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i Pederson ED et al. Arch Oral Biol. 1995:40(12):1151-5.
IVFYALAN] K LTEFY AL {4
TF= Salivary levels of alpha 2-macroglobulin, alpha 1-antitrypsin,

C-reactive protein, cathepsin G and elastase in humans with or

without destructive periodontal disease.

gireflzl e fEwe, WM, PEEERE R, BEHRROG T HEL 2SS, §
ifih @ 2-macroglobulin, C-reactive protein, cathepsin G, elastase 7%

MEHP CHBEMEE L VD o1,

RYOEH

5ODTEEO ML # T4 45 #(19 male, 26 female) D A 124 L T enzyme-linked
immunosorbent assays Till5E L 72, #@FEOEEE, (Dgingivitis, (IIDmoderate
periodontitis, and (IV)severe periodontitis, (V)one group of edentulous volunteers (2
GHEL. FhFhoNS = — s 00z alpha 2-macroglobulin, 0-4941 ng/ml:
alpha l-antitrypsin, 2-2271 ng/ml: C-reactive protein, 0-472 pg/ml: cathepsin G,
0-6035 ng/ml: elastase, 0-164 ng/ml (free), 0-732 ng/ml (bound to alpha 1-antitrypsin),
0-318 ng/ml (bound to alpha 2-macroglobulin T = 7z, #at5¢ 12 £ 48l T(d, alpha
1-antitrypsin WO FHIEEBIE 70— 7T TILIUIIV E B L THEIZEWETH
7z. trend analysis T3 5 EFNOPTE 23 L THIE(Z alpha 1-antitrypsin L0 &l
HETLER LA, VTRIMD ZV—7 LB L T elastase AHEIZIEVETH 2 72,
AHGE D56 KU THlsE L 7- alpha 1-antitrypsin DA OB o~ — J (26 ]
H O IRRE & N L MEN DD Z EAM LA E ot

KR ER, 777
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i i Tobon-Arroyave SI et al. Arch Oral Biol. 2008:53(4):346-52. Epub
2007 Dee 21.

IEFALAL] I3 IVFALAN |4

Correlation between salivary IL-lbeta levels and periodontal

clinical status.

fEEE 18 %, 1BUEEREE 30 %, EITTEHF L EH 18 B2
L6, KIBHFERT O IL-1beta (2HEFF & MEMEHEOMTE
Aido o 12HY HIE B T I MR OEAT I ) LR o s

WX DER

HEY : MEHh O SfEEY 4 P A4y THD IL-1beta DEEMBELREETILE L, &
FEIMEROIRTE & MM L HE+ 4 2 ko 30 oMl EEmEE. 18 a0EED
R A TN E L, AR POES, 2 hANT oy F A POA,
the extent/severity of periodontal breakdown.%* {fll5E L7z, MEifirh IL-1 beta [ high
sensitivity enzyme-linked immunosorbent assay (ELISA) (2 Tilll5E L 7-.

L MEHP @ IL-1beta (TR E & WEMBE THIFMIZHEIZR L 1) (P<0.01).
Spearman DONAN AR EUZ L A Gl T4 IL-1 beta & #iff] AR OIRTE & (247 85 2 Bl
DD Bz, K L AR OR R & WE LA L IR AR A G, BEOE
A MIERGET A L £ 612 IL-1 beta O b5 (i E MO BRARER 2 518 Bl
ERIETH5L.
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4 Ng PY, FEMS Immunol Med Microbiol. 2007:49(2):252-60.
IEFLAL~NIL] | 4 IEFrALRL {4
Frie Candidate salivary biomarkers associated with alveolar bone loss:

cross-sectional and in vitro studies.

