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Relationship between serum TSP 1/2,MMP 2/9 and brain hematoma and

edema in acute phase of hypertensive intracerebral hemorrhage
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[ Abstract]Objective . To investigate the change level of thrombospondin 1/2(TSP1/2) and matrix metalloproteinase 2/9 (MMP2/9) in
patients with acute hypertensive intracerebral hemorrhage (HICH) and its clinical significance. Methods . The 52 patients with HICH
within 24 hours from onset diagnosed with head CT as experimental group and 52 cases of physical examination in the same period
were collected as the normal value prospectively. In HICH group ,brain hematoma volume and edema volume were calculated by CT
detection,and TSP1/2 and MMP2/9 levels in serum were determined on days 1,3,7,14 after onsets. Results: DThe level of TSP1/2 and
MMP2/9 in serum of the HICH group was significantly increased than the normal value at each time point. TSP1 and TSP2 reached the
peak on the 3 d [(358.36 +20.58),P=0.000] and 14 d[(358.8 +17.09),P=0.000] respectively after intracerebral hemorrhage. The
serum level of the MMP2[(454.23 + 43.34),P=0.000] and the MMP9[(589.24 + 56.65), P=0.000] reached the peak on 3 d after in-
tracerebral hemorrhage. @The cerebral edema volume reached the peak on 7 d[(38.85 +4.19),P=0.000] after intracerebral hemor—
rhage ,but the brain hematoma volume gradually decreased after illness. 3The serum level of TSP2 was in weak negative correlation
with the serum level of MMP9 after intracerebral hemorrhage (r=—0.14,P=0.000) ; the serum level of TSP2 was negatively related to
the brain hematoma(r=-0.57,P=0.000) ; the serum level of MMP9 was positively related to the brain hematoma(r=0.73,P=0.000) ; the
serum level of MMP2(r=0.79,P=0.000) and MMP9(r=0.73,P=0.000) were positively related to the cerebral edema. Conclusion:The

TSP may affects cerebral hematoma volume and edema surrounding bleeding through regulating MMP expression level after cerebral
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1 ME S-S E ALK TSP1/2 B MMP2/9 Rk i
Tab.1 Expression of TSP1/2 and MMP2/9 in serum before and after ICH in each time point

A5 TSP1(ng/mL) TSP2(ng/mL) MMP2 (pg/mlL.) MMP9( pg/mL)
RIRET 115.00 + 14.69 101.68 +9.53 59.30 £ 11.17 6630+ 11.17
EikE 1d 156.50 + 10.91° 148.44 + 14.90* 73.66 £11.13¢ 220.57 £ 23.57°
EpifE 34 358.36 + 20.58" 231.84 £ 17.15° 454.23 + 43.34% 589.24 + 56.65
KWE 14 212.72 £ 2429 280.00 + 11.86* 208.76 + 16.02¢ 437.74 £ 34.01°
B 14d 147.16 + 20.62° 358.80 + 17.09 73.34+9.51° 91.46 + 11.94*
F{& 622.520 1181.260 1 656.070 1467.950
P& 0.000 0.000 0.000 0.000

1 5 RIRRIHREL , a: P<0.05,b: P<0.01

F2 B SR E R E &5 AR F0 Rk b
Tab.2 Hematoma volume and brain edema area after ICH at
different time points

43 AME(mL)  ffE (ml) 7K B/ e
BRE 1d 21.71+3.87 26.73 £9.20 1.05+0.27
RIFIE 3d 30.83+3.600 2512112 0.59 £0.15*
EErE7d 38.85:4.19° 2056:891"  0.37:0.16"
Bl 14d 23.17+3.72 1578 £683 049+ 028
FiE 222.130 75.050 99.350
P 0.000 0.000 0.000

¥ 5 RIRHIA I, a: P<0.05,b: P<0.01
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(r=0.338 ,P=0.013) & TSP2(r=0.188, P=0.008) S B {2 55
AR,
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JC B R 4R M4 7 b0 TSP BYE I R #E 5 MMP 1
RIEAFEYIXRAR, Rodriguez—Manzaneque SF19% Hl
TSP @1 M1 MMPO #4234 30 il b 3 ) Bl of %%
H R, John ZFUEFSTFEEE TSP1 B LA 3 SE 1A #
MMP2/9 J H i 2 B TIMP1 #3235 V8 4% b ygg i
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i 0 H] MMP2/9 )32 34 7K S J #4737 1 o 5 P 1
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Bk, P, TSP1 F1 TSP2 7 By i fs 4 i HY i e s
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