A0 O T2 LA R B AT S, AR
i, TL = 23 0] Ui i 37 i 20 i 9 5 n T - 17 8
TL - 22 [HEAE T R 40

R1 AREFE BB

A T Sl R 2 L 9 o AR A L Rk
TNF - 1 2 B A R 0 R A BT R R 40 T
LA AR R A A N ‘
N MU v 2 B, B2 S0 40 2 5V f;ﬁﬁiﬁgggijﬁwf; 10 o 230 R o 9 o, R
7t ° M, i) 2 ] ZX
B 9040 A e N B AR 0L R 9 P 5 00 4
A AL
B A L 7
IFN - ey B
Y R A A& HE BB A i A B it ot BB
-1 1 3 B0 R 0 M 2 R R 40 O
IL-4 0 T R T 2 301 20 L 1 B
308 0 e R
_ e B4 R ied
IL-6 2 30 A M R L AT L 12385 R
IL-10 0 AT R, 100 L T R B Rk
MU e B G2 10 20 M 43 90 e ‘ .,
_ ‘#: ,m,é 2 ‘: i ‘#—’m’ﬂ ,'f-"‘ 3 |
IL-17 AR, 2308 1 0 TS R MU G R 305 R A 6 40 R
IL-23 A 3 40 A T 2 1 40 0 328 8 e
N 2] W BT R SR A R 38 B R R

B R SE A A E 2 KT 20 AR T
TR BBU TR R G R G EAE
1) 77 AR BEHT I WL, TS RS R R G Z A
ML AR E 4, B ME JFHW RIS 5%,
G J5E 240 L 53 0 210 T DR 3 O3] R A e A B R R -
JE, BETTS BRI (R 1) o PR R E N T
(/N BRBE R I 7R 1 B 8 9 B S MR A A2 . A A
T IL -1.IL -6 fl TNF — o J2& B W i i 5 22 98 45 A
T EE AP RELEEN ., B EETT L& TSRS
ST B w7 211N o P R Rl R a0 R = ! 1 A A N 1]

FoE OB 1Y e AL AN T RE ) B X R A
() & R ANAURT LA A I IR = A= 4 it — S8 ok 1y T H ok
TURA B AR i XURS: 9 £ 3, 3 T A 40 it L B
Wryr vk m kAR ALE B C A W58 R U4l i I 19
B B S D A A XU A O (R R AR A = A BR
By, PRI, 30 7 BT B TR A A AE 5% K 1 o2 40 i 1R 1 7
B A 2ARER
S % 3k
1 Tsukasaki M, Takayanagi H. Osteoimmunology: evolving concepts in

bone — immune interactions in health and disease[ J]. Nat Rev Immu-

nol, 2019, 19(10): 626 — 642
.29 .



- EZ A8 -

J Med Res, October 2021, Vol. 50 No. 10

10

14

ZR SRR, WEAL. T AN A I T T AN AR B PR R AR R 52
W[ 3], AR BB AR R PO 2k, 2020, 13(2): 172 -
176

Figueredo CM, Lira — Junior R, Love RM. T and B cells in periodon-
tal disease: new functions in a complex scenario[ J]. Int J Mol Sci,
2019, 20(16): 1 -13

Liu H, Luo T, Tan J, et al. 'Osteoimmunology’ offers new perspec-
tives for the treatment of pathological bone Loss[ J]. Curr Pharm Des,
2017, 23(41): 6272 -6278

Marahleh A, Kitaura H, Ohori F, et al. TNF — o directly enhances
osteocyte RANKL expression and promotes osteoclast formation[ J].
Fronti Immunol, 2019, 10: 1 -12

Yamazaki M, Fukushima H, Shin M, et al. Tumor necrosis factor al-
pha represses bone morphogenetic protein ( BMP) signaling by inter-
fering with the DNA binding of Smads through the activation of NF —
kappaB[J]. J Biol Chem, 2009, 284(51): 35987 —35995

Karst M, Gorny G, Galvin RJS, et al. Roles of stromal cell RANKL,
OPG, and M - CSF expression in biphasic TGF - B regulation of oste-
oclast differentiation[ J]. J Cell Physiol, 2004, 200(1): 99 - 106
Lee B, Oh Y, Jo S, et al. A dual role of TGF - beta in human osteo-
clast differentiation mediated by Smadl versus Smad3 signaling[ J].
Immunol Lett, 2019, 206. 33 -40

Zhang 7, Zhang X, Zhao D, et al. TGFbetal promotes the osteoin-
duction of human osteoblasts via the PI3K/AKT/mTOR/S6K1 signal-
ling pathway[ J].
Omata Y, Yasui T, Hirose J, et al. Genomewide comprehensive anal-
ysis reveals critical cooperation between Smad and ¢ — Fos in RANKL -
induced osteoclastogenesis[ J].
869 -877

Gao Y, Grassi F, Ryan MR, et al. IFN - gamma stimulates osteoclast
formation and bone loss in vivo via antigen — driven T cell activation
[J]. J Clin Tnvest, 2007, 117(1): 122 =132

