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Inhibition of pachymaran on spontaneous lung metastasis in Lewis lung cancer of
mice and its mechanism
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Tianjin University of Traditional Chinese Medicine, 300193 Tianjin, China

Abstract: Objective To investigate the effects and mechanism of pachymaran on spontaneous lung metastasis in Lewis lung cancer
mice model. Methods C57BL/6 mice were sc injected with Lewis lung cells in the right axilla, and the mice were divided into four
groups with ten mice each, such as model (physiological saline), cisplatin (0.04 mg), and pachymaran high- and low-dose (0.50 and
0.33 mg) groups, and from the day 2 of model establishment, the drug was given through tail vein every 2 d. The tumor volume was
measured from 7 d to 21 d every two days. The number of metastasis on the surface of the lung was calculated after 21 d. The number
of micrometastases in lung was calculated by HE staining. The numbers of peripheral blood leukocytes, spleen weight, and spleen
index were also detected. Results The low- and high-dose pachymaran had no effect on the growth of the tumor. The high-dose
pachymaran could reduce the number of lung surface metastases and increase the expression of CD11b mRNA in peripheral white
blood cells. It had no effect on the number of the peripheral blood leukocyte, spleen weight, and spleen index. The low-dose
pachymaran had no effect on the number of lung surface metastases, the number of the peripheral blood leukocyte, spleen weight, and
spleen index. But it could increase the expression of CD11b mRNA and CD18 mRNA in peripheral white blood cells. Conclusion
Pachymaran has no obvious inhibitory effect on Lewis lung cancer solid tumor in mice, but could inhibit the spontaneous lung
metastasis. It has no significant effect on peripheral blood white cell count, spleen weight, and spleen index, but it may increase the
expression of CD11b and CD18mRNA of peripheral white blood cells. It is suggested that the activation of peripheral white blood cells
could be involved in the mechanism of pachyman inhibitory mechanism of tumor metastasis.
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Table 1 Effect of pachymaran on tumor weight of Lewis lung

cancer solid tumor-bearing mice ( x=s, n=10)

i A/ (mg 7 WEE RR%

Y — 7.78+1.99

I 0.04 231135 70.30

2 0.33 737+1.55 5.27
0.50 7.45+0.38 4.24

SROMA LR "P<0.05
"P <0.05 vs model group
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Table 2 Effect of pachymaran on spontaneous lung metastasis in Lewis lung cancer solid tumor-bearing mice ( x s, n=10)

4 A/ (mg- 7 I R TH e A e B A R AT ZE /% NGRS L B A
L7 — 14.00£7.56 — 1.1940.66
I 0.04 2.83+2.64 79.76 0.67£0.77
2 0.33 13.20+5.25 5.71 1.13+0.83
0.50 6.80+2.39" 51.40 0.94+0.57

LM "P<0.05
*P <0.05 vs model group
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Fig.2 Effect of pachymaran on spontaneous lung metastasis in Lewis lung cancer solid tumor-bearing mice by HE staining
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Table 3 Effect of pachymaran on numbers and expression of CD11b and CD18mRNA in peripheral blood leukocytes

of Lewis lung tumor-bearing mice
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