e 3554 E R I E ¥ 4275 2015 48 12 F 4 36 %4 24 #] Int ] Lab Med,December 2015, Vol. 36,No. 24

. it = .
HUERETFERSSIES S AMEERENAXKE

S HAK, AR, FHEES
(FAe T EHE—EREBH, A EFFME4H 010030)

# E:BH KA ARRTF(IGCHAREZRFRZARE SAMRTHMBMM LR, Fix KRAROASTREAFRL,
SRR & 55 b Fof B AT IR 55 4], R A B A4k BB (PCR)-#% #8540 & B (LDR) # 47 A B A 542 5 B\ B 4ol , 5
#—FHAMNAESA, ER MMEF TCF S ARARE FEARMAE KOLRB A, AP EAGMEL S RA K £
FARGHFELP>0.05), i HUMAKATEARLEHYREIRE SARTHBOAANR TR Z AR RGMAERE,

ERF:SARTHE: EHIR AN HALAKRATFAR

DOI:10. 3969/j. issn. 1673-4130. 2015, 24. 019 TEKARIRAD A X EHS:1673-4130(2015)24-3554-02

Correlation between TGF gene polymorphism and multiple myeloma
Han Fugiu ,Yang Guodong sWang Shichao , Dong Hairong”®
(Department of Clinical Laboratory, Huhehaote Municipal First Hospital s Huhehaote, Neimenggu 010030, China)

Abstract: Objective To investigate the relationship between transforming growth factor gene (TGF) single nucleotide poly-
morphism (SNP) and multiple myeloma (MM). Methods The case control study was performed, 55 patients with MM and 55
healthy controls were selected. The genotype and allele detections were performed by adopting the polymerase chain reaction (PCR)
and the ligase detection reaction (LDR) respectively. Then the sequencing based typing was further conducted. Results There were
no statistically significant differences in the two loci genotype {requencies, allele frequencies and genotype frequencies in joint hap-
loid typing between the MM group and the control group(P>>0. 05). Conclusion SNP of TGF gene has no obvious correlation with
the occurrence of MM and subtypes.
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