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ABSTRACT Objective: To evaluate the association between Chlamydia pneumoniae(Cpn) infection and adolescent Typel Diabetes
Mellitus (TIDM), and provide basis for the clinical treatment of TIDM. Methods: HbAlc was measured by the point-of-care
immunoassay; Cpn DNA was detected by real time PCR; The serum Cpn specific antibody IgA, IgG, IgM were measured by ELISA.
Results: Cpn DNA was performed in 46.9% of the patients with T1DM, this prevalence was higher than that in control group(P<0.05);
Cpn antibody and re-infection or chronic infection rate were higher in observation group than those in the control group (P<0.05); There
was a significant positive correlation between the HbAlc and the IgG/IgA. Cpn IgG/IgA antibody positivity was significantly (P<0.05)
more common in HbA1¢>9% patients versus HbA1c<7% patients. Conclusion: Adolescents with TIDM were more likely to show signs
of infection with Cpn, and have an increased risk from an acute Cpn infection to a chronic form. Good glycaemic control may reduce the
chronic complications related to metabolic control.
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Table 1 Clinical characteristics of study population

Observation group Control group

No. of individuals 49 50
Age (years) 14.5¢ 2.8 14.2+ 3.1
Male/female 27:22 26:24

Diabetes duration (years) 3.1-6.3 0
HbAlc< 5.9% 0 50
HbAlc 6-6.9% 8 0
HbAlc 7-7.9% 10 0
HbAlc 8-8.9% 17 0
HbAlc 9-10% 14 0

1.2 ik
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TS, FH RIAHE 2R 0 S8 i o 30 2 i 3214035 HbALe 7K
- MR E 25 SRR 4-5.9% (IE# ) .6-6.9% .7-7.9% ,8-8.9%
9-10% (451l 22 ) HANYER , LLTAL 32103 o 22 5 50 5 Cpn
SRR [R] A DG
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S :Primer 1: 5'-AACCACGGTAGCAACACAAATTAC-3';
Primer 2:5-CCAGATTTGACAGCCGCTTT-3'; 41 : 5'-CAGCT
GTCAGACAAGCGATCACCGC-3', 4 Hi{k Z A BLY 20 pL,
£ 45 2 wL 10x TagMan Buffer,4 wL MgCl, (5 mmol/L),2 pL
dNTP(2.5 mmol/L), I~ F#514145 0.5 uL,1 nL TagMan 54,
IM1DNA %, 1 wL Taq 4G (5U/pL),8 wL K =2K.
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Table 2 Comparison of the detection rate of Cpn DNA and Infectious status of Cpn between two groups

No. of individuals (%)

gG= 128 IgA> 64 IgM2 20 DNA 1gG/IgA
Patients 49 29(59.2)* 25(51.0)* 8(16.3)* 23(46.9)* 25(51.0)*
Controls 50 6(12.0) 1(2.0) 0(0) 5(10.0) 12.0)

X SX AL, *P<0.05,

Note: compared with conrol group, *P<0.05.
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SRR 83 L2 T 5 (P<0.05) , S5 X7 BRAH AR 1L i 25
FH#5(P<0.01), WL3& 3,



DMREYESHE www.shengwuyixue.com Progress in Modern Biomedicine Vol14 NO.2 JAN.2014 < 311 -

&3 M¥EESS Con HFREREHX R
Table 3 Relationship between the blood glucose control and IgG/IgA of Cpn

No. of individuals

Cpn DNA Positive(%) Cpn IgG/IgA Positive(%)

HbAlcs 5.9% 50
HbAlc 6-6.9% 8
HbAlc 7-7.9% 10
HbAlc 8-8.9% 17
HbAlc 9-10% 14

5(10.0) 1(2.0)
1(12.5) 2(25.0)
3(30.0) 3(30.0)

10(58.8)* ## 11(64.7)* ##

9 (64.3 )** ## 10(71.4)%* ##

7E: 5 HbAlc 6-6.9%#HLL , *P<0.05, **P<0.01; 53t BRZAAALL , ##P<0.01,

Note: compared with HbAlc 6-6.9%, ¥*P<0.05, **P<0.01; compared with conrol group, ##P<0.01.
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