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Abstract
ing the thrombospondin motifs. Mutations in the ADAMTS gene or overexpression of ADAMTS gene is associated

The ADAMTS proteinases are a group of multi-domain and secreted metalloproteinase contain-

with a variety of physiological and pathological processes. Overexpression of ADAMTS gene promotes the break-
down of extracellular matrix and accelerates the development of arthritis and atherosclerosis. Mutations in the
ADAMTS gene are closely related to cancer cells growth and metastasis and human genetic disorders. This review
based on our results and provided an overview of current knowledge of ADAMTS-7, including its structure, func-
tion, gene regulation and inflammatory disease involvement.
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HHGEER AT AR, R4t T AN R S )
KT, TSPIPA B X EL BALEH A —, il
ADAMTS-20/7-{E 14 &, ] ADAMTS-4%# = TSP
R RFIP, ADAMTSE R 0 1 FL AR 2E 1) 2
PRI, R4 P 51 Lok 45 SR 1 8 ) Th AN [F] 4
VY 55— KW FEADAMTS-1. ADAMTS-4,
ADAMTS-5. ADAMTS-8. ADAMTS-9. ADAMTS-
15FIADAMTS-20, [ fiff ik 40 o 26 8 (1 R fl . 3L
. ADAMTS-5 1] fE A& 1K N 17 o7 % Al 58 a1 2R

f B P O, 58 T K AU FRADAMTS-2,
ADAMTS-3FIADAMTS-14, B fift Ji& 4 10 F518L, 11
A9 ORITINAY i 7 B ) Bk B4, ADAMTS-1324
WS, g2 i R I A s PR 1 (von willebrand
factor, vWF)[1) [ fift 25 11 BUS0e 55 DU 7 26 £ F64 %)
i H W§: ADAMTS-19F1ADAMTS-17. ADAMTS-
18 f1ADAMTS-16. ADAMTS-12 fil ADAMTS-7.
ADAMTS-10FTADAMTS-6, 4 Xf £ [ 45 4 ' 1E A1
B, 2, ADAMTSHEE IR (1) 7 5 215 G Y 4 LA
S B Ik o A A A 55 98 1 90 110) 80 I R 5 DAL K,
MADAMTSHE IRl Ty R e b 0 25 By 51 % et A% Pk 5

IR

SE KB T, IF K, ADAMTSZ

1 ADAMTSZ IR 52 B 4 45 1%
Table 1 Biological characteristics of ADAMTS family members

HEH KA TR JEY ERLESA Z% 3R

Gene Proteolytic activity ~ Expression in human tissues Substrates Relationship with diseases References

ADAMTS-1 + Liver, endotheliocyte, Aggrecan Cancer, atherosclerosis [17-18]
skeletal muscle

ADAMTS-2 + Connective tissue Procollagen Ehlhers-Danlos syndromes [19-20]

ADAMTS-3 + Skin, lung, brain Procollagen Dermatosparaxis [13]

ADAMTS-4 + Heart, lung, skeletal muscle Aggrecan, Glioma, atherosclerosis [21-22]

brevican

ADAMTS-5 + Macrophage, bladder, Aggrecan Arthritis, cancer [21,23-24]
oesophagus

ADAMTS-6

ADAMTS-7 + Heart, liver, kidney, skeletal COMP Arthritis, atherosclerosis [25]
muscle

ADAMTS-8 + Heart, lung Aggrecan Cancer [22,26]

ADAMTS-9 + Heart, lung, skeletal muscle Aggrecan Cancer, atherosclerosis [27]

ADAMTS-10 Lens, cartilage, skin Weill-Marchesani syndromes [28]

ADAMTS-12 + Chondrocyte COMP Cancer [29-31]

ADAMTS-13 + Liver, placenta, heart, skeletal ~ von Willebrand Thrombotic thrombocytopenic [15]
muscle factor (vWI) purpura

ADAMTS-14 + Brain, liver, placenta Procollagen Fibrosis [32]

ADAMTS-15 + Liver, kidney Aggrecan Cancer [33]

ADAMTS-16 + Cartilage, synovium, brain, Cancer [34]
ovary,

ADAMTS-17 Epidermis, brain, Weill-Marchesani syndromes [35]
heart

ADAMTS-18 Breast, endotheliocyte, Abnormal development of [36-37]
chondrocyte eye and bone tissue, cancer

ADAMTS-19 Brain, liver, spleen Spontaneous premature ovarian [38]

failure
ADAMTS-20 Opvary, heart, lung, placenta Aggrecan Abnormal development [8]

of elanoblast




1188

THT A 3 G A S A0 3k R A 9T R e AR SO L SR
ADAMTS-7H 24 i 5OIR AT 25 .

