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medicated-bath was observed. It showed a higher level of the rheumatoid factor (RF) titre, immunog-
lobulin {(Ig) G, M, A and CD4 cells, but the CD8 cells was obviousiy lower before the treatment.
Clinical data indicated that the medicated-bath had significant effective rate. In order to elucidate
the mechanism of the medicated-bath upon rheumatoid arthritis the RF titre, Ig level, complement
C., 3H-TdR incorperated with Iymphocytes transformation and CD3, CD4, CD8 cell level were
assayed. Results showed that RF titre decreased after the hath and the negative transforming rate
reached 70.6%, lg level obviously dropped as well as the number of CD4 cells while CD8 cell level
increased. The transforming stimulation index of lymphocyte cells obviously decreased. All of the
above mentioned showed that there was a higher conceniration of the enhancing factor of
interleukin-2 (IL2-EF} invalved in lymphocyte culture of rheumatoid arthritis patients. They sug-
gested that the Tibetan medicated-bath had an'immmmmﬂdulating effect on rheumatoid arthritis
patients through increasing the level of CD8 cells and reducing CD4 cells.

Key words rheumatold arthritis, Tibetan medicated-bath, immunomodulating effect

(original article on page 467)

Positive Modulating Action of Shengmaisan ($£8k#) with
Astragalus Membranaceus on Anti-Tumor Activity of LAK Cells

Zhao Tie~hna GRIgEHE), et al
Chengde Medical College, Chengde (067((X))

Enhancing the anti-tumor activity of LAK cells is one of problems which are expected to be
solved in tumor clinic at present. The effects of Shengmaisan with Asfragalus membranaceus
(SMAM) on anti-tumor activity of LAK cells with the *H release assay were studied. The LAK cells
taken from 43 persons showed obvious killing activity to acute leukemia cells from 8 patients in
different types. The results showed that the activity of LAK cells could be enhanced markedly by the
synergic action of SMAM in proper concentration {100 pg mi) with IL-2. The effect of ginsenoside
with appropriate concentration (10ug 7ml) was slightly better than that of SMAM. The treatment

for malignant tumor using SMAM assisting LAK cells could replace the application of some cell
factors which were expensive and toxic at present.

Key words Shengmaisan, Astragaelus membranaceus, LAK cells, cytotoxicity
(original article on page 471)

Clinical Study on Cinobufotalin in Treating Chronic Hepatitis B Virus Carriers
Xu Xiang-tian (3k@E M), et al

Linyi Medical School, Linvi (276002)

In a preliminary study, carriers of hepatitis B virus were treated with Cinobufotalin, a prepara-
tion from toad, for 1—3 course of treatment. Results indicated that negative conversion rate was
markedly higher in the treated groups (21.09%, 38.89%, 63.64% and 20%) than that of control groups
(2.19%, 10.879, 33.33% and 7.7% P <0.001). By the end of treatment, positive conversion rate of anti-
HBs and anti-HBe were also markedly higher in the former (19.299% and 23.45%) than that in the
latter (4.269% and 7.14% P<70.001}). During the follow-up of 3—6 months, the positive rate of HBeAg
in treated group (509%) raised as compared with the control group (20% F=0.08). The results



