B b 1 ekl 45 40 %5 2 W1 2013 4£3 /1 www. gjkqyxzz.cn

*141-

“ERitiae
= R X ZF E i R R I R

R IR A
(B=ZFZERAR¥HFHEKR 2 EF FKX 400037)

[EZE] s D AT RAURAR ., S I AR AR, A, VAT 2 U A8 Sk o< JHL 28 Jo) 03 110 B0 2% o 38 0 11 it I
AENATIF fr D b DX A 99 1D 5 AL Ak ke 22 A2 08 (R A TR . AR ZE 6 FAE 7 — RS ST, id  37 K
A e S DA J B SRR, 3T R T i v S XA TR ) A R R AR SR R 3R 25

[REIR] AR wl RAIHT
[(FESES] R781.4 [XEKFRERE] A

[doi] 10.7518/gjkq.2013.02.001

Series study of periodontal diseases under highland environment Zhang Gang, Tan Yinghui. (Dept. of
Stomatology, Xinqiao Hospital, Third Military Medical University, Chongging 400037, China
[Abstract]

epidemiological investigation shows that the prevalence of periodontitis in highland area is higher than that in

Highland area is characterized with low atmospheric pressure and low partial pressure of oxygen. The

plain area. However, there is little known about the pathogenesis of periodontitis under high altitude environment.
Establishing rabbits and rats periodontitis animal models, this series of research is to investigate the correlation

factors of affecting the generation and progress of periodontal diseases in highland.
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