1 ADAMTS-789%544

ADAMTS-7 ) ADAMTSE [ F i (1) — 51, H
45 R NG 28 Clig IO A5 5 KR 21 BT AR IX
SRR ORI MR E AL, R
X 1A B X 2 PA S TSPHE A 3L (B 1)

2 ADAMTS-TEE R MERR PRI E Y F T RE
2.1 ADAMTS-75%T5%

41 My 41 % i (extracellular matrix, ECM)BR T &
PEAn &5 kg B S ZELLAN, r 1 4B I A 4
TR A EEAEN, SRR, S, o
(AN 5 N Y= S BT S =F 3 G N 0% 7 A WP
JIE0 A0 I ) A R AR O A A LR R B R AT R, R
1 98 (osteoarthritis, OA) - ] i (1) g 3 27 A8 fh K
IR Ay 40 0 A K 5T Ry 1) 5 SRR IR o e 55 2R ik
Jit 2% [ (cartilage oligomeric matrix protein, COMP)
s A 2 D R IE0RE 1 1 WV 40 15524 kDak /)
() TSR AR, Dy My v S S A R A R TR Ay . A
FECOMPHE R C-AK iy 3K T &5 16 1 ) 54 5 B0 #
Wy, o an PR R R B AN BB A2 R R R
H ARG, ADAMTS-78 (I BgAE 4 B & AT
COMP ] B figk Wil 4 i BB, L mT DA 3ok 5 4l AT
COMPH HEGF &5 Myl &5 5, — 3 3L e fr 1 80 4
I £ M 0 40 3K THT . ADAMTS-72 5 Jifjg 35 48
“F-a(tumor necrosis factor-a, TNF-o)Fl1 [ 41 Jity /-
2-1B(interleukin-1B, TL-1B)i% F [ICOMPHE [ 4 i,
IITADAMTS-7HUAA fie 0% HL W 3 M S A A FH, 1) 400 3
#0110 kDa K/NCOMPFESif v Be iAo Beah,
PYCBR tHAIE 52 T ADAMTS-725 [ il 6 COMP 2R [ (1)
AP A I

TSP motif

Metalloprotenase

Pro-domain

ADAMTS-71E IE ¥ N 3 FIOA R 5 M i 2
[) PR 566 R 2 0 V8 A B 6 19 22 S, T AEO AR R XU
5T %% (rheumatoid arthritis, RA) 4 ¥ 15 2 21
ADAMTS-75E PRI A7 A 2 5 R k4. OANIRANE A
(9 75 50 . W R I3 T COMP A il F B 434
Ine AAR4N 41 [\ ADAMTS-7HE S 7K 41 [ i COMPEE
1, B~ AR 0 R BERIE G R B ST B R 5
(R B A RS 77 13 P I COMPR#fift A B 4 1
R/INAH U1 X0 B 5T A (OA) RIS XU 5615 4
(RA) 4 #H COMPI P i AR A7 7] i 55 ADAMTS-7
B ER A 5. W9 K L, ADAMTS-70] LLAE &
IR 55 IR 2% A 9% 2 [ (para-thyroid hormone-related
peptide, PTHrP){& 5 [~ I 1 15 BE PR, el 1 4
SRR PR T Rt R, SRR A P S
i 5 T LA K Coit 4N TSPE A U7, B A i it 4 i
0 Mo R S 1 PR S DR B 1 0 Bl T I 8 ADAMTS-7
RIEM T ADAMTS-7%% 3£ K] /)N B (transgenic mice)
FICre/loxpii] 5 5 4t M) ¢t TADAMTS-7'F i /N i
(knockdown mice), 5T TR T A H K11 K (OA)
B 25 LR B, ADAMTS-7%6 3 N /N §UA 5 48 5t
I S I R SR T F R, B AE RN RAEARJE 12
JAA B R R, MIADAMTS-7 R /N BUAE
ARG 12 J838 AT H IATA] 5B 35 00 R 4 PRI AR OR, 13
WIADAMTS- 73t 3325 BE A% NI 4 1 255 5018 43 R A IR
HN R OA R PR WEFE, ADAMTS-77KF- K i Tl 454
TN R R IR AR B, R AT R,
ADAMTS-77 335t 5 9% {2 2k /) UK I 8 1115 5
1 28 XU 5 15 % (collagen-induced arthritis, CIA)f)
RERBRER). Wik, EFRBEFHERKT R
(OARE LRI fig Ji B 11 55 1 28 XU G 4 28 (CTA) S
I, ADAMTS-73% k38 00, [7 B ADAMTS-7 . |4
T RIERTI7KF, GIUTNF-0**). ADAMTS- 75411
Jii IECOMPFI B, 98 1k R 1 7K1 S RE )t

