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(HE) BM ®KiT%RH K (Hepeidin) EREF AREF AR bR PR MAKETAAMX AT EaETHF
RUFWEEZLEYFEX, UWHARFU ARG B T EF RGO 7 2 REE N ER . TTE AR AR EH R
(GCF) ¥ % & ¥ M B § KB % k7 {t. H 7 B & (RANKL) , # & # % (OPG) #y & 3£ K F, 2 47 4 & F #9 & & 5 RANKL ## OPG
RAWHMKENRGE TS ES T ARETEFRRN KR, &R 20 P1RET A KA ZHF GCF # % & F Hepcidin #=
RANKL 8y % & & T 6 5 xf 5 41 (P<0.05) ,OPG #7 7 B 1% F 4 e xf B 41 (P<0.01) ., 12 1 7F JE 3k 41 GCF # RANKL ## OPG % &
5o 4 B0 RAG AT & AR R (PD) (M & & K (AL) B 38 4% 20 (PLD) (R 7 M 1 45 4 (SBI) A0 X (P>0.05) , 4k B 7 &
J£ 5 Hepcidin % & 2 [EA# % (P<0.01), 5 RANKL & £ 2 IE 48 % (P<0.05), 5 OPG % & T 48 % (P>0.05) ., il 18 1 F Ji %k % %
t F 48 B R Ak 5 R # Hepeidin 8 F2 & £ R #0A %,
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Impact of Hepcidin in Alveolar Bone Absorption of Chronic Periodontitis
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(Abstract] Objective To explore the role of hepcidin in the process of alveolar bone absorption in chronic periodontitis,
and the important biological significance of iron ion and related regulatory proteins in alveolar bone absorption, in order to
build theoretical basis of effective prevention of alveolar bone absorption. Methods The expression of iron ions, RANKL and
OPG in gingival crevicular fluid (GCF) of chronic periodontitis patients was detected. The correlation between iron ion and
RANKI/OPG, and the relationship between iron ion and alveolar bone absorption were correlated. Results The concentration of
Iron ion, hepcidin, RANKL levels in GCF of 20 chronic periodontitis patients was higher than that in healthy control group
(P<0.01). RANKL and OPG level in GCF of chronic periodontitis patients were not correlated to four clinical indicators:
probing depth (PD), attachment loss (AL), plaque index (PLI) and sulcus bleeding index (SBI) (P>0.05). Iron iron level was
positive correlated with hepcidin (P<0.01) and RANKL level (P<0.05), but not correlated with OPG level (P>0.05). Conclusion
Alveolar bone absorption caused by chronic periodontitis may be related with upregulation of hepcidin and overload iron.

(Keywords) periodontitis; hepcidin; ferrous iron; bone absorption

BERE NRZL AR5 B SR I ORI G 1Y A

124 7F Ji & (chronic  periodontitis,CP) /& I
IR Z—, REAKEENHMEITR, €25 IR, SEHmirs & Sk N gkeg ik 2 n

(U5 B H#E)2016-12-13

(BT E)MMEAZAE TR U0 H (14C0848)

(MEFE®N IR B, 4, Wit Wy m . s E

(BWAESE ) Wk, Lo, #84% , i+ 55 246 50, E-mail : 724986095@qq.com .



906 T v 2 25 R A 24T

2017 56 37 &

(BR800 Rt 2 51 R N — R 5005 BLAE 46 Horh
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HE T 240 R ) 3k U B SR IR AE 35 A% T
L TR T I (S S I ) B T A 1 2 i AR
PN B0 BURE S5 ki 285 RS (M g v i B A S 1)
KGR WAL, B &K (Hepeidin)j&—Ff B B
WM 25 SRR K, X MR Ak ) WO 43 i e 3
R IER, HREZHRG S F LR %
it AR PR I 1 R K
TR, SR O TR A i A A ] L 58 B e ) A
B, 22 Fh 52 2% 1 2% RT B T 42 3R] 42 14 52 W) Jrd 3 1k
T8 v i R Rk B T KO . BT K
S B AR Y AR A R TP AR T R HIL R
WLHZIE o TP B 45 HEIE IS IR IR T 1% M 1 U vk
YA T B S A R R A R T I S S 5 114 () B
SCVE AT 4 B RO O 8 PR BT TR YT T 285,
UL AR G SN ER AR 5 F R B I R AT B
T T Bk B 7 B HL AR S 0 9 B 1 7R A Rl i
FEAEY S, DR ERER AR5 16 oAl %
W 14 T 1 B AR P Bt

| AR

1.1 SEEmXT4

PEHL 2014 4F 4 A & 2014 4F 11 A WEI7E
2R S B 11 s R EI2 10 20 B 1 o JE 2R AR
L 11N, L9 N R 35~60 X, T (43.2+
1.2)% , X HEZ B B 20 1] 45 iy 1A ol 38 A% D JE G oF
JE AR W IEE R, R 5 8 A, 4 12 AL 4R 30~60
% F¥(42.9+1.3) %, WA RAERY MO 2 5 XS
TR X (P>0.05) , BA AT btk LT 4 e K2
WA BB B B R TR B E S E TS
Al &4 .

YNAFRHE DN 20 B 58 3 1 rh sk Bz R O T
JERIE BRI RRZHL . FJ4E =3 mm, X &on
R WA, AFTE 2 i R AR R T A8 (R 48 11 A RE
ARKAE K X L2 TEW G G145 (R T R 1 e
B ol BE RN R RS S B T ) A R R I R SR AR
THE o 0 ECZH e OS2 4 A 6 R A Y I R KR (SBI) < 1,

F FAHAL R (PD)<3 mm, JC I %5 1% 2% (AL), LA
gy, JC R B 0 W, T R 2 U A X F TR R T T
B H(CPITN)=0 ZEhRife

HEBRARME . J 8 G OF B RGBS 5T
3 H WP A 2 5 B AR N T 1 2 AR T 5 42
7RI,
1.2 R 5

N ¥ B+ KB 32 1 i 1k B F I #& (RANKL)
ELISA 27 & (- B AR R AT BRA w5 N B
2R (OPG) ELISA 5 & (bt i B A= R A BR
N s N ELISA 157 & (b i B 2 4 Rk 4
AR T ) s Fe A & (B FEI0 B A RO R
/NT));PBS 22 i (001 mmol/L,pH 7.2);ELx800 W5t
242 H e 2 AR (X (38 [ BioTek 2 H]) ;Milli-
Q HBAEKAL(SEE Millipore 2AH] )
1.3 ik
1.3.1  ZK AR R T 24 A 35 3
FIE B2 M F 40 il sk« (1) F 8 5
ZYRE (probing depth,PD) & 45 i 2% %5 F J& 48 i€ 0§
HEHI A PE S L) mm IS St (2) B A TR
(attachment loss, AL) /& ¥8 4% (74 ) JIE 2 Fil 4 i o A
MRS, DL mm R HRAAIE % . (3) W B TR £ (plaque
index , PLL) FH R B 0 3 24 T, AR 416 A1 A6 149 o R0 JRE 2
W04y, (4) BRI 1 FE 2 (sulcular bleeding index,
SBI) i FH i Sk ZF JA) S S A R Vg, L3¢ 11 1f 175 50
k.
1.3.2  WRIHWRARAS R REE  SRATMEI 400 . X iR
2 B SF BT IZ A e (80) 0 3tz v 4R 9 Ak i £ R VA
& (gingival crevicular fluid, GCF)#pAs , 12 7 4 J&
R 32 AR A BITE A JE A2 5 U 1 A WG RV TR
PR o BCSERR BT B 5 A T PBS 22 P 1 25 .0
B, -80 CEHMRAT .
1.3.3 SR PR ES - E e i iE SR I Ak R
MRk 4% Fe Rl £ U045, 28 FH A R b 38 %
FB T KU 1 96 FLAR 1 7 01 52 740 Y0 TG 5 47 1Y
PRUERREROMA R 96 FLARH , N A i (IR AT, %=
TR E | BAR YL 562 nm ALK, LLZS (AL AR
YRS LI BE o 1) FH I A5 (A o 4k 37 1y O
B bR 2, 15 D R D R A VR P Ak R
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1.3.4 R 74 % H Hepcidin . RANKL .OPG fY & ik
SR FHY G K e 92 WG B 9k, T A ERAE S R BRI R
RANKL . OPG ELISA 7 & (4 156 0 84 .
1.3.5 Hdlageitong RS SPSS 23.0 it
TGt o0 b, Y a 1) 22 5 LR HT ¢ K, 75 ¢
BELL “xs " IR o Spearman 75 3T AH G L P<0.05 K
ZRAAG R L,
2 H#R
2.1 PIULSZ R I I R A8 B 0 L3R

435I CP 4 A BE 2 2 6 F 1Y I TR 38
KB 20 1] CP 4132 K6 2 F1 20 il fid Xt HE 2H 32 46 7 7
PD AL PLI #1 SBI VU645 X947 B 22 57 (P<001)
CP HIWZA A FFE A RIS, W&k 1,

xR 1 WAZEIT IE KGN E R LR

% 3 B4 GCF B RANKL 1 OPC H3REE R 5 b A LAY (i)

i [ RANKL/pg-pL"  OPG/pg-pL” RANKL/OPG
ARl 27.20+11.47 110.08+47.37 0.32+0.26
CP4l  54.53x14.43% 49.86+24.98++ 1.4921.06%*
W 4.599 5.030 4734
P 0.000 0.000 0.000

RNl Xt IR 4 CP 4l VA P
PD/mm 1.50 5.25%% 5.439 0.000
AL/mm 0.00 2.00%% 5.875 0.000

PLI 0.00 2.00%% 5.988 0.000

SBI 0.00 2.00%% 5.888 0.000

5 BALH L, #%P<0.01

24 BYES R R HZI A GCF H RANKL #il OPG
¥ B S RANKL/OPG 1) HAE -5 28 Ja Ife PR AS A 14 4
PSS

g3 At 20 4 CP 4 % K %F GCF /' RANKL #i
OPG 1Yk B 55 1% 3 K F Il JK 4 A% PD (AL \PLI SBI
(R DGR T R, 25 AL 2 RN TEAH G, 22 S e Ge 2 2
SL(P>0.05), L% 4,

&4 CPAZKF GCF 1 RANKL #1 OPG #9#R £ % RANKL
/OPG H b B 5 ZF 8] I PR 45 45 B 48 55 14 53 47

W S X R LG, #%P<0.01
22 W GCF 18k #E ¥ (Fe*) Ml Hepeidin ¥ FE (1)
A%

20 5] CP 20 346 25 A 20 f5i] fit e X B8 2 52 46 F
GCF " Fe* il Hepeidin ¥ AT 2200, 18PE 28 i % &
#H GCF " Fe* fl Hepcidin ¥ B & T filt B X B 41, 2%
FA G L (P<0.05), L5k 2,

% 2 W4 GCF H Fe*# Hepcidin IRERILLE  (n=20,x+s)

s Fe*/pwmol - 1! Hepcidin/ng-mL™
Xf B 2R 18.71£10.35 12.28+5.50
CP 41 34.47+17.88* 18.51+8.38*
Z 2.192 2.272
P 0.028 0.023

TE 90 A A LE , #P<0.05

2.3 P4l GCF " RANKL F1 OPG (¥ B &% H: Fe A
(1 g

20 f5i] CP 4 346 5F 1 20 f5i) ekt F XoF B 20 3% 46 oF
GCF 11 RANKL Fl OPG 23k B2 A 22 51 18024 %
R EH GCF 1 RANKL ¥ 2 & Tt et BREH ,0PG ¥k
JEACFHE IR 22 R Gei 4 L (P<0.01) W3 3,

it H PD AL PLI SBI
RANKL -0.211 0.193 0.036 0.043
opPG 0.281 -0.406 -0.279 -0.087
RANKL/OPG -0.402 0.382 0.109 0.065

T RS HIE R R B TSI R L (P>0.05) .

2.5 BYFHREE GCF P TR IE S Hep-
cidin , RANKL F1 OPG ¥ J& ()4 & 1 43 B

1A 20 Bl CP 45246 F GCF i 8% 2+ (1 ik i
5 Hepcidin [RANKL 1 OPG ¥ & A1 21, & B
R T Uk B 5 kR R VR B IE A OC r=0.586, P=
0.007 , 47 G i1 2 2 L (P<0.01); 8k B F ¢ £ 5 RAN-
KL #¢ ¥ 5 1E M1 56 r=0.403,P=0.04, H%it¥#8E X
(P<0.05) ;48 T E S OPG MR JCHISGHE (P>0.05)
U

&5 CP &% GCF H Fe*MK E 5 Hepcidin [ RANKL

1 OPG % B B 48 2 4 43 47

it [ Hepcidin
Fe 0.586%*

RANKL opPG
0.403* -0.035

¥ :Fe 5 Hepeidin 1 5¢ & 4 *#P<0.01,Fe 5 RANKL # 5¢ & %
#P<0.05,

3 i

KR, P EEARZ A E R, B R B
SRR SRAT I JH AR B B R B RSO 2 147 114
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2 AN LR, BRI R 28 2 0 2 AT 14
i e SE—FER BRI, RS E S R
TS IS O 2R 2 U1 aok B~ R I S 3 FE B 3 97 K
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Y0 AR K R 2 BOAIR BCRMAS 2 WA K T
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R VR 2R AT AR e TR A — R Y 41 Ak AR
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N LTE FIPR A B2 2645 B2 2K . S ML B 2,
R 2R B R ek B o (RS U IR R I £
NN 7 s | R T R Rl = W
(FPNT) 1y B fige | 5 P 4k 1) o Y8 v 2 32 (9 0 3k | 3 i
ol /0N Hg 1 B 240 R 5 40 ot P Rk, 4L
PR Z i DL b3k B e A AH S 0 | DT A Ak
AR S

N TE A BARASTS Bl /D HE M R B LT, R I A
1815 RS R R DR 3R S I A BILAR B4 Ry 3 R
RARRES 5 R AR 80, T 5 30— R A B AR AL
10 H A 5 X B R A0 R B A R s, A
GEUESE , o W 5 1) K 5 - BE A6 1A S ) B 1 44t 344
BE A DA R A R AR ) Aot A1 8 1 40 L 14 A B
S S SRE WC As 2  BE  R AE  TBE AA A
T RE S IR N AETE B 804 OC A S0 X A [) 7 2
(4 2 JE1 3 3 GCF rh ke ik B kAT TR, 45
K BRBHA CP ™ 5 FE B IR, A i rh 4k 1 A
Hepecidin 1Y ¥ B2 55, % 25 5 A1 Hepeidin A 4 B &
A DG F, XEEER R R iRk 8 & B 5 CP
(1 KA R TR A A S VI R | R Hepeidin 1) 5
w5 MR AR 5 5 AT RS CP &R R E B

TEIEH B AR B OE T , OAR A1 B