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[Abstract] Objective To discuss the action mechanism of acupuncture-moxibustion in treating Crohn’s disease (CD)
from the perspective of gene expression profile. Method The subjects all signed the informed consent form to receive
colonoscopy and colon mucosa was collected from the CD patients and healthy subjects. Gene microarray technique
was used to detect the colon mucosal gene expression profile in the healthy volunteers and CD patients before and after
acupuncture-moxibustion treatment. The differentially expressed genes in acupuncture-moxibustion treatment of CD
were screened to undergo GO and Pathway analyses in combination with bioinformatic method. Result Significant
reduction of inflammatory response was found in colon mucosal tissues in CD after acupuncture-moxibustion treatment.
Compared with the healthy volunteers, there were 3449 differentially expressed genes in CD colon mucosa (2250
up-regulated and 1199 down-regulated). The expressions of 1926 genes (536 up-regulated and 1390 down-regulated) in
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colon mucosa differed after acupuncture-moxibustion treatment of CD compared with the pre-treatment state, and 388
(62 up-regulated and 326 down-regulated) out of the differentially expressed genes in CD colon mucosa were reversed
by acupuncture-moxibustion; the CD-related differentially expressed genes that could be modulated by
acupuncture-moxibustion were mainly associated with biological functions including transcription factor STAT
phosphorylation, ATPase activity, B cell-mediated immunity and natural killer cell-related immunity, and the relevant
pathways mainly were toll-like receptor signaling pathway, autophagy regulation system, natural killer cell-mediated
cytotoxicity. Conclusion Acupuncture-moxibustion can effectively reduce colonic inflammatory response in CD
patients, influence the abnormal gene expression profile in CD colon mucosal tissues, and the differentially expressed
genes are mainly involved in biological processes such as cell cycle, immune inflammatory response and cellular

autophagy.
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Name Description
CD/Nor CD_AM/CD
MGAM maltase—glucoamylase (alpha—glucosidase) 5. 37 -2.73
GSTA1 glutathione S—transferase Al 4. 81 -1.01
CPS1 carbamoyl-phosphate synthetase 1, mitochondrial 4. 48 -3.20
MUC3B mucin 3B, cell surface associated 4.19 -1.86
SCIN scinderin 3.99 -3.22
Cl2o0rf27 chromosome 12 open reading frame 27 3. 96 -4.23
C10orf81 chromosome 10 open reading frame 81 3.75 -2.35
similar to UDP-glucuronosyltransferase 2B15 precursor (UDPGT) (UDPGTh-3)
L0C653180 3.73 -2.39
(HLUG4)

FLJ20273 RNA-binding protein 3.72 -2.90
TM9SF2 transmembrane 9 superfamily member 2 3.71 - 1.57
TCN2 transcobalamin Il ; macrocytic anemia 3.65 -1.81
CLDN15 claudin 15 3. 56 -1.63
ATP1A1 ATPase, Na'/K"™ transporting, alpha 1 polypeptide 3.52 -2.49
MAX MYC associated factor X 3.51 -1.45
MOGAT2 monoacylglycerol O-acyltransferase 2 3.44 -2.88
LOC134147 similar to mouse 2310016A09Rik gene 3. 34 -2.90
MS4A8B membrane—spanning 4-domains, subfamily A, member 8B 3.29 -1.66
TUBAL3 tubulin, alpha-like 3 3. 27 -2.14
UGT2B11 UDP glucuronosyltransferase 2 family, polypeptide Bll 3.25 -1.37

similar to solute carrier family 6
LOC653562 3.25 -2.32
(neurotransmitter transporter, creatine), member 8

gap junction protein, beta 1, 32kDa
GJB1 3.23 -3.52
(connexin 32, Charcot-Marie-Tooth neuropathy, X-1linked)

CDK8 cyclin—dependent kinase 8 3.19 -1.34
GLUD1 glutamate dehydrogenase 1 3.14 -1.63
DAK dihydroxyacetone kinase 2 homolog (S. cerevisiae) 3. 08 -1.68
WDR23 WD repeat domain 23 3.07 -1.40
LOC646675 similar to aconitase 2 precursor 3. 06 -1.39
TCF7L2 transcription factor 7-like 2 (T-cell specific, HMG-box) 3.02 -2.17
FOLH1 folate hydrolase (prostate—specific membrane antigen) 1 2.99 -2.77
0ACT5 O-acyltransferase (membrane bound) domain containing 5 2.98 -1.66
GSTA3 glutathione S-transferase A3 2.97 -1.10
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®3 FRYEER CD AT 30 M TIFERRIEER

log: (FC)
Name Description
CD/Nor CD_AM/CD

AQPS8 aquaporin 8 -6.07 1. 22
CKB creatine kinase, brain -5.06 2.58
HSPB1 heat shock 27kDa protein 1 -3.37 1.79
SLC2A4 solute carrier family 2 (facilitated glucose transporter), member 4 -3.11 1.83
CD177 CD177 molecule -2.99 0. 88
LOC642819 similar to zinc finger protein 12 (KOX 3) -2.50 1.76
XRCC2 X-ray repair complementing defective repair in Chinese hamster cells 2 -2.32 1.04

leukocyte immunoglobulin-like receptor, subfamily B (with TM and ITIM
LILRB3 -2.30 1.92

domains), member 3
TRPM8 transient receptor potential cation channel, subfamily M, member 8 -2.20 1.79
MGC13114 hypothetical protein MGC13114 -2.10 1. 57
FLJ36070 hypothetical protein FLJ36070 -2.09 1. 09
SPON2 spondin 2, extracellular matrix protein -2.08 1.96
CHST2 carbohydrate (N-acetylglucosamine—6-0) sulfotransferase 2 -2.06 1.35
LIMK1 LIM domain kinase 1 -1.89 1.08

ADAM metallopeptidase domain 17 (tumor necrosis factor, alpha, converting
ADAM17 -1.88 1.12

enzyme)
BARX2 BarH-1like homeobox 2 -1.85 1.13
MGC12981 hypothetical protein MGC12981 -1.84 1. 25

similar to Complement Clr subcomponent precursor
L0C653342 -1.84 2.12

(Complement component 1, r subcomponent)
VPS24 vacuolar protein sorting 24 homolog (S. cerevisiae) -1.78 1.41
NOXO01 NADPH oxidase organizer 1 -1.76 1.03
CCL1 chemokine (C-C motif) ligand 1 -1.75 1.31
NEXN nexilin (F actin binding protein) -1.73 1.30
PRIC285 peroxisomal proliferator-activated receptor A interacting complex 285 -1.71 1.20
EHBP1L1 EH domain binding protein 1-like 1 -1.71 1.31
SIGLEC10 sialic acid binding Ig—like lectin 10 - 1.67 1. 37
L0C126248 hypothetical protein L0C126248 -1.67 1. 02
EFEMP2 EGF-containing fibulin-like extracellular matrix protein 2 -1.62 1.91
ICAM2 intercellular adhesion molecule 2 -1.62 1.73
CSRP2BP lysine acetyltransferase 14 -1.61 1. 16
BCAS4 breast carcinoma amplified sequence 4 -1.60 1. 11
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