TSP motif TSP motif

/AN

Signal peptide Disintegrin

Spacerl Spacer2

El1 ADAMTS-7HIZEH(IRYE S SCHK (39118 25)
Fig.1 The structure of ADAMTS-7 (modified from reference [39])
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il < Je8 2 11l ) 2 1S I, AL HEMMP 4 e A 11 1A
ADAMTSH I, SN T O R iR+,
g5 EPTiR, ADAMTS-7n] GE i ok 4 fif 40 Ji &0 2 )5
53 COMP, i 9¢ 1 PR~ R HAh 43 8 25 (1 1 3R 08,
M2 5 567 R s B R
2.2 ADAMTS-75:0 & %H

T IR B K S B A 77| A ek /0 [ EL TR 3R
BIK W FEAE AL L — M EAT R R AR, YT 2 AL
I DRl 20 I/ PN B2 21K 46140, 491 st A e oy TR A
s s WS AR A2 R SR R . AE Bl ik
SR FE AL P HIE AR A, AN i RN A AN P e 43k
ADAMTS, A LA ZR G020 2R 40 Hi v ) 40 o 1 2
RSy, IS B Dk sl AR D B PR RS PP 22
Tl ADAMTSH [ 1 =y 2R AE SN K FEREAL BB, f51)
WIADAMTS-1 5 2 1A 7113 A% G 5 (19 11 A5~ 0 UL
Ja BN ADAMTS-4 H IR S s 15 242 1 4 i
ofy, 111 LA PR TNF-ofITFN-yRERS FIHADAMTSIH)
Tk, ADAMTS- 1% FE R /N S R Apo EFE D] i o />
SR A AT P AR S AR R I P B Lk F 2 B S 3 2, 43
ADAMTSE B ik s A 55 BLBERR (LI AT fig
o o 6 A0 B A/ o g TR e AT OGP

S Al (1) A L DR A DGR 7T 245 SR I, ADAMTS-7
RN Q7 = R R A AT S 3 SN S N S
ADAMTS-7HE Rl 50 ¥ 17 12 2 A PR 0 1 el O i
(coronary artery disease, CAD)] &5 KU . IfL &~
W WL 4l Hg(vascular smooth muscle cells, VSMCs)if
% 2 Bl K o R A A B0 1) — S P BR8P W
JULAH B0 ik A7 v 5 A% B A I, I A A B AL
HEGEAN A M AN B, B AR I M A S Bk ok
FEAE A0 BE B 1) 3= B 3B, BB 7 B4 ),
ADAMTS-7T5 5645 P A7 2 8 FAR 81, 3% 1t B 7
2y JK R A 95 B I B2 th ADAMTS-72% 5 (L5 ~F- i
JULZH H 1) 3 % R348 B sk R 23057 - ) i A 5 5 e 43
COMP ] LU i M1 75 28 4 1 o7 BUAH T A1 T DR K5
1 VLA I ) 50 BE PR A 4 1k, $8 RADAMTS-7
e 3E 1L A~ LAt M % (R AL R ] i S P AR COMP
A7 KBS B Sk FEL ) S, ADAMTS-738 i ini# COMP
(1) 2% fige, A2 33F L 45 P i UL A 1) 45 4k 0o B, 2
ADAMTS-7n] GeAE A B SR+ Filva o7 1A~ 3 L4
A Ak T B A SSPIR. £8 EPITR, ADAMTS-7v]
REI I 3 i 40 1 A1 35 5 R 7 COMIP, At i I~ 1+ ¥ UL
ML AL, W 2RE SN, AT 2 5 Bl bk sk A A4 1)

KR JELRE

3 ADAMTS-7EEFRiEHIAT

ERRAE NI B B, B LR AT
B A vh S BE R W B ADAMTS- 735 R Il ik, K/ Ay
5.5Kb. fEEHNIAZITIEKING.0 KbFI4.5 Kbk /)
(1) SR AR, Ut I A7 A DR 1) 2 5% J i 15T, SDS-
PAGE#H [ HLIK W7, 4%l W] Wl K T-ADAMTS- 72
[ HE 8 HE 54> T 5, I ADAMTS-74 (10 W 5 &
IR E B . ADAMTS-75ERAE 2 Fh 4 2 rp 23K
]RGN R A TR I e,

