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[Abstract] Objective: To investigate the longitudinal changes of edema and substance and ener2
gy metabolism after cerebral infarction, and the effects of lumbrokinase. Methods: By means of the ani2
mal model of photochemically induced temporal cortical infarction and the technology of T2 weighted
magnetic resonance imaging (MRI), lH2and 31P2magnetic resonance spectroscopy ( MRS) . Results: On
the 1st, 3rd, 5th and 7th day after infarction, a region of T hyperintensity was observed in left tempo2
ral neocortex in infarction group and lumbrokinase group. The volume and T, intensity of the region
gradually decreased from the 1st to the 7th day after infarction; the ratio of NAA/ (Cho+ Cr) in the re2
gion in infarction group was significantly lower than that in the corresponding region in sham2operated
group on the 3rd, 5th and 7th day after infarction respectively (P < 0.05); Lac appeared in the region
in infarction group on the 1Ist, 3rd, 5th and 7th day after infarction, and was not observed in the corre2
sponding region in sham2operated group at all time points. Compared with sham2operated group, the
ratio of BATP/( PME+ PDE) of the whole brain in infarction group was significantly lower on the 1st,
3rd and 5th day after infarction respectively (P < 0. 05). Lumbrokinase significantly decreased the
volume of the region of T, hyperintensity on the Ist day after infarction (P < 0.05), significantly in2
creased the ratio of NAA/( Cho+ Cr) of the region on the 7th day after infarction (P < 0. 05), and
significantly increased the ratio of BATP/(PME+ PDE) of the whole brain on the Ist day after infarc2
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tion (P < 0. 05). Conclusion: The results indicated that the infracted region had severe edema, in2
creased Lac and apparent neuronal dysfunction and death, and energy metabolism of the whole brain

decreased after focal infarction, and that lumbrokinase effectively ameliorated the edema of infarcts and

promoted energy metabolism of the whole brain at the early stage of focal cerebral infarction, and de2

creased the neuronal dysfunction and death in infarcts at the late stage.
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Effect of ranitidine bismuth citrate on experimental gastric ulcer

XU Hui, YAO Quan2sheng, ZHOU Gudlin
(Institute of Materia Medica o Jiangsu Province, Nanjing 210009, China)

[Abstract] Objective: To study the effect of ranitidine bismuth citrate ( RBC) on four kinds of
experimental gastric ulcer. Methods: The nhibitory effect of RBC on experimental ulcers: including
aqueous extract excitability ulcer in mice, acetic acid induced ulcer in rats, pyloric ligational ulcer in
rats, ethanol induced ulcer in rats were observed. Results: RBC showed significant protective effect on 4
experimental gastric ulcers. RBC significantly reduced the gastric ulcerogenesis, gastric acid secretion,
and gastric pepsin activity( in pyloric ligation model) in animal models. Ranitidine HCI was also effec2
tive in treatment of gastric ulcer but less potent than RBC in these models. Conclusion: RBC is a suit2
able agent for treatment of gastric ulcer because it possesses the inhibitory effect of gastric acid secre2
tion of ranitidine and mucosal protective and pepsin inhibitory effect of bismuth.
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