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Influence of periodontal treatment on the glucose and lipid metabolism
in Korean type 2 diabetic patients
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Jung-Kiu Chae. D.D.S. PhD, Chong-Kwan Kim. D.D.S. PhD*

The aim of this study was to appraise the influence of conventional periodontal treatment on metabolic control in Korean type 2
diabetic patients. In addition, their periodontal change was compared with non-diabetic patients.

Before and after treatment, it was performed to measure periodontal and metabolic indices in thirteen type 2 diabetic patients.
Periodontal indices included plaque index, gingival index, bleeding on probing, probing pocket depth, gingival recession, and
clinical attachment level. Metabolic indices included glycated hemoglobin(HbA lc), fasting plasma glucose, fasting plasma insulin,
total cholesterol, triglyceride, and HDL-cholesterol.

Plaque index, gingival index, bleeding on probing, probing pocket depth, and gingival recession showed significant
improvements in the statistics. Diabetic patients showed no statistically significant differences in the changes of periodontal
indices compared with non-diabetic patients. HbAlc values decreased in five of the thirteen subjects and fasting plasma glucose
levels were reduced in four of the seven subjects after periodontal treatment. All five subjects whom HOMA values were
calculated in showed the increases of insulin secretions.

The results of this study ascertained the possibility of the better glycemic contol after conventional periodontal treatment in
Korean type 2 diabetic patients and diabetes were well healed of their periodontal diseases after the treatment.
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Table 1. Clinical Characteristics of Diabetic Patients

24.7 85.0 0.96

A 52 F i 7 exercise, SF

B 68 M 21.2 95.5 0.99 15 6 diet, exercise, SF+MF

C 53 M 26.3 97.0 1.02 3 13 diet, exercise, SF

D 12 M 23.17 98.0 1.10 8 12 diet, Insulin

E 69 M 260 96.0 1.05 2 10 diet, MF

F 67 M 22.3 90.5 0.99 3 5 diet, SF+MF

G 59 M 30.4 100.5 1.03 2 6 diet, exercise, SF

H 57 M 28.4 1030 1.00 5 4 diet, exercise, SF+MF +aGl

| 73 F 23.8 82.0 0.95 3 3 diet, SF

J 52 F 211 76.0 0.89 11 6 diet, exercise, SF

K 72 F 221 83.0 0.91 20 3 diet, exercise, SF

L 62 F 325 101.0 0.91 7 4 diet, exercise, SF

M 51 M 239 86.0 0.97 2 3 diet, MF

BMI;body mass index, WC:waist circumference, WHR;waist-hip ratio

SF;sulfonylurea, MF;metformin, oGi;a-glucosidase inhibitor
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Table 2. Change of Metabolic indices in Diabetic Patients ?ﬁ
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al5 170 50 2.1 16.9 209 71 60 g
A p.7.0 147 9.3 34 39.9 228 81 80 S
A-05 -23 43 1.3 23.0 19 10 20 e
a5.8 195 99 35 e
B b56 186 134 3% =
A-0.2 -9 35 1 =
a5.8 120 7.6 23 48.1 169 322 38.6 o
c 0.6.2 108 15.4 4 1235 238 787 3 o
204 -12 7.8 1.8 75.4 -69 465 76
ab.4
D b.5.9
AD4
al8 122 136 155 33.7
E b.7.1 127 175 10 30
A-07 5 39 -45 -37
a.9.1 217 2.2 1.2 5.2 175 49 56
F b.9.4 6.5 140 161 50.3
03 35 12 -5.7
as8.7 220 167 a5
G b.8.2 157 N 4256
A-05 -63 104 2.4
ald 145 95 34 48 137 108
H b.7.5 170 155 6.5 52.2 148 107 47.4
20.1 35 6.0 3.1 10.4 1 -1
a.9.4 203 236 61
| b.10.] 191 251 54
A0 -12 15 -7
a.6.8 124
3 b.7.] 122
203 -2
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A06 ) 50 4.4
a.9.8 271 7.1 47 12.3 164 12 53.4
L b.9.3 286 8.9 6.3 14.4 253 122 69.3
A-05 15 1.8 1.6 2.1 89 10 15.9
a.4.2 17 1.7 34 334 154 266 a1
M b.6.5 107 6.4 27 4538 156 206 29.9
223 -10 -53 -0.7 12.4 2 -60 111
a; N8 HO| 7, b; A2 9 £A], A; HI2
ThBtR|Eel AVsEIX] et Hi2g o] 85