Ghhot-Z k i EEE N0 A ONFMER T WL S % 1101 ,Osteonectin O fifi7*
HUL AR SR

s 3L B H
AMBTFAOBMIEL Y P Y ICE2BBRINEBERKROFRINMENTTH 2
interleukin-1 beta, tumor necrosis factor-alpha, interleukin-6, prostaglandin-E2., F
fL# M T-T& 4 pyridinoline cross-linked carboxyterminal telopeptide of type I
collagen (ICTP), osteocalcin, osteonectin @) [l % 110 % &) 4 RUME i 2 H  THERS + &
ZETHL, FILE MEAR SN BT ER, BI{TOME | bisphosphonate | [¥] 3
L3RI DR, WP o IL-1 beta(H YLfifi THF) Td - 7-. Bone loss score TiTili L
foi 2 MELR O osteonectin AEATEL £ 4172 interleukin-1beta, interleukin-6 and
tumor necrosis factor-alpha % H F A SR L ZZMERIZINA 72 & 25, R#HEIZIIA
PHEERBRLT, ETOHS P AMA ORFBP LI, 7OTT—E4 LI —%
MEZHETEHA b AL 2 OFROBEIEL kdolze 4 ¥ F 2= a FH,
WS, MBROMNEL, DMSO OiRINET A b A4 YEHMIZERLEd 272, SNHD
BRSPS, TEROMERD DA F v —hOHIEIZ DR & MGF L T 5D D

5
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g Kaufman E, J Clin Periodontol. 2000;27(7):453-65.
IZEFALANNLI] IEFAALANL]

T— Analysis of saliva for periodontal diagnosis--a review,
ol l k& LEa—

MY OEKN

BACKGROUND: This review examines salivary constituents as potential diagnostic
tests for periodontal disease. Saliva is a fluid that is readily available and contains
locally-produced microbial and host response mediators, as well as systemic (serum)
markers that may prove to be an aid in the diagnosis of periodontal disease.
METHODS: A medline search was conducted and the relevant literature concerning
the applications of saliva for periodontal diagnosis was reviewed. RESULTS: Based
on the literature, salivary markers that have been studied as potential diagnostic tests
for periodontal disease include proteins of host origin (i.e., enzymes,
immunoglobulins), phenotypic markers, host cells, hormones (cortisol). bacteria and
bacterial products, ions and volatile compounds. CONCLUSIONS: A number of
markers show promise as sensitive measures of disease and the effectiveness of
therapy. At this time, host-derived enzymes and other inflammatory mediators
orginating from the gingival crevice appear to hold the greatest promise as salivary
diagnostic tests for periodontal disease. Longer-term longitudinal studies, however,
are required to establish the relationship between specific markers and progression of
periodontal  disease. Furthermore, analysis of saliva may offer a cost-effective

approach to assessment of periodontal disease in large populations.
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H it Quirynen M J Clin Periodontol. 2001:28(6):499-507.
]
IEFALANN] i TEFZALANIL]
T= The intra-oral translocation of periodontopathogens jeopardises

the outcome of periodontal therapy. A review of the literature.

BHinlsE & L Ea—

RYDOEK

BACKGROUND: Although periodontitis has a multi-factorial actiology, the success
of its therapy mainly focuses on the eradication/reduction of the
exogenous/endogenous periodontopathogens. Most of the species colonise several
niches within the oral cavity (e.g. the mucosae, the tongue, the saliva, the periodontal
pockets and all intra-oral hard surfaces) and even in the oro-pharyngeal area (e.g., the
sinus and the tonsils). METHODS: This review article discusses the intra-oral
transmission of periodontopathogens between these niches and analyses clinical
studies that support the idea and importance of such an intra-oral translocation.
RESULTS AND CONCLUSIONS: Based on the literature, the oro-pharyngeal area
should indeed be considered as a microbiological entity, Because untreated pockets
jeopardise the healing of recently instrumented sites, the treatment of periodontitis
should involve "a one stage approach” of all pathologic pockets (1-stage full-mouth
disinfection) or should at least consider the use of antiseptics during the intervals
between consecutive instrumentations, in order to prevent a microbial translocation of
periodontopathogens during the healing period. For the same reason, regeneration
procedures or the local application of antibiotics should be postponed until a maximal
improvement has been obtained in the remaining dentition. This more global

approach offers significant additional clinical and microbiological benefits.
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Makela M, J Dent Res. 1994:73(8):1397-406.

IVFLRALAL

I i 3 IEFZALNI |4

m=ry

Matrix metalloproteinases (MMP-2 and MMP-9) of the oral cavity!

cellular origin and relationship to periodontal status.