Maruhashi T, Kaifu T, Yabe R, et al. DCIR maintains bone homeo-
stasis by regulating IFN — gamma production in T cells[ J].
nol, 2015, 194(12) . 5681 -5691

X, R, RIS, . ARTEEXT LPS JlT RAW264. 7
2 60 i 5B 2 RS AR S [ )] BRI ST AR AR, 2020, 49(9)
27 -31

Polzer K, Joosten L, Gasser J, et al. Interleukin — 1 is essential for
systemic inflammatory bone loss [ J].
(1): 284 -290

Yoshida Y, Yamasaki S, Oi K, et al. IL - 1beta enhances Wnt signal

by inhibiting DKK1[ J]. Inflammation, 2018, 41(5): 1945 - 1954
Cheng J, Liu J, Shi Z, et al. Interleukin —4 inhibits RANKL - in-
duced NFATcl expression via STAT6: a novel mechanism mediating

its blockade of osteoclastogenesis[ J]. J Cell Biochemi, 2011, 112

Loi F, Cordova LA, Zhang R, et al. The effects of immunomodulation

by macrophage subsets on osteogenesis in vitro[ J]. Stem Cell Res T-

Wu Q, Zhou X, Huang D, et al. IL —6 Enhances osteocyte — media-
ted osteoclastogenesis by promoting JAK2 and RANKL activity In vitro
[J]. Cell Physiol Biochem, 2017, 41(4): 1360 - 1369

McGregor NE, Murat M, Elango J, et al. 1L — 6 exhibits both cis —
and trans — signaling in osteocytes and osteoblasts, but only trans —

signaling promotes bone formation and osteoclastogenesis[ J]. J Biol

Kaneshiro S, Ebina K, Shi K, et al. 1L -6 negatively regulates osteo-
blast differentiation through the SHP2/MEK2 and SHP2/Aki2 path-
ways in vitro[ J]. J Bone Miner Metab, 2014, 32(4). 378 —392

Tanaka K, Yamagata K, Kubo S, et al. Glycolaldehyde — modified
advanced glycation end — products inhibit differentiation of human

monocytes into osteoclasts via upregulation of IL — 10 [ J]. Bone,

Ke D, Fu X, Xue Y, et al. IL = 17A regulates the autophagic activity
of osteoclast precursors through RANKL - JNKI1 signaling during oste-
Biochem Biophys Res Commun, 2018,

Xue Y, Liang Z, Fu X, et al. IL —17A modulates osteoclast precur-
sors’ apoptosis through autophagy — TRAF3 signaling during osteoclas-
Biochem Biophys Res Commu, 2019, 508 (4):

Wang Z, Tan J, Lei L, et al. The positive effects of secreting cyto-
kines IL =17 and IFN - <y on the early - stage differentiation and neg-

ative effects on the calcification of primary osteoblasts in vitro[ J]. Int

Shaw AT, Maeda Y, Gravallese EM. IL - 17A deficiency promotes

periosteal bone formation in a model of inflammatory arthritis[ J]. Ar-

Zhang J, Pang D, Tong Q, et al. Different modulatory effects of IL —
17, 1L =22, and IL - 23 on osteoblast differentiation[ J]. Mediat In-
(Wekm BB . 2021 —04 - 15)
(W HM. 2021 —04 -25)

(EE% 16 W)

24

25

26

Wang D, Lin B, Zhang W, et al. Up — regulation of SNHG16 in-
duced by CTCF accelerates cardiac hypertrophy by targeting miR —
182 —5p/IGF1 axis [J]. Cell Biol Int, 2020, 44(7) : 1426 — 1435
Funayama A, Shishido T, Netsu S, et al. Cardiac nuclear high mobil-
ity group box 1 prevents the development of cardiac hypertrophy and
heart failure [ J]. Cardiovasc Res, 2013, 99(4) : 657 - 664

Sato M, Miyata K, Tian Z, et al. Loss of endogenous HMGB2 pro-

- 30 -

motes cardiac dysfunction and pressure overload — induced heart fail-

ure in mice [ J]. Circ J, 2019, 83(2) . 368 —378

16
(11) . 3385 -3392
17
her, 2016, 7(1).: 1 -11
18
19
Chem, 2019, 294(19) . 7850 - 7863
20
21
2019, 128. 1 -7
22
Mol Med Rep, 2019, 19(5): 3505 -3518 oclastogenesis in vitro [ J].
497(3) . 890 -896
23
J Bone Miner Res, 2015, 30(5):
togenesis [ J ].
1088 — 1092
24
J Immu- Immunopharmacol, 2018, 57. 1 -10
25
thritis Res Ther, 2016, 18(1): 104
26
Ann Rheum Dis, 2010, 69 flam, 2017, 2017 1 —11
27

Bertero A, Rosa — garrido M. Three — dimensional chromatin organiza-
tion in cardiac development and disease [ J]. J Mol Cell Cardiol,
2021, 151 89 - 105
(A H 3 .2021 —05 -06)
(& E H 1 .2021 -05 -15)



