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Table 1. Matrix metalloproteinase family

ravar Trivial Name KD {Source Substrate
No.
1 Intestitial 55 |Connective tissuelCollagen [, II, X,
collagenase cells gelatin,
proteoglycan
] Neutrophil 75 {Neutrophils collagens, gelatin,
collagenase proteoglycans
3 Stromelysin-1 57 JConnective tissue|Proteoglycan, cross-
cells, macrophages |link regious of
collagens I1I, IV,
IX, collagens X, XI,
procollagens,
tibronectin laminin,
gelatin,
collagenase,
gelatinase B
10 stromelysin-2 57 |Macrophages As stromelysin-1 but
imuch lower activity
2 Gelatinase A 12 rMosc cell types Denatured collagens:
collagens 1V, v,
VII,X, and XI
9 Gelatinase 8 55 |Monocyres, As gelatinase A
connective  tissue,
tumor cell
7 Pump (matrilysin} |28 |lmmature monocytes,|As stromelysins,
mesangial, tumorfelastin
cells {not fully|
defined)
11 stromelysin-3 51 [stromal cells of[Unknown
tumors
12 jnetallo-elastase 57 |Macrophage (mouse) (Elastin, fibronectin
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Fibrosis is the result of net accumulation of
collagen in the organ. This may occur as a
consequence of alterations in the synthesis of
collagen, their degradation, or both. Recent

investigations revealed that a decrease in
collagen degradation plays a crucial role in
fibrogenesis. Two pathways exist in collagen
degradation : extracellular and intracellular.
Each pathway has an important enzyme ;
that is, matrix metalloproteinases (MMP)
and collagenolytic cathepsin, respectively.
Collagenolytic activity is regulated at several
levels. Expression of MMP and tissue inhibi-
tors of metalloproteinase (TIMP), which act
as inhibitors of MMP, is regulated independ-
ently by a number of cytokines and growth
factors. MMP, which is synthesized in the
cell, is secreted in a latent form. Activation
of the latent MMP is controlled by TIMP
and plasminogen activator inhibitor. TIMP
also inhibits activated MMP which can de-
grade connective tissue matrices including
collagens. In the condition where TIMP is
predominant over MMP, activity of collagen
breakdown is reduced, and consequently colla-

gen deposition occurrs.





