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(85.7% ), %4 10 f5i](13.0% ), IV 16 5 (20.8% ), V KA 1, Hordr, 1 fimA B 2R R 5, 5 H:
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Distribution diversity of fimA genotypes of Porphyromonas gingivalis in chronic

periodontitis patients in plateau and plain
Deng Shuting, Lyu Jun, Tan Yingwei, Cai Jun, Zhang Gang ( Department of Stomatology, Xingiao Hospital, Third
Military Medical University, Chongging, 400037, China)

[ Abstract | Objective To investigate the distribution difference of fimA genotypes of Porphyromonas
gingivalis (P. gingivalis) in chronic periodontitis patients living in plateau and plain environments. Methods
Chronic periodontitis patients in the plateau (3 700 m altitude) and the plain (400 m altitude ) were
enrolled by stratified sampling, with 80 patients in each group. P. gingivalis in subgingival plaque samples
were collected from the chronic periodontitis patients and was detected by 16S rRNA PCR. The fimA gene-
specific primers were designed and the distribution of fimA genotypes of P. gingivalis in the patients was
detected by PCR. Results The detection ratio of P. gingivalis was 96. 25% in the plateau group,
statistically higher than 87.5% in the plain group (P <0.05). The distribution of 6 fimA genotypes in
P. gingivalis-positive patients was as follows: type [ 35.1% , type [ b 31.2% , type 11 85.7% , type Il
13.0% , type IV 20.8% , and type V O in the plateau group, while 18.6% , 30.0% , 55.7% , 11.4% ,
27.1% , and O in the plain group. The detection ratio of type II fimA genotype was highest, and the plateau
group was higher than the plain group (P <0.05). Conclusion P. gingivalis with various fimA genotypes is

present in the subgingival plaque samples from chronic periodontitis patients in the plateau environment, With

(BE£WEB] 2ZEFFWF 7 iHRmE L3 H (CWS12J096 )
[BEEE] sk 4, E-mail:xqyykqk@ 163. com
[fEFEHAR]  http://www. cnki. net/kems/detail /51. 1095. R. 20151230. 1141.016. html (2015-12-30)



1634 B =PRI ,2016,38(14)

http : //aammt. tmmu. edu. cn

higher detection rate than in the plain, and P. gingivalis with type II fimA genotype is predominant, which

may be associated with the development and progression of chronic periodontitis in the plateau.
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(fimbrilline ) B4 ft HE BH] , HR 46 & A% 1 IR )3 51 2Z [A] (1)

A6 BT ~V BUA T b WA 1 HA R A
fimA M HIAFFE G AR RO 11

I E S AR IR R AR M 2, J0H R S A R R
XF R BRI R e 0 1L R 8 A W) S S
FEFR I R IR R A KR BT S A e . TR AE
s LARLL B R R, JE R A R R 3
Fim TP, HATARE imA BB P, gingivalis
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PCR JZ W Ik % 2wl DNA BEBZ, I F i 51 9
(0.01 mmol/L)% 0.3 ulL,2 x PCR Mix Taq DNA B4
Mty ( i SE AR TR A W 4R AE) 10 L, T =28
KA B SR E 20 pL, PCR 2%k WiAE M 96 C
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A fimA FEE G P APER, BT AT T b A fimA 35 A Y
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D), %Y1 9 109 bp H1162 bp M4~ F B, W T b fimA
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BAPRS: H R R AR WKL P. gingivalis T RS T —
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A fimA R E PR A A TR B LU 5] 5 36 R i R
FEWHE P. gingivalis FALE T 1 FLLERY fimA BUEL[R
AR o SRR L

F1 =HFHEFEA 16S rRNA B R 5| #5154 5 5 P.
gingivalis 16S rRNA 5| #1751

KN R

(bp) (C)
i GTATAGATACCCTGGTAGTCCAC
i 602 58
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P. gingivalis | # TGTAGATGACTGATGGTGAAAACC
16S rtRNA T {if ACGTCATCCCCACCTTCCTC
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197 60
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V fimA 0 462 50
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1.5 %it$ o
SR SPSS 13.0 Geit . THECFE R BIE(% )
FR IR LB XG5

2 #R
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Mo 4771 T fimA % (392 bp);2: I b fimA & (271 bp);
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3 I bfimA EFEH PCR F=4 0Bt EiL
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HE A A L

77 Bl AR R 2B SRR AS thAs il i T
1 Fh DL fimA FERRIAY 4% fimA R AU () SRS 1 o
[ %127 1 (35. 1% ), 1 b % 24 {5 (31. 2% ), Il #I
66 i (85. 7% ), M %4 10 f (13. 0% ), IV %I 16 4
(20.8% ), VEIARKH . 455 WoR 1 fimA #9461 5%
e, SHAMA R, 27 A5 E X (P<0.05,
Kl 4A)

70 BV IR REA T R Z2 B BEREAS h HR I
T 1 AP fimA FEP AL, £ fimA 3 PR ALY 8K R
[ %13 {4 (18.6% ), I b %121 £ (30.0% ), Il %139 ]
(55.7% ) , %9 8 5] (11.4% ), IV#I 19 {4 (27.1% ) ,
VRURAS AL T B (K1 4B) . 5P 54 1T fimA
TSRS 2R LA, i SR A TTfmA U 5L A H R T3
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JEH , =R GTF R L (85.7% vs 55.7% ,P <0.05) ,
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DA IR 2, LSS BRRE Y L 3], 78 w5 B 5 5 i b X
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(AgP) BE MR R BT, T fimA BIFE P. gingivalis
PHPER Bk 6 il 35 P AL Hp 9 K S S5 ATh o o v (e B A8
AgP 5 48% iz B AgP Ry 40% ) . AR5 K A
AR E SR R B E T T fimA B P, gingivalis £ M
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ZAGIH 1 AL fimA BB RE, b7 53. 2% ; 1 IR
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