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Table 1. Periodontal Disease Indicator
Any PLBW(N=44)  All NBW(N=56) PLBW(N=33) NBW(N=67)
Variable Meant SD Meant SD Meant SD Meant SD
Probing depth 5 g5, .4g* 233+ 053 269+ 0.47% 236+ 053
(mm/site)
Attachment s, 2, g 5s 238t 0.54 2,83t 0,51 241+ 054
(mm/site)
Gingival index 0.42+ 0.56 0.48+ 0.72 0.46+ 0.61 0.46+ 0.68
Gingival . . . .
crevicular fluid 105.34+ 42.06 99.21+ 35.71 105.51+ 39.72 100.13+ 38.14
*P = 0.003.
#P = 0.004.
*P =0.001.
§P =0.001.
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Figure 1. Mean PD, LA in any PLBW cases Vs. all NBW controls
(HX=0 : all NBW controls,HX=1 : any PLBW cases)
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Figure 2. Mean PD, LA in PLBW cases Vs. NBW controls
(RHX=0 : NBW controls,RHX=1 : PLBW cases)

Table 2. The Relationship between Preterm Low Birth Weight and Subgingival Micoflora

Any PLBW(N=44) All NBW(N=56) PLBW(N=33) NBW(N=67)
Meant SE Meant SE Meant SE Meant SE
Aerobes 51.10+ 0.37 46.48+ 0.33 48.08+ 0.42 48.70+ 0.30
Anaerobes 5442+ 0.37* 43.90+ 0.33 51.15+ 0.42* 47.24+ 0.30
P.gingivalis 48.82+ 0.37 48.25+ 0.33 47.68+ 0.42 48.89+ 0.30
P.intermedia 48.81+ 0.37 48.26+ 0.33 48.77+ 0.42 48.37+ 0.30
A.actinomycetem— 46.92+ 0.37 49.73+ 0.33 43.87+ 0.42 50.71+ 0.30
comitans
*P < 0.05.
PLBW 44%, All NBW (p 0.05)(Figure 1, 2). ,
56% PLBW
33%, 67% . Table 1
Any PLBW 105.34, All
NBW 99.21

0.05). Any PLBW

2.65+ 0.48 All NBW

2.33+ 0.53 ,
0.52, 2.38+ 0.54

0.05). ,PLBW

(P

2.76%

(p
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(p 0.05) PLBW

96

(p 0.05).
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—Abstract—

Relationship between
Preterm Low Birth Weight and
Periodontal Disease Activity
in Pregnancy

Eun—Cheong Choi, Young Ku, In—Chul
Rhyu, Byung—Do Hahm, Bo—Hyun Yoon™*,
Soo Boo Han,
Chong—Pyoung Chung, Sang—Mook Choi

Department of Periodontology, College of
Dentistry, Seoul National University.
Department of Obstetrics and Gynecology,
College of Medicine, Seoul National
University.

Purpose

We designed this study for the purpose of
determining the relationship between peri—
odontal disease activity and PLBW, using
the evaluation of probing pocket depth, loss
of attachment, gingival index, gingival
crevicular fluid amount and subgingival
microflora.

Methods

A total of 100 volunteer mothers(mean
age 30.44) at the Department of Obstetrics
and Gynecology Seoul National University
Hospital were selected for this
study.Pregnancy outcomes were catego—
rized into cases and controls in two ways.
our definition was based on the following;

Group 1 : Any PLBW cases Vs. All NBW
controls

120

Group 2 : PLBW cases Vs. NBW controls

A periodontal exam was performed on the
Ramfjord( #16, 21, 24, 36, 41, 44) teeth
and Clinical evaluation consisted of probing
pocket depth, loss of attachment, gingival
index and gingival crevicular fluid amount.

Subgingival plague samples were collect—
ed by three sterile #35 paper points. The
total number of anaerobic colonies and aer—
obic bacteria were enumerated after incu—
bation.

Antisera to P. gingivalis, P. intermedia, A.
actinomycetemcomitans were produced in
white rabbits with live whole cells suspen—
sions. The specific fluorescent bacteria
obtained by immunofluorescence and total
cell counts obtained by dark-field
microscopy were counted on four fields.
The percent of each specific microorganism
in the total cell count was determined.

Results

Any PLBW and PLBW cases showed sig—
nificantly greater probing depth and attach—
ment loss than all NBW and NBW controls.
Cases group had significantly increased
anaerobic bacterial counts compared with
control group and no differences in the
other microbes. This study confirmed that
periodontal disease is a statistically signifi—
cant risk factor for PLBW by investigating
clinical parameters and subgingival plaque
analysis.

Key words : Periodontal disease activity,
Preterm low birth weight,
Probing depth, Loss of attach—
ment, Anaerobic bacteria



