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The Differentiation-inducing Effect of All-trans Retinoic Acid on
Human Tongue Carcinoma Cell Line in vitro

WANG An-xun's ZENG Rong-sheng’s DING Xue-giang's Li Su’s KUANG Zhu-ji®

(1. Department of Stomatology, Fimst Affiliatled Hospital, 2. Guanghua Stomatological Hospital 3. Tumor Hospital,
Sun Yatsen University of Medical Sciences, Guangzhou, 510080 China)

Abstract:[Objeciive] To determine the effect of all-trans retinoic acid (ATRA ) on human tongue carcinoma. [Meth-

ods) Using variant concentration of ATRA (10 °mol/L ~10 “mol/L) process human tongue carcinoma: (D To observe

the cellular growth status under phase contrast microscope and describe the growing curve; @ To obsewe the morphologi-

cal alteration under transmissional electron microscope; (3 To determine the DNA synthesis ability by H-TdR Incorpora-
tion test. [Result] After treated with ATRA, the tongue carcinoma cell line had the follwing changes: (D The cellular

growth rate obviously fell and the group doubling time prolonged; @ A series of cell morphological changes was ob-

served, such as more tonofilaments and more well-differentiated organelle in experimental groups than in the controls;

The H-TdR incorporation rate was obviously dropped and the inhibition rate was 23% ~ 62%, there were significant

changes after treated with ATRA. [ Conclusions] ATRA has certain differentiation-inducing effects on human tongue car-

cinoma cell lme.
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Fig. 1 Morphdogical alteration of Tca8113 cells in the
presence of ATRA under phase contrast microscope
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Fig. 2 Effect of variant concentration of ATRA on
the growth of Tca8113 cells in vitro
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Fig. 3 Morphological alteration of Tca8113 cells in the

presence of ATRA under transmissional electric microscope
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Table 1 Effect of vaiiant concentration of ATRA on the “FFTdR

incorporation rate of Tca8113 cells in vitro

Group

apm

Inhibitation rate

%

Contols 3 6681140 —
1%o ethanol 3 5958+377 —
10 °mol/ LATRA 3 46194540" 23+4
10 ®*moV/ LATRA 3 3 6611416" 38411
10 "moV LATRA 3 29624-468" 50£5
10 *mol/ LATRA 3 2 747+441V 54+4
10 *mol/ LATRA 3 23024:474" 6216

1) Compared with 1 %0 ethanol group by ANOVA, P<C Q 01
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