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[ Abstract] Objective
with type 2 diabetes mellitus. Methods

To systematically assess the prevalence of Helicobacter pylori in patients
Medline ( PubMed) and EMBASE data-bases were searched from
January 1990 to May 2015. Studies that provided data on Helicobacter pylori infection rate in both type 2 di-
abetes and control groups were selected. The quality of these studies was assessed using the Newcastle-Otta-
wa Quality Assessment Scale by two researchers, respectively. Meta-analysis was performed using the ran-
dom effects model. Odd ratios (OR) and 95% Confidence Interval ( CI) were calculated by STATA 12.0.
Results
30-2.22,P =0.013) in patients with type 2 diabetes compared with control group. In subgroup analysis, the

Thirteen studies were included, OR of Helicobacter pylori infection rate was 1.70 (95% CI; 1

prevalence of Helicobacter pylori was higher in patients in Asia compared with control group( OR = 1.81,
95% CI. 1.25-2.61,P =0.025). The prevalence of Helicobacter pylori was higher in diabetic patients in
gastric mucosal biopsy group compared with control group( OR =1.65,95% CI.1.10-2.46,P =0.002).
Conclusion  Patients with type 2 diabetes mellitus may have a higher risk of Helicobacter pylori infection.
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NS EES Rl 75 i T2DM ZH H H. pylori( +) Xof BEZH p H. pylori( +)

Gentile S© b=oil TR 122/164 82/164

Ko GT* th TE R 32/63 31/55

Senturk 03 +HH i3 59/67 58/72

Cenerelli St%) =R BCREITE, 13/30 18/43

Maule S'7 ol BCREIPA, 22/31 15/31

Gulcelik NE® +HH by 59/78 33/71

Bener Al ] 1B P ELISA 161/210 136,210

Demir M10] +HH T 87/141 83/142

Ugwu NG J2 B #F ELISA 21/60 17/60

Lazaraki G''2] i i T 20/49 12/29

Devrajani BR'!? ELSE TR FEAETIEAT I 54/74 38/74

Ibrahim Al B Tk 38/74 58/102

Agrawal RP!% EE it 50/80 32/80
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Stugy %
I OR (95% C1) Weight
Gentile S (1998) E —_—l— 290(1.82,463) 1061
Gary T.CKo(2001) —_— 080(0.39,165) 727
Senturk O (2001) __IP— 1.78 (0.69, 4.56) 534
Cenerelli S (2002) —_— 106(041,273) 533
Waule S (2002) A 261091743 461
Gulcelik NE (2005) = 33770187763 751
Bener A (2007) _IP_ 179(1.17,274) 1Az
Demir M (2008) _*_é' 1.15(0.71, 1.84) 1045
Ugwu NC (2008) _— 136(063,295) 680
Lazaraki G (2009) —._:— 0.98(0.38,248) 540
Devrajani BR (2010) _— 256(120,508)  7.71
Iorahim A (2010) —_— 110064189 951
Agrawal RP (2010) —_ 250(1.32.472) 830
Oversil (-squared = 52.7%, p = 0.013) <> 170(130,222) 10000
NOTE: Weights are from random effects analysis :
= 1 783

- T2DM .2 RO R s H. leoﬁ:[ﬁéll‘H%ﬂ%
B 1 T2DM /B H. pylori /B R A ZRARIA]

Study %
D OR (95% C1) Weight

B

Gentile S (1998)
Cenerelli S (2002)
Maule S (2002)
Lazaraki G (2009)
Subtotal (I-squared = 54.7%. p = 0.085)

2.90 (1.82,4.63) 10.61
1.06 (0.41,2.73) 533
2.61(0.91,743) 461
0.98 (0.38. 2.48) 5.40
1.79 (0.98. 3.28) 25.94
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Gary T.C.Ko (2001)
Senturk O (2001)
Gulcelik NE (2005)
Bener A (2007)
Demir M (2008)
Dewajani BR (2010)
Agrawal RP (2010)
Subtotal (I-squared = 58 6%. p = 0.025)

—_—
R S
— 0.80 (0.39, 1.65) 7.27
e —— 1.78 (0.69, 4.56) 5.34
| ———————>» 3.77 (1.87.7.63) 7.51
e — 1.79 (117, 274)  11.17
——
—_——
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-
—

o

1.15(0.71. 1.84) 10.45
2.56(1.29,5.08) 7.71
2.50(1.32.4.72) 8.30
1.81(1.25,261) 57.76

EL]

Ugwu NC (2008)

Ibrahim A (2010)

Subtotal (I-squared = 0.0%. p = 0.653)

1.36(0.63.2.95) 6.80
1.10 (0.64. 1.89) 9.51
1.18(0.76. 1.84) 16.30

1]

Overall (I-squared = 52.7%. p = 0.013)
NOTE: Weights are from random effects analysis
T

1.70 (1.30, 2.22) 100.00

T
131 1 7.63
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1.36 (0.63, 2.95) 6.80
1.10 (0.64, 1.89) 9.51
1.18(0.76, 1.84) 16.30

Overall (I-squared = 52.7%. p = 0.013) 1.70(1.30, 2.22) 100.00

NOTE: Weights are from random effects analysis
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5T, 2648 H. pylori HTIFRE 2 1 WIAF5T , ELISA % 3F
20 2 TS, AR A NRGIECR A 9 5] s R
Y ER A, BT DA 20 4 A i 45 SR AT 5 ARG . B &
FEER Fr Gt B Ay | PR PR 2R il 49 2 A . pylori
H bR, B Bh TR W 4H 9l A 8 THF5T, OR =
1.65(95% CI:1.10~2.46, P =0.002), 54
T2DM £ H. pylori YL 45 IRAHAT & o

ARSI B Z AL AE T 90 A 53 B i B E R
b A AR FE T AN 5 (6 IR BT T Y) o 2B
F HETICER R BN G 1E R REHL SUE I IRBEE , A 22
VUG KA & i 5T B B L OSCE I R 78 K45
T T2DM GB35 1 H. pylori JEGE AR,

MRPEAZE AT I A5 2R, 2 H U T2DM B 5%
25 Fy gL H. pylori, #IFE T2DM 35 H1 )12 | &
PRI H. pylori, LA T 58 #E 6 #1276 H. pylori 4
KE R DS, LR EET
T2DM f 3% H. pylori JE&YLJ5 I BORHLE .
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