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[Abstract]  Objective To investigate the therapeutic effect of human urinary kallidinogenase in
patients with acute cerebral infarction and explore the mechanism by blood oxygen level dependent
functional magnetic resonance imaging (BOLD-fMRI). = Methods twenty-three patients with acute
cerebral infarction were randomized into control group (n=11) and treatment group (n=12) to receive
conventional treatment and additional human urinary kallidinogenase treatment for 12 to 14 days,
respectively. BOLD-fMRI was performed, and the affected forefinger muscle strength and NIHSS score
were recorded before and after the treatment. Results In the treatment group, the activated frequency
and volume in the sensorimotor cortex (SMC) ipsilateral to the infarct increased significantly after the
treatment (11/12 vs 4/12; 99.58+169.41 ys 105.17+197.23, P<0.05). The increment in the activated
volume in the SMC was significantly greater in the treatment group than in the control group (94.42+
51.57 vs 16.09+106.61, P<0.05). The forefinger muscle strength and NIHSS score in the treatment group
improved significantly after treatment (2.67+1.44 ps 1.25+1.48; 4.92+2.94 ps 10.42+3.80, P<0.05), and
the improvement in NIHSS score was significantly greater in the treatment group than in the control
group (5.50£1.31 »s 3.18£2.48, P<0.05). Conclusion The therapeutic effect of human urinary
kallidinogenase on acute cerebral infarction is mediated essentially by promoting the activation in the
SMC in the functional area of the brain.
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Tab.1 Activated frequency of the functional area of the brain in the two groups

SMC
ikl 1%k

/NI

WITHT AR P

P fFED BT M Pl

YT UL 12 4/12 11/12  6.400
Xif IR 4 11 7/11 8/11  0.000

0.009 2/12 8/12 4286  0.036

1.000 3/11 3/11 0.000 1.000

X 8 1.072  0.000
P 0.220  1.000

0.012  2.165
0.640  0.100

]2 PIALEE NG RE DO AR TR L B (s, K)
Tab.2 The activated volume of the function area of the brain in the two groups (Mean+SD.k)
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Fig.1 MRIand fMRI in a patient in the treatment group
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Tab.3 Affected forefinger muscle strength and NIHSS score in the two groups (Mean+SD)
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