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Abstract: [Objective] To study the loss of heterozygosity (LOH) and microsatellite instability (MSI) with some
microsatellite markers on 5q of esophageal squmous cell carcinoma (ESCC) in high incidence area of South China
(Chaoshan area). It will provide scientific basis for looking for the position(s) of candidate tumor suppressor gene(s)
on 5q in ESCC.[Methods] Polymerase chain reaction (PCR) based on LOH and MSI was performed in 58 primary
ESCC with 5 microsatellite markers (D5S107, SHGS31088, D5S816, D5S625, and D5S408). [ Results | Both of the
frequencies of LOH and MSI were low at SHGS31088, D55816, and D55625. The frequencies of LOH at D55107
and D53408 were 48.5% and 34.3%, respectively. The frequencies of MSI at D5S107 and D55408 were 9.1% and
5.7%, respectively. [Conclusions]According to the high frequencies of LOH at D5S107 and D5S408, there probably
existed tumor suppressor gene (s) around D5S107 and D55408 in ESCC of South China. On the other hand, the

frequencies of MSI at 5 microsatellite markers on Sq were very low, indicating MSI might not be the most important

reason for the occurrence in ESCC of South China.
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Table 1 Characateristics of microsatellite markers

Marker E/% n, t/C Size(bp)  Position(Mb) Site

CA-srand primer

GT-strend primer

D5S107 80.5 10 56  0.133-0.155 79.50
SHGC31088 - - 62 0.126 80.17
D5S816 82.6 7 59  0.225-0257 13533 5q31
D55625 74 8 58 0.224-0.238 166.20
D55408 75 7 60 0.2470-0.2650 180.05

5q14.2 GATCCACTTTAACCCAAATAC GGCATCAACTTGAACAGCAT
5ql4 ATGTGACACACCTTTATTCCTCTG ~ CAGGGACAGCTACACAGAAGC
TTGCCACTGAAAATCATATCC TCTACTTGGCATCCCTGATG

5¢35.2 ATGATTCTGGGGATGTGTCTGTCTG ATGCTGGGATTATAGGCCGTGC
5¢35 AAAAGATAAACACAACTTCCAACCC CTTTGTTTCTTTGCTCAGTCTTCG

E,: theoretical heterozygosity; n,: number of allele; #/°C: temperature of annealing; —: no information available
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Table 2 Pattern of D5S107 and D5S408 alteration in ESCC

Marker Position(Mb) Loss  Retention X -

D5S107 79.50 16 17 21
D5S408 180.05 12 23 20 3
X: not informative; —: data not available
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Table 3 Frequency of LOH of D5S107 and D55408 in
ESCC with different clinical/pathologic parameters

Allelic loss/informative cases
T T3 Gl G2 G3 LNM(+) INM(-) Female Male

DSS107 2/4 12/27 4/6 11/23 174 11724 5/9 /7 13/26
D5S408 1/5 10/28 3/6 8/24 1/5 8/21  4/14 2/ 10/28

ESCC: esophageal squmous cell carcinoma; LOH: loss of

heterozygosity
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Fig.1 Representative result of LOH, allelic retention, and MSI

T: tumor tissues
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