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Investigation of the Immunomodulatory
Effects of TWHTf and Tetrandrineon T
Lymphocytes Using Genomic Approaches

Jenn-Haung Lai

National Defense Medical Center

ABSTRACT

Among the chinese herbs prescribed for rheumatic patients, tripterygium
wilfordii Hook f and plant alkaloid tetrandrine are the two that received most
extensive attentions from basic and clinical researchers. Aside from the treatment
for arthritis, tetrandrine is also used for the therapy of silicosis. Although these two
drugs are extensively used, their immunosuppressive mechanisms are far from
understood. In past few years, we have been working on examining the molecular
mechanisms of these two drugs on human peripheral blood T cells, the most
important regulators in our immune system. The accomplishment of these works
have been published in several renown journals (Ho et al, J. Rheumatology,
26:14-24, 1999; Ho et al, Eur. J. Pharmacol., 367:389-398, 1999; Lai et al,
Transplantation, 68:1383-1392, 1999 ; Lai et al., J. Immunol. 166:6914-6924, 2001).
Since genomic medicine has become one of the major fields in both clinical and
basic research, we sought to use microarray analysis to identify the genes regulated
by tetrandirne and TWHf in activated human peripheral blood T cells. The
information on the immunoregulatory effect of these drugs on specific T cell genes
may provide further implication of the development of new drugs targeting the
autoimmune diseases and graft rejections.

Keywords : tetrandrine, T cells, immunomodulation, genes, TWHf
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