ORIGINAL ARTICLE

oy

>.
Ot
on

2
ol
in}

8
ek H $ 282 AN 25
K A9} X7} 20% oV
Z Ao Aol A& whH 458(A) E, G, ))&
7Wdo] FEiste] gkl 50% olFolHA Azl
F271 10% vlgte|3lth, §HH 2R AER|e
S § S8 Hist] AR W2 FA9 A
AlE By
a8 23 e A5 Hole 3mu 47,
3~4mn 5%, 4molF 42 T2 FE3}Y=T|
A wjo] 2|5 go) gawye 22 fio] A 2
olof wizt EFe K 3mnm|Tt IFA 0.03mm,
3~4mm 1EFoA 0.30mm, 4mnoly 1FIA= 0.71
mE YERY of 23 W9 X513 o7t 45 A=
o W 25 Holo) Aavt Sk F¥E vE

W,

t'*

=S

x flo
=

N

52

2 Sl SALEO| WA ot (Table 2)
TN L) Al iR 137 25 SR
5% (A, B, E, G, L)ol &4 ettt 3%
& AR TR SR 370l 5L, 4
| g4stny. Avtol getadaet 35
A7k Aastong Joray =2

4> ooa m% o
Q.
flo ol
-3
i
oS

.| of

k

oft o
ofy

AR
AN TO
™

O

ok
)
>

2] oAk ZHadt 74 A 131 F 870l
BTyl LEQ)EUS AN QMM E T &
95t Ao 59(A C, H, L, M)°|3l 2L 0|2+ H
HOMA-IR3 HOMA—gcell & +3ct. ©] 5 4
(A, C, H, L)X & 1 2% st Qled
2549 ZHael Hulso) Z7HE YEhieh ¥ M
nhe ZHpATL Bals nE JfAE SRE B 2
o 5 Bk ¢led 2ulso| F715Hnh AR
talel BEE £ SY2HE, $44%, HDL =9
AEIEL 119S 2A3I9 o 37 52 A48 4

o)

n
ot ofd

T
o .4 )
3 PYS 2L S U,

3 XIZAIE W510H HAKIE Biskel Atz

getaus S22 139 3 50| Zasiglens
AR} folg Y= ABBAZ AARE eht
%) gisleh, ShAlek 7hAw sHRke} BAE Eokw 3

g golol BasTt gerasae Gase S

oz §o3 Aol AHTAE VeI (R=0.900,
p=0.037) HOMA 3] wishe g3tdMa 3] 9
2z 7o), B3 & &8 0| wzlel YA WAE U
e A okt

S 19| Hl1P (Table 3)

Uolo] Z9-(HY)E Bt A 62.0(21.0)
A, v SR 47.5(50.00412 SAZCE &
oJgt Zpo)7h AU AAA 717 2442+ 6.0(10.0) A
Uit 5.5(9.0)7/ML2 Folgt Zol7k glsiet, T
SR Z} H e Bt 4242 2|8 Fof) ARl
ot oAy B T &Y N ZHol, A2EF0|
$-0l51A AAERAL(p0.05), PFH F2Eut
i EaRE PR e

oF & 7to) HlaofA BE AFXEE A8 A F
of Zpol7} AL, 1 WIRFE AA] {3 Ate) 7}
Ak (p<0.05).

4 S SAZD UYeY SXE 2 A
=

96

| chsta ol ArRE|R| MaTd M2 2009




ORIGINAL ARTICLE

Table 3. Median & range of periodontal indices in both groups

Pl non-diabetes (n=12) 1.91(1.44) 0.73(1.68) p<0.05 NS
diabetes (n=13) 1.71(2.35} 0.57(0.80) p{0.05

Gl non-diabetes (n=12) 1.59(0.76) 1.06(0.65) p<0.05 NS
diabetes (n=13) 1.60(1.57) 1.09(1.78) p<0.05

BOP non-diabetes {n=12) 56.85(14.25) 14.25(22.60) p{0.05 NS

(%) diabetes (n=13) 57.50(83.40) 17.30(77.80) p<0.05

PPD non-diabetes (n=12) 3.83(2.78) 3.50(1.39) p{0.05 NS

{mm) diabetes (n=13) 3.80(2.84) 3.38(2.13) p{0.05

GR non-diabetes (n=12) 0.26{1.39) 0.50(1.86) p<0.05 NS

(mm) diabetes (n=13) 0.72(2.57) 0.88(2.71) p<0.05

CAL non-diabetes {n=12) 3.98(4.17) 3.95(3.25) NS NS

(mn) diabetes (n=13) 4.40(4.26) 4.29(4.29) NS

* : between before Tx and after Tx , in non-diabetes
i - between before Tx and after Tx , in diabetes

' between non-diabetes and diabetes, variations
Tx : treatment, NS : non-specific
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