Giralcl ek

MM, MEWE. O P I i MMP-2 £ MMP-9 (3 i 5 Lk ) Ak
FRLEN D L

RXDEN

WEMCBVWTEEAMELG ¥ >R BEBEES M S E RS HIE SIS,
Matrix metalloproteinases (MMPs) (2 # O @I B C 1M L. MMPs (Z#Ifas 38 % 5

B %, AT

CHEN O~ % il 2 6 0 S 6 BEEOREE L MET L7, BRGNS L 55l Tl rki

il B i

7:0 200kDa. 130kDa ®r= 3 b2 (kA A 5 4L 86 kDa, 72 kDa,40 kDa 12 § 54>

A A LT,
ThHh-o7z. HAD

HESFEHI L A MMP-
@) m-RNA #34EH
## (2 gelatinases #BF IZRA 24, RWf7EA 5 (4 gelatinases CIEMN O Fk 4 Ze Al 2

RN LW EEOOENO MMP-2 £ MMP-9 % F#isat L.,

. MEh O gelatinase D12 92 kDa D= v FIEHEAN A LN

92 kDa 1= k(X MMP-9 T& ), 200-kDa ®2= 7 } {3 MMP-2
keratinocytes 25 & LT MMP-9 % PE4: L, (7 AHLEE & 43 JLEE &
2R EAET D MFMMRITE L LTMMP-9 £ &4 IREHLIC MMP-9
ShA, WEHEE TN E L IE L T MMP-9 % v BB

LS, gelatinases O HEAMOMETE L SIZERT L, O ) TIEROMWIE |

{{i## (3 gelatinases O i T @A 2454, L EOFFE, S5 MMP-2 & MMP-9 714 5] L

DWIRIZMG LT

WA I EAURE RN,
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Hi it Hilgert JB J Dent Res. 2006:85(4):324-8,

TEF AL~ 3 ITEF ANV 4

T Stress, cortisol, and periodontitis in a population aged 50 years and
OVer.

Firotl & ST S =D b SO RN O S REELT & A A S b F IR L
TWds

BUYDOEN

WM ELHMA FLA, alF =l EOLER, MEN, SIENET L oMER
hEhiThhTuavy, RFEOHMIE 50 ML EO#H & o SIS IE st O NKE & W
HalLF /=B L UVHMBIZE VLR L ARI T -OMEL BT LI LT
b, 235 He®E L, AT Lipp's Inventory of Stress Symptoms TRl £ 5 Z 7%
oz, iR T-OREEO O Y AT v 7 MIGTHORR, EhOaLFS— Lo LX)
i3 CAL @ F#{liA* 4mm L I [OR = 5.1, 95%CI (1.2, 20.7)], 5mm LL ¢ CAL #¢ 30%
LLEIOR = 6.9, 95%CI (1.7, 27.1)], PD4mm Ll EA% 26% L. E[OR = 10.7, 95%CI (1.9,
54.1)] LA b, COERRINF =L L ST EETROMIEETT & B
HhBIEETMELTWD,

RK&\OOLR, 7757

Table 3. Crude (Ofcl ond Adwsied Odds Romos (ORla) and 95 Conhdonce inervals (95%.C1) of thel Vonables Related io the Prosonce or Absence o
Extonsive Poriodoniitis as Defined by 2 305 va. < 30, of Sies with CAL = 5 mm or by = 26% vi. < 26 of Sites with PD = 4 mm (N = 235)

30 of Sites with 305 of Sites with 264 of Sits with 26% of Sites with

Variable CAL =z 5mm ORc (9551 CaAL> Smm ORa (95301 PO =4 mm ORc (953L11 PO = 2 mm ORa (952LD
Hypercortiolomia (23] 240BR0% 60970271} 3001092 10.711.9%0 54.1}
Aga lyral

S tdym(115 1.0 1.0 10 1o

&1 o 70y (81) 25N 1658 2811 080) 22108601 23107082
71 10 86 ymi (39 411l 6w 0.0} 400130129 27109087 52(1.30 181}
p/ v bor linoor wend p<001 p=006
Bleading on probing

0% bo 25% of silen 1891 10 10 1.¢ 10

260 0745 of v (1 14) 41120144 24i06w]11.4) 25107085 53109 % 30.5
75% o 100 of van 132} XWEFT 3ol 981710555 B4{lé6x198) 200151 w60
p/ %+ for heoar rend p <001 p<00l

