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Serotonin Transporter Gene and G-protein 33 C825T Gene Polymorphism in Patients with Functional Dyspepsia and
Ivitable Bowel Syndrome

Hye Yeon Park, M.D., Jae Hoon Jahng, M.D., Young Ju Lee, B.S., Hyojin Park, M.D. and Sang In Lee, M.D.
Department of Internal Medicine, Yonsei University College of Medicine, Seoul, Korea

Background/Aims: The pathogenesis of functional dyspepsia (FD) and irritable bowel syndrome (IBS) is considered to be
multifactorial. Recently, several candidate genetic studies have suggested that serotonin transporter (SERT) gene polymorphism and
G-protein [33 (GN[33) C825T gene polymorphism are associated with FD and IBS. The aim of this study was to investigate SERT
and GN[B3 C825T gene polymorphism in Korean patients with functional gastrointestinal disorder (FGID) including FD and IBS.
Methods: SERT and GN[33 C825T gene polymorphism was assessed by polymerase chain reaction in serum samples from 62 patients
with upper FGID (including 24 patients with FD) 49 patients with lower FGID (including 26 patients with IBS), and 70 healthy adults.
Results: There were no significant differences in the genetic polymorphism among the upper and lower FGID, FD, IBS and the control
group of patients. Subtype analysis revealed that the GN33 C825T C/C genotype tended to be associated with diarrhea-predominant IBS
compared to the T/T genotype (p=0.049, OR= 5.333 95% CI: 1.008-28.205). Conclusion: SERT and GN[(33 C825T polymorphism
does not appear to be associated with FGID including FD and IBS in Koreans. (Kor J Neurogastroenterol Motil 2009;15:58-64)

Key words: Serotonin transporter, G-protein, Functional dyspepsia, Irritable bowel syndrome.
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ATt

SERT §-3AF £4& 915} #-2]F genomic DNA 3 pg,
34.6 nM A]ZA|(forward 19.7nM, backward 14.9 nM)E- 0.1
mM dNTP, 10 mM tris - HCL (pH 9.0), 40 nM KCI, 1.5 mM
MgCl, 7} v]g] ¥&% PCR Premix (BIONEER, Taegeon,
Korea)E ©]83lo] SEEL ATS vESES WHEQITH
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Table 1. Polymorphism of SERT and GNB3 C825T Gene in Upper and Lower FGID Patients

Genotype Control Upper FGID Lower FGID
(N=70) (N=62) (N=49)

SERT

L/L 6 (8.5%) 3 (4.8%) 4 (8.2%)

L/S 9 (12.9%) 17 (27.4%) 10 (20.4%)

S/S 55 (78.6%) 42 (67.7%) 35 (711.4%)

GNB3 C825T

C/C 18 (25.7%) 20 (32.3%) 20 (40.8%)

C/T 28 (40%) 19 (30.6%) 14 (28.6%)

T/T 24 (34.3%) 23 (37.1%) 15 (30.6%)

FGID, functional gastrointestinal disorder

Table 2. Polymorphism of SERT and GN[B3 C825T Gene in FD Patients and Their Subtypes

Control FD
(N=70) (N=24)
Genotype EPS PDS
(N=9) (N=15)
SERT
L/L 6 (8.5%) 3 (12.5%) 1 (11.1%) 2 (13.3%)
L/S 9 (12.9%) 7 (29.2%) 2 (22.2%) 5 (33.3%)
S/S 55 (78.6%) 14 (58.3%) 6 (66.6%) 8 (53.3%)
GNB3 C825T C825T
C/C 18 (25.7%) 6 (25%) 4 (44.4%) 2 (13.3%)
C/T 28 (40%) 7 (29.2%) 2 (22.2%) 5 (33.3%)
T/T 24 (34.3%) 11 (45.8%) 3 (33.3%) 8 (53.3%)

FD, functional dyspepsia; EPS, epigastric pain syndrome; PDS, postprandial distress syndrome

< Hlaste FRIsIATE ARE-E APEAIE stprs; 5°-GGCG
TTGCCGCTCT-GAATGCS} stpr3; 5’-GAGGGACTGAGCTG
GACAACCACSIT.
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stk S8 SHEA A REEE2 100 base pair (bp)
ladderE FEXALZ ARE-3F 2% agarose geloll Al S5 TH
AHEE A= GNB3 Fn; 5-CTC AGT TCT TCC CCA
ATG GA ¢} GNB3 Rn; 5'- GGA ACC AAG GGG TAC TGG
AT Stk
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B3 C825T R&A| ClEY

A% dz79] SERT fr3Ak o) ¥ LL, LS, S/
o] 79 217t 9%(8.5%), 68(12.9%), 5578(78.6%)°1N2
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Table 3. Polymorphism of SERT and GNB3 C825T Gene in IBS Patients and Their Subtypes

Control IBS

(N=70) (N=26)
Genotype Constipation-predominant ~ Diarrhea-predominant Mixed

(N=2) (N=14) (N=10)

SERT
L/L 6 (8.5%) 3 (11.5%) 1 (50%) 0 (0%) 2 (20%)
L/S 9 (12.9%) 6 (23%) 0 (0%) 4 (28.6%) 2 (20%)
S/S 55 (78.6%) 17 (65.5%) 1 (50%) 10 (71.4%) 6 (60%)
GNB3 C825T
C/IC 18 (25.7%) 11 (42.3%) 0 (0%) 8 (57%)" 3 (30%)
C/T 28 (40%) 10 (38.5%) 1(50%) 4 (28.6%) 5 (50%)
T/T 24 (34.3%) 5 (19.2%) 1(50%) 2 (14.3%) 2 (20%)

IBS, Irritable bowel syndrome

p=0.049, OR =5333 (95% CI: 1.008-28.205) for C/C vs T/T genotype
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