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somal protein, RP) 2 A X E RH A, ANBOAAARER " BAAL R ANRZI B R|ETBRE,
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A H,2 % RP %404 B (RPL26-likel \RPL7-likel ) $94& ZE A% K, UC(MEIE + BHIE) 8 X 5 EAZN
AREFEFAR  2FATALD; BRAELSREAIAA 9L LFLE 2L TRALY MEE5RE
AR ELEFAZAR , 2HATRARB;REESBHAER 6 FEFARLR, 26 A LAAR, B£4
HEFREAL UC EZHRTURBAGHOEARALERFH L, BREFEEETRAALRESFS
SAERAAALRHZAYETF, &8 ARAHETRPAELSH UCHEEHFBHRIERP XB AR T
A EAUC M EiEf UC BRERAL AMEY RP A H kiki#,
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Study on Ribosomal Protein Gene Expression in Patients with Ulcerative Colitis of Pi-asthenic Syndrome
and Pi-sthenic Syndrome CHEN Yu-long, CHEN Wei-wen, LI Ru-liu, et al Institute of Gastroenterology, Guang-
zhou University of Traditional Chinese Medicine, Guangzhou (510405)

ABSTRACT Objective To study differential expression profiles of ribosomal protein ( RP) genes in
healthy subjects and ulcerative colitis (UC) patients of Pi-asthenic syndrome ( PAS) and of dampness-heat
syndrome (DHS), thus providing experimental bases for " Pi as the source of qi and blood" theory from the
view of protein synthesis. Methods RP genes arrays were made. The mucous membrane of colon was detected
in four UC patients of PAS (UC-PAS), four UC patients of DHS (UC-DHS), and four healthy subjects (N), and
data analyzed using BRB-TOOL Software Package (3. 9). Bioinformatics analyses were conducted in differential
genes. Results Low-density RP gene chips were successfully produced, including 77 RP genes and two RP like
genes ( RPL26-like1 and RPL7-like1). There were twelve differential genes between UC (PAS + DHS) and N, all
of which were down-regulated genes. There were nineteen differential genes between UC-DHS and N, all of which
showed down-regulating tendency. There were three differential genes between UC-PAS and N, all of which were
down-regulated genes. There were six differential genes between UC-PAS and UC-DHS, all of which were up-regu-
lated genes. Cluster analysis showed that normal and UC samples of this chip can be classified according to gene
expression profiles, and UC-PAS and UC-DHS can be classified by clustering. Various differential genes had a
common transcription regulatory factor. Conclusions RP genes arrays were successfully produced. RP gene ex-
pressions were down-regulated in UC-PAS and UC-DHS. Corresponding gene expression profiles were shown in N,
UC-PAS and UC-DHS.
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