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The Therapeutic Efficacy of AACMVHSV-TK/ GCV System on the Treatment of Oral Squamous Carcinoma
Xenografts HUANG Hongfzhangj, WANG An-xun’, LISw’, CHENG Jiarrjing3, KUANG Zhujji3. (1. Department of
Oral Maxillofacial Surgery, Second Affiliated Hospital, 2. Department of Oral Maxillofacial Surgery, First Affiliated Hospi-
tal. 3. Tumor Hospital, Sun Yat-sen University, Guangzhou 510120, China)

Abstract [Objective]l To investigate the therapeutic efficacy of adenovirus mediated herpes simplex virus thymidine kinase (Ad-
CMVHSV-TK)/ganciclovir(GCV) system on the treatment of oral squamous carcinoma xenografts. [ Methods] Tca8113 cells were
inoculated subcutanously in the right flank of BA LB/ ¢ nude mice. Mice were randomly assigned into 4 groups after xenografis became
palpableCeighth day) and treated: @D controk @ AdCM VHSV-TK (2> 10° PFU, intratumorally) only, @GCV (intraperitoneally,
25 mg/ kg twice daily for 6 days) only, WAdCMVHSV-TK/ GCV. The tumor grow th was observed and inhibition rate and tumor
doubling time w ere calculated; Tumor histopathological changes were studied and the metabolism of GCV in vivo was detected by
high performance liquid chromatography (HPLC). [ Results] Compared to the other three control groups mice treated with Ad-
CMVHSV-TK/GCV system demonstrated significant tumor regression ( P<Z 0. 001), the tumor doubling time prolonged and the in-
hibition rate was 90. 69%; Substantial tumor necrotic area and infiltrative lymphocytes around necrotic area under light microscope
were found. ITn AACMVHSV-TK/GCV treated group only GCV peak was found in blood but another peak (phosphorylated GCV)
appeared in tumor tissue; only GCV was found in both blood and tumor tissue in the control group.[ Conclusion] AdCM VHSV-TK/
GCV suicide gene system has strong tumor inhibition effect on oral squamous carcinoma xenograf ts.
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Fig 1 Tumor growth curves of the xenografts after treated
with AACMVHSV-TK/ GCV system
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Better Methad in Myoblast Cell Culture with Small Muscle Pieces Reuse (Text in page 339)
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Fig. 1 The myoblast cells cultured with the reused muscle pieces( 100 x )
Left: the first time used cells: Right: the 6th time osed cells

Fig. 2 Immunohistiochemical stain of desmin of the myoblast cells cultured by the reused muscle pieces
(100 )
Left: the fiest time used cells; Right: the 6th time used cells

Fig. 3 Immunofluorescence stain of dystrophin of the myoblast cells cultured with the reused muscle
pieces (100 = )

Left: the first time used cells; Right: the 6th time used cells
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The Therapeutie Efficacy of AdCMVHSV-TK /GCV System on the Treatment of Oral &;quamuua
Carcinoma Xenografts  (Text in page 372)
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Fig. 2 Histopathological changes of xemografts after treated with AACMVHSV-TK /GCV system
A Controls B: HSV-TK/ GOV treated group (HE, = 100)
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