RN R 7] LU 1T ADAMTS 25 [ 1 11 22 k01,
151 4 Ji IR SR AL A F--a(tumor necrosis factor-o, TNF-o)
A % b WADAMTS-1. ADAMTS-6F1ADAMTS-9%E
FIMRNAZK P2 5 A 22 17(IL-17) 8 % il i e
B A I TP ADAMTS-43% K] 3% 35 38 int, HRAE
# "ADAMTS-74 [ 1) 32 34 34 4 5 TNF-a7K °F
(1 T A )M, WE ST &5 Al &I, TNF-afig % 1755 5
ADAMTS-755 R ¥ 2235, G €4 )it 4 2% T UE (chromatin
immunoprecipitation, ChIP)25  iF SLADAMTS-7%:
BRLJE B 1~ DX A7 AE R Ve s R NF-«BAIAP-1 (1) 45 &
P78, JRATTA 1 EADAMTS- 744 55 K] /N i b g 57
JB2 J5UE 115 3 1R 2R XU DG R (CTA) S R R R 15
T E R R(OABE Y, R L TNF-oiil ;i NF-kBfF
SWIHADAMTS-73R 15, RN ADAMTS-7 3 7] LA 11
TNF-0/K ¥, 35 K B IE Wt s+, (13 —12
152, A4 K K -7~-B(transforming growth factor-f,
TGF-B)r] LA L1 6 35 7 Fh ADAMTS-41{/mRNA K
S, AHSEANRE FMADAMTS-5IFImRNAZK T, $60] A
[F] ADAMTS [ 1 158X ] BEAS[)14,

PV i T IR SR R S RS (HE 2
FhADAMTS T 4138, %] i ADAMTS-6. ADAMTS-7#!1
ADAMTS-9"%%V, {5 56 Tt I N Ky, ADAMTS-77E14~
C-Ui TSPHL AL FE P i 28 10000, AR 1M 4 K 4 i e 91
BRI, ADAMTS-7% T44~C-3i TSPHE & 3 7. 1
ANPLACEZE #4385 F7AN 9 6 B 11 FF 25 74 3843 1 1) C-
Ui TSPHE 52 e P17, ADAMTS-78Y 4 4% 5 4K (1) 1%
5 U W e 5% I B 12 AT A S ADAMTS I 5 (1) 5 241
filo HhAh, ADAMTSIEAELE BRI G A2 1 1) R 1A =
ADAMTS VAR (19 7% 200 G i, AR G 701 14 2 1 i
AR FH R VIBR AT PR DX, 480 0 7 furin & 11 16 1
MR, B AR R AR . 73S I ADAMTSIH]
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C-3f T L5 W) T, 9 ADAMTS- 127
(P 23 M P i ) R RO C- A B TSP A 4 3,

4 ADAMTSE R I 5k

ADAMTSHE K] 58 48 AT\ 28380 4% P 9598 % V) A
7o Ehlhers-Danlos% 75 fiE (EDS) /& — Fft 5 K P &5
SRR B ADPIA, FRIE N BB E g Oty
Fat B2 AR st 5% S LSRN (G DL, EDS
L5 IR T ADAMTS-23% R 5 4% i 5 BUW TR JRU i
i D 1) g D P o L 3k R i B0, R A st R ER T
fit 5 ADAMTS-3MIADAMTS- 1411 3 fig i 7] 47 5%
ADAMTS-173 [X 58 4% F1Weill-Marchesaniff: £ £ 1if
YOG, BRI 5 M RN FECR RS 47, H
& G R R OAE WP L4 ADAMTS-171) g 16 A
T A, I PR AN st A5 4 1 25 LR 1, ADAMTS-1071
ADAMTS-177E i PRARFN 25 4 41 230 il b HL A7 O
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U ThRE 4y BT, K ILADAMTS-18i4 Fligt 4% 1 4 0 i
BIRAR KPR A R I RAEAA K, B0 7 FATRE
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Ff T ADAMTS-18FE PRI AE N 2388 A% 14 W0 I JIEE 85 % AN
B eb 5 BR 22 AR FHPT, ADAMTS-18FE N 5848 25 5| K
PA/IS 1 BRI AU R =5 SRR IR (1) IR B 3 28 4 AR 1
ADAMTSTE N3t A i /R I S e, AT
Pt ADAMTSTE S 4000 K75, 451 G G &5+ 401
Sy R AT

5 HiE

ADAMTSFK AT 194 01, A& — 2R a5k LA
] T ADAMZE [ i FIMMP 4 J& 25 (1 i 57 70 8 A
iff, 1 25 Fofr 25 S 2 R 0 2 b R o A R 9 B YT
PEH, AR AN E R . 28 B Ak ek
P T R IR S . ADAMTSTE IX 281 57 43
B D e 16 75 B — IR R FIWE5L, ADAMTS 5K %
R 2 1] () Dl e R AT S M RUBRE 1, e SRR/
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AW EENEE, BT G B AR PR K B R
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