Son

Female 1197) 10 1.0

Maolg {38} Jdll 5748 4315w 124
Instrument of oral hymene

Toothbrush (70) 10 10

Toothbrush + inkerdantol {1851 G200 w0al 04102101) . .
Gingival Blooding Indax (147] 42119098 2108w b8k 11813210209 5101 n246p

*  Gingivol Bloading Indax 2 20 of e sites with gingival bleeding In the ploces withou! numbers, there wos no onalyys, bocouse these variabloy
wer not significont in the univariale modol
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H Kugahara T, J Obstet Gynaecol Res. 2008:34(1):40-6.

TV AL~ |3 IEFYALAL ' 2b

T Screening for periodontitis in pregnant women with salivary
enzymes,

GFhrofol b LDH, ALP, #MmiceflAaGhetIlEmodhsTEOA 2 —=
YTIZHHATH S,

BYOEHN

ity : $EHRZ A RS LR A R 2 ) —— vyt 52 L. Kk MEEEE £ 8
WL 7:0 221 % DL A S % i FFHEE © {RI L 72, lactate dehydrogenase(LDH) .
alkaline phosphatase (ALP) . il fi)i % 5§ ~<7:. Periodontal Index of Treatment
Needs (CPITN) Z 71l L. BERE, 4588, ROC il T O Mifi & 30l L7z, TREE, Y55
NHWEERE A —=2 7+ 55HE 2%HE L7, CPITN 3, 4 (2 19 %(8.6%).CPITN 1,
213129 % (68.4%)Tdh>7:. LDH, ALP MiA#HO & 2 M THAR, REELHHE
IZfd =7 LDH. ALP®#H 2 P4 7:HS » FEIENFN 684 TUL , T5IU/L Th -
7z LDH, ALP, il #lA&AHE 2 4E . A 0.90.5F 5 0.62 IHTEAY ¥ 0.18,
FEPEr 3 0.98 Th > 72, #iam - LDH, ALP, b & Ml & HH EEEHOH 5 U
WOAL )~ TIZHAHTH L.
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i Ohshima M J Oral Sci. 2002:44(1):35-9.
ZEFZALAN] | 4 TEFZA LN |4
A= Hepatocyte growth factor in saliva: a possible marker for periodontal

disease status.

o i-Z k LHFNE O HGF (3 4mm UL L, 6mm LA L@ probing depths ¥, #
B A D b i% v probing depths, BOP [&PEE & HMAD %,

BNOEK

Hepatocyte growth factor (HGF) (4 mitogen, motogen, morphogen & L T{EH Lik4 %
ERABLCINT b= ART-£ L TERT 4 34 12 B8 O 80 5 J i (2 HGF-like
chemoattractant % it L, #i#i%& L h © HGF #4° probing depth, gingival index, #
L ¥ IL-1beta DBE LM+ 4 2 & 2R L7z, AR TIL, Wb HGF A7 E #l# 0
KEZ R T v— A LTHHTEZ 202 BF L7, 65 BOBA (H1E50 %, «ik15 %)
D2 W ME I & IR L Wi @ HGF % ELSA (2 Cilllg L7z, ME > 7 ARILE,
probing depths & bleeding on probing £ =% — L7:. 4mm kL £ probing depths £ &
6mm kL @ probing depths 3k o) HGF £ MBI %75 L 72(r = 0.541. 0.683), F 7=,
BN Db {EY probing depth | bleeding on probing GTED L E b HIM L/ L 72(r =
0.558, 0.511), N LDFERED S, MEilPD HGF BHEMD A 2 ) —= 7 ZIZBWTH
MoO~—hEGl) ) HuREMEAVRME S L7z,

K&\eOL®, 757
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Hi gt Takane M J Oral Sci. 2005:47(1):53-7.
TEF AL~ i3 ITEF AL 1
T A marker of oxidative stress in saliva® association with

periodontally-involved teeth of a hopeless prognosis.

