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Effect of calcium channel blocking agents on the PCI-DTH

liver injury induced by delayed-type hypersensitivity in mice
CAO JirSong, LU Zhao-Hua, XU Qiang
( Dept of Pharmacology for Chinese Materia Medica, China Pharm aceutical University, Nanjing 210009)

ABSTRACT

and calcium channel blockers on the liver injury in-

AIM To examine the roles of calcium

duced by delayed-type hypersensitivity to picryl chlo-
ride (PCI-DTH) . METHOD The liver injury was
induced by delayed-type hypersensitivity to picryl
chloride ( PCl) . The calcium content in liver and
ALT in serum were measured in a regular interval af-

ter the elicitation of liver injury. The calcium blocker

was administered 1 h prior to and 8 h after the elicita-
tion. RESULTS Liver calcium content increased at
6 h after PCl injection, reached its peak at 18 h, and
decreased to normal level at 36 h. Serum ALT activi-
ty showed a similar change but with an about 6 h de-
lay. Both nifedipine and velapamil significantly inhib-
ited the elevation of serum ALT activity in parallel

with the decrease of calcium content in liver. A good
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correlation was observed between the liver calcium
contents and the serum ALT levels. CONCLUTION

Calcium may play a role in the pathogenesis of PCI-
DTH liver injury. Calcium channel blockers may be

used for the regulation of the liver injury .
KEY WORDS  picryl chloride ( PCl); delayed-type
hy persensitivity (DTH); liver injury; calcium; calci-

um channel blocker; nifedipine; velapamil



