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Effect of Cryptic plasmid on Chlamydia trachomatis infection in

the neonatal mice model of pneumonia
Xian Yuqi’ Gao Leigiong’ Zhang Yan' Hua Ziyu’ Shen Li
bﬁ'})ﬂﬂfﬁt’ﬂi of Neonatology' the Children’ s Hospital’ Chongqing Medical University M.:nuiry of Education Key
Laboratory of Child Development and Disorders ‘Key Laboratory of Pediatrics Committee of Science and

Technology in Chongging 'Chongging International Science and Technology Cooperation Center for Child

)

[-'JLIJI-,ertl bﬁyecnl’e Tu '-:II.HJ}" the virulence of [ﬁfﬂfﬁ}dm trachomatis ((lJ pi:-_hrmd in a neonatal mice model of prneumonia induced l}:-,f

Development and Disorders

Ct. Methods Tﬂ-l’h" —eight neonatal BALB/c mice were randomly divided into four groups t('.:l{ h n—q) within 24h after birth: wild type

7&7’]9 ETOUP 1('|ft:1.tﬂd with Ct serovar D wild t:-,rpﬁ) * plasmid free type lgF} ETOLp 1(1&{.[&-11 with Ct serovar D plasmid free ty pe) ' phos—
phate buffer IQBSJ group and normal group. Four mice in each group were sacrificed on 4777 11 days. The lung tissue was collected for
pathological analysis and counts of neutrophils infiltration. The expression of ompA gene’ level of tumor necrosis factor—a and interferon—
vy were determined by RT-PCR and ELISA assays respectively. Activation of TLR2 and NF-kB was tested by SEAP reporter assays.
Results Ct collected from homogenates was negative whereas ompA mRNA was detected in infection groups. The mice infected with
PF strain had obvious pathological changes with neutrophils infiltration £.iﬂ iﬂ.lg} and ii.ﬂ'ﬁi lﬂ.gl} * respectively’ both decreased

fE& 8 BHE, Email "'r:ialwu+:|i35'.|"@ 163 s significantly than those of WT—infected mice £.44 iﬂ.lT} anil
e A E mjﬁ-ﬁc%%ﬁ]ﬁ?ﬁﬁ 43.99? i?.lT} ' respectively ﬁ:ﬂ.ﬂ'ﬁlﬂ' ﬂ.ﬂ'ﬂﬁ} . The secretion
BIEEE ﬂﬁ?}ﬁ}',ﬁm“ h zivu@163.com. of TNF-a and IFN—y in the lung was obviously inereased in

ELTE ERAANLESE EAMAE BS 3 400) HR  Wl-infected mice 623.35£3723 and $206.83 +854.22)
IRFRESER _MEILFEENNE S DHhEDS boi1] respectively’ than in non—infection mice ATG.*JS iEG.BE] and

873 S _ '537.9?' ¥ 79.39} f"’zﬂ.ﬂﬂﬂ’ 0.033} * respectively. There was
BEIE AR 3400w cnkinet/kems/detail/50.1046.5.20160429.0955,002. him] no statistic difference in TNF-a and IFN~y secretion between

2 PF-infected mice 53! 59 + 34, 54} and E 099 .86 :".427.39} '
4016-04-29/
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respectively and non-infected mice in control group ﬁbﬂﬂSJ In addition” PF strain ean activate TLR2 Fz-‘-lﬂ?-. 199* P:ﬂ'.Oﬂﬂ) " but
its intensity was lower than WT strain in vitro )EEHGGG) . NF=kB activation was restricted in PF strain’ and there was no significant
difference between contwl group and PF group in this regard ﬁ=229.334'P:i.(ﬂ}). Conclusion Plasmid-deficient Ci exhibits at-

tenuated vinilence in lung infection of neonatal mice’ which may relate with down—regulated activation of NF-kB and TLR2 due to

unknown factor of Chlamydia pld.'-.mit]
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