Giraoll E 8-0HAG I£ hopeless 7 M1 T2 W 214D Z EAYREE S 417z,

WU OEK

A OHMITELA L A< —% T AP O 8hydroxydeoxyguanosine
(8-OHAG) & WEMmOEE 2 H#ITIZ L 5 hopeless el OF L OME LM L2 LT
& A .34 O W E B E % hopeless 7 O #EC 2/ (270 P HEET L 72w+ > 8-OHAG
{2 hopeless D dH A M CHBEIZEVEEZRL 72(4.78 +/- 0.14 ng/ml & 2.35 +/- 0.18
ng/ml) . F 7247 L 72 o 45 © # (GE3 probing depth = 7.2) @ # A il i it b
8-OHdG % ill5E L7z, 8-OHAG | hopeless %W & B S /o4 » T b DAl 2
iz, THE O RS S hopeless L2 8-OHAG FHiET& Y . 8-OHAG (2 hopeless
LW OTHRBEIZL2Z LA RSz,

KwBIGR, 777
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Hi gt Nomura Y, J Oral Sci. 2006:48(4):177-83.
ITEFYALRN] | 2b TEFYALAN | 2b
= Screening of periodontitis with salivary enzyme tests.

Brofil Wed st LDH 3tEHOA2 ) —=> ZIZHMTHY, ASTBUN %
O L % B TRENA S 5.

BYOEW

Ao BiNEE Yy v b 7O0—¥E VTR LEEROR 2 — = Z 124 iy
hDNR A A7~ AERETLIETHD, 187 [0 EA THETOIS EHEZH
AR LB e L L, EFEY y PORIER, WHO 70— 72k 2 TiT2 72 &
PO A AT—HD3L, LDHIZMLTRE7A VS L 6MELI. v bA7HRA
M2 ROC #4412 & 0 EREE, J$REOEAR L L vgiZ L hikE Lz, N F~—7
@9 5 LDH A% & BERE, FFRAEATE < (KAE 0.66, 4558 0.67)T AST . BUN & RJE,
HREN06LETH-7. LDHOT A VH 1 LD L, LDH4,6 OWEAE - 72

ML LDH (ZWEMO A7) — = ZIZHMATH Y . AST.BUN £ OfEdi & 4 5 Al ietk
b

KEMOLE, J57

Table 2 Cut-ofl point, sensitivity and specificity of vanous bochemical markers in saliva

Lingivitis or Perodontitis

Positive  Negative
Cut-ofl poini T

P yulue®  Senshivity Specificinn  Predictive Predictive

Lo Value Value
T a6

ASL 1.5 (L] .63 .68 0na? n3s
S % 2 -
12.5 1 45

ALl 125 s 1 0,47 T 0
134 = a4
ATl 42 42

LDH 71 < (100 (0.t n? (.50 0,80
™ 21 82
J 5 13 4

ALP 9.5 0407 s 02 017 069
g & 30 at
16 0% " §7

RUN (LR 0.001 0.62 (iR 5] .46 077
14,95 " 77
[} 5l Wil

I-HR ns N2 021 D&l 06 nis
[} k2 LR
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Hi Ribaldi E J Periodontal Res. 1998:33(4):237-41.
ITEFrAL~N] | 4 ITEF AL~V |4
F—7 Guerra M, Mezzasoma AM, Staffolani N, Goracci G, Gresele P. PAF

levels in saliva are regulated by inflammatory cells,

Y At B HTO2MEE Tl2 PAF OSTHEMEE &b L THEMBETE
Wi Th o7z,

BRYDOEK

Platelet activating factor (PAF) (25 ) & RAEE D) VIFH DA T4 24 —Tdh W fltEH
OWERED (Z{FE LA RETHINT 2, PAF OhiF #aEtdaThi vy Z &
AIREEENTWAE LD, W ZIE% > Tl Kifith® PAF (2 PAF-producing
cells PAF-degrading acetylhydrolase (&> T2 » b= L ENTwh, flHFHOMER
17 acetylhydrolase iitfIZIER IZIEV b D@, IEAN O RZAERKE & ZMLED A LR L
vy,

A7 B W % & 8 AG 8 Tl b o S4EMIL @ PAF ~O MG 2 HEH+T 540
Thb. EE, WEBEE, §77 i ORGHER, #.L0H%O LD PAF &
radioimmunoassay (RIA) Tl L7z, ftH# TlieuElh o PAF (2, 80 OB L
gtz R L7z (1,51 4/- 0.22 vs. 0.92 +/- 0.04 ng/ml, p < 0.0039). #i~7 7 5 2 I
MOMER T2, SERP T PAF LR LA EiTREN o7, HEAKREET
(2, LiFCREFEELENDh oA, SERTIIATIIEVHARLZ, HAEEE
T, fwE L L PAF AR (@ a s, RO RE2 S, WP PAF 04
. RIS EEARIC L s Ty bo— L X, SRARIENEONE &R O T
RpszZ b, ¥V NPWICBEEFLETH L,

KEBOLEK, 757

4
] [ centrifuged saliva

34

Salivary PAF (ng/ml)

Fig. 2. PAF levels in whole, mixed saliva and in the supernatant
of cennfuged sabiva from healthy controls and pauents with
periodontitis. Values represem data from 3 and 2 subjects,
respectively, in duplicate {mean + SEM ). The astensk indicates
a significant difference compared with controls (p<0.003 by
both r-test and non-parametric test for unpaired samples).
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il Sandholm L J Periodontol. 1984:55(1):9-12.
ITEFYALNI] L4 IEF/ALAL]T | 4
=il Salivary immunoglobulins in patients with juvenile periodontitis

and their healthy siblings.
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HEMEERROBFCIIES LB LT 1gM OE3FEICHVE

LWL

i L DB

21 HOEFMEWE 2O BE L EO RN 17 %5 & RN % » L2 17 HORHE
EDEMERE T O 1gA, 1gG and 1gM DR FE % solid phase radioimmunoassay Tilll5g L 7.
HIEMEHE O BETIE T O Kaptlik:, fEE &L T IgA 28 LR L Tuv 72 1(88 +-
32.5 mg/L vs 130 +/- 24.5 mg/L vs 139 +/- 21.2 mg/L). 1gG & EAA A6 172(45.6 +/-
12.5 mg/Lvs 18.1 +/- 5.9 mg/L vs 21.0 +/- 5.6 mg/L), 1gM Ofii (2 # O Witk |z 5T
b At 6 72(22.5 +/- 5.4 mg/Lvs 13.3 4/ 2.9 mg/L vs 8.7 +/- 1.6 mg/L), #HE1EM
BHEOBETIIREEEHEL TIgM OEIIAFEICHWEZRL .
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Ozmeric N J Periodontol. 2002:73(7):720-5.

I E TEFYALALI 4

7t 4 Level of neopterin, a marker of immune cell activation in gingival
crevicular fluid, saliva, and urine in patients with aggressive

periodontitis.

Dotz k AEAT B JE] 995 B # CHEIE @ neopterin (3424 /8 7 W THIIE L 723
. BEEIVEVWEETRL.

i LD

R . Neopterin (& T #ifgiz L > T iz > 5’ —F7 O L hiFEah/-e b
TINT7r—VhHREEE #'L?éﬁ‘-ﬂﬂlé,ﬁf}tkﬂ T—AThbH, i 4*@ Neopterin (ZRE/K
b, g LS ERT L. FDE, Kilh @ Neopterin #illE ¥ 4 2 & (3R
fRizx L CHifatk e 2 fedl 2 o T EirtowERoZ., FRHEICERT
h b, REFZEOHMNISETIESE %2311 5 Neopterin DEEI=HFTAZETH L,
HiE 13 A0 ESEBER 2 VETHRE RO BE LR E LIRGWET. RERIRL
7z. BRPIIEE I PD Smm L 1) 6 #7548 L 72, Neopterin @it {3 ELISA (2T
HlsE L7za

FE R A TRHM L 72 Neopterin @4 (2R, WEif £ 11 F4 235.77+/-405.31.9.85+/-7.66
micromol neopterin/mol creatinine T & - 7=, #4714 14 & 75 B % T' ieh€£h
225.45+/-100.72 . 5.25+/-5.716 T & - 7- . P i & L i T 18+/-12.75
nmol/1,2.51+/-1.72nmol/l Td - 7= #8% » N7 W THIE L7388 H ﬁ'?};f."’f““&") % (At L
Neopterin OF R TIXEZD Loz, #Hwm AT ETHEBMNBEE BV T
Neopterin #fif%% L /- #1@ TOFG L Td 4 . Neopterin (2§ [T D A 4 = X L OWFFEIZ1%
M2ThH ).
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it Lamster IB J Periodontol. 2003:74(3):353-9.
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Beta-glucuronidase activity in saliva: relationship to clinical
periodontal parameters.

Girolzl &

ik th @ Beta-glucuronidase @)% (2 1 B HIEE O FGHE £ M3 4 .

RXORK

WE . ERmEDP O Betaglucuronidase (betaG)id i Fili~OUfhEROE M 2R+
~—7ATd 1, probing depth % clinical attachment level Z Hilll4dh 4 Z EATRE
TWwh, 2642, betaG O LA IHEHMEO T ¥ v F A2 POADN A VA TH A,

BEHEH O betaG LT T 5 2 Lk, OESETOHAROITHIROBHEERT L, K
T 7200 B (I3 EE R O betaG & HIEHERONIE LR TRIAR /7 A — 2 L DML %R

HTaZETHE

ik B 108 %, P 272 BOFE 380 B AR E L7z, lFRMERL L BRI 2 4RICL

Pl ] LR 0 AT (2
TiT o7z, MEEH

»NEREL, M/ARECERIE L7,
F4s L MEED beta G £ 1Y) probing depth, -} gingival index,5mm L ED 7 v I

E VI AR

2 4712 beta G OFWFEAFRO SNz, smm Ll EOFr v M AT 4 AFL O F kS

H®ZHLE LT

3.77 T oz, BLEE, WBEEREOF » A H13.15,2.99 Th D betaG OiFPEIEHLE
I hEuty XIeaR L7z, 6 A0 £S5 betaG OFEME L HGH /7 A—%

& O M5 AR =

IN—=2Y, RGHDE=Y) Y 7IZHHTH A,

probing depth (PD), attachment level (AL), and gingival index (GI)
¥ 7 it betaG % RH L. RRORIN (X FIimEREL, UFrhEREL, HizkEL, V)

iz, HEBLZFHPDEHGLIZEN 3z aze 25 L

ATy AT AT o 7. betaG DiFEYEDT 100 LLETH v XAt

i, WEEIERME IIROTRE AR TH L Z Lt MEMND 2

KR LR, 757

Table 6.

Sensitivity/Specificity of Salivary
j3-Glucuronidase in Predicating Subjects
with =4 Sites with PD =5 mm

Levels of Salvary
B-Glucuromdase Sermtrrty Specihicity
40 units 2133 %
60 units 55.3%
7.7T%
42.0% B4.9%

Subjects with diseass

69 (18.1% of toral)
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TEFZALANNL] 4 IZEFZALANNL 4
Fr=R Total antioxidant capacity and antioxidant enzymes in serum,

saliva, and gingival crevicular fluid of preeclamptic women with

and without periodontal disease.

Grofzl E oy, BEFRLECRE, TRTICmARERICL o TRESI NS

WY OEH

R AR B 09I3PIREILAE. M. MERE. SR E b © superoxide
dismutase, glutathione peroxidase, malondialdehyde ?3f1% % T-Miprl, (e Ew &
THLIHFTHEROSL2F LR VELILB T2 L ThbH, Lk FHnl ClE»
DdDHLO10 %, FMEMCHEROZ VLD 10 %, MEEWTHEHOSH S 6O 10
%, MIFEETHEROL VLD 10 HErR s L, WM AR, Mmif, Wik,
M b @ superoxide dismutase, glutathione peroxidase, malondialdehyde @
P2 RIE L 2o #4EM bt HE{t 2 h /s colorimetric # CilllaE L 72,
superoxide dismutase,glutathione peroxidase activities,malondialdehyde @ {ifi{}id %5
FEHERTTHE L7z 3 . s, mif+ @ Superoxide dismutase,
glutathione peroxidase 5 & UME{LH OHUEEILAE S FMRTH THER O H L TG TR b
ik u i 22 55 L IfiLil . 9B i P @ malondialdehyde |3/ & @V &2 /R L7z #560 ©
Gipi. BB, FREAMChAEEB L TEEENL, T 72,
malondialdehyde @&, £HEEHLEKTHS .
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