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ABSTRACT Objective To observe the effect of acupuncture along affected meridian on the mem-
brane metallo-endopeptidase (MME) gene expression of migraine patients without aura (MO) of Gan-
yang hyperactivity syndrome (GYHS). Methods Totally 20 MO patients of GYHS were randomly as-
signed to the acupoint group (acupuncture along affected meridian) and the non-acupoint group, 10 ca-
ses in each group. Needling was performed once per day for 10 consecutive days. Gene chip technology
was used to obtain two sets of gene expression profiles and analyzed using Gene Ontology (GO).
Results In the acupoint group, MME gene expression decreased after needling (P =0.0023). That gene
was rich in the beta-amyloid metabolic process (P =3.16E —05) and the peptide metabolic process (P =
0.009612). Its expression was not seen in the non-acupoint group. Conclusion The effect of point selec-
tion along affected meridian could be achieved possibly by regulating the MME gene expression.
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F2 %7V GO SrHrai R
GO /MRS 5 4 GO /NE 24K L SipAS P14 log_odds_ratio
G0:0050435 beta-amyloid metabolic process MME/MME/MME/MME 3.16E-05 6.068 347
G0:0043461 proton-transporting ATP synthase complex assembly ATPAF2//ATPAF2//ATPAF2 0.000 287 7.709 893
G0:0070272 proton-transporting ATP synthase complex biogenesis ATPAF2//ATPAF2//IATPAF2 0.000 287 7.709 893
G0:0070071 proton-transporting two-sector ATPase complex assembly ATPAF2//ATPAF2//ATPAF2 0.000 693 7.224 466
G0:0009072 aromatic amino acid family metabolic process FAH/[FAH//[FAH/IFAH/IFAH 0.000 960 4.768 787
G0:0051085 chaperone mediated protein folding requiring cofactor TOR3A/TOR3A/TOR3A/TOR3A 0.001 088 5.588 878
G0:0061077 chaperone-mediated protein folding TOR3A/TOR3A/TOR3A 0.003 986 5.089 307
G0:0006518 peptide metabolic process MME/MME/MME/MME 0.009 612 3.948 608
G0:0051084 ‘de novo’ posttranslational protein folding TOR3A/[TOR3A/TOR3A/TOR3A 0.016 898 4.402 465
G0:0006458 ‘de novo’ protein folding TOR3A/TOR3A/TOR3A 0.021 726 4.297 112
G0:0001893 maternal placenta development PRDM1//PRDM1//PTGS2 0.034 329 5.124 931
G0:0009155 purine deoxyribonucleotide catabolic process NUDT1/NUDT1 0.042 789 6.861 896
G0:0009215 purine deoxyribonucleoside triphosphate metabolic process ~ NUDT1/NUDT1 0.042 789 6.861 896
50.0031665 negative regulation of lipopolysaccharide-mediated PRDM1 /PRDM!1 0.042 789 6.861 896

signaling pathway

TP s 2 HAE /)N, GO B4R JE 5 MO MG MK ;log_odds _ratio f{3% log LufE L (LR)
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