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[FHE]1 B K317 5 R e ka8 (17pl3.3) 8 & sk X (LOH) £ & W4 40 10 & fe i (AML) 69 48 A,
Fitk RARGHAERBY ¥ R AHB R Rk fe s R & R, AR 17pl13. 3 L e§ D17S1866,D175695,
D17S849.,D17S926 ,D17S643 # . 24 %6 LOH, £ R 30 # AML &% F &4 LOH #3417 #1(56.7%)25 41
£ .D17S1866.D17S695,D17S849 ., D17S926 . D17S643 4% % LOH #5 & & F 4k Rk A 23. 3% (7/30).23. 3% (7/30) .
16.7%(5/30).13.3%(4/30) 4= 6. 7% (2/30), H ¥+ 2 4] B & £ D17S1866.D17S849 4% & & 4 LOH;2 4] B 8 f£
D17S1866.D17S695 4% & % A& LOH;1 4 B 8 £ D17S695.D17S849 4% & & A& LOH;1 4 F 8 £ D17S695.D17S926
155 % & LOH;1 4] F 8 42 D17S1866.,D17S849 . D17S643 12,5 % A2 LOH, 10 ¥l s B EH A% % LOH, %it

17p13.3 £ D17S1866,D17S695, D17S849, D17S926, D17S643 45 & 7T # @l 2] 42 & 91 5 49 LOH, 3 7% K K 4
LOH Té & AML WA A FH—F KA.
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[ Abstract] Objective To study the effect of the lost of heterozygosity(LOH) on chromosome 17p13. 3 in acute
LOH at 5 microsatellite markers including D17S1866,D17S695,D17S849,

D17S926,D17S643 was detected in 30 cases of AML by polymerase chain reaction amplification(PCR) , polyacrylam-

myelogenous leukemia( AML). Methods

LLOH at one or more markers was observed in 17 out of 30 informative
cases (56. 7%). The frequencies of LOH in 5 microsatellites, namely D17S1866, D17S695, D17S849, D17S926,
D17S643 were 23.3%(7/30), 23.3%(7/30), 16.7%(5/30), 13.3%(4/30) and 6. 7% (2/30) respectively. 2 cases
had LOH at both D17S1866 and D17S849. Another 2 cases had LOH at both D17S1866 and D17S695. One case had
LOH at both D17S695 and D17S849, and one case had LOH at both D17S695, D17S926. One case had LOH at
D17S1866,D17S849 and D17S643. 10 cases from the control group had no LOH. Conclusion High occurrence fre-
quency of LOH can be found at D17S1866, D17S695, D17S849, D17S926 and D17S643 on 17p13. 3, suggesting that
the LOH in these region may lead to AML.
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DNA 0. 25 ng,4 X dNTP 4% 125 pmol/L, 5| ¥4 10 pmol, Tag
plus I DNA R4 1 U, 10 X buffer (Y & Mg )4 uL, PCR
FEAR YRR 95 °C 5 min HAS MG, 4T 35 3695 C
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D1751866 L34 TGGATTCTGTAGTCCCAGG 55 175
K514 GGTTCAAAGACAACTCCCC
D17S695 5% CTGGGCAACAAGAGCAAAATTC 60 205
KB4 TTTGTTGTTGTTCATTGACTTCAGTCT
D17S849 W54 CAATTCTGTTCTAAGATTATTTTGG 55 253
R34 CTCTGGCTGAGGAGGC
D178926 T3 GCAGTGGGCCATCATCA 58 253
K34 CCGCAGAAGGCTGTTGT
D17S643 Efs[4 CTTCCTTGTCTCTAAACAGTCCTTT 60 147

g4 GTAGTCCCAGGGAGCTGGAAGT

1.4 S5RMELE 0 973G )™ Wy 4 5 V3 I Tk Jic B J5¢ P, Dk R i
FR AR U (0 J5 o T8 I LA 43 B A 43 2 5 & 4= LOH., & %8 A
Wi RE AR 7E 1% TR L 2 75 4 A 15 B 1Y (informative) - 7 {7 B 2
HRIEW ALORE MR A - & i iR 5 B 2 52510
SR G R B 1 SRS B 4 U SR AR B,
A HEERELET LOH, 5RE A TEHHS L. &
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D17S1866.,D17S849 i s, & = LOH; 2 il [] Bt #£ D17S1866,
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TEZX S B SEE, 5 Al m & 4a %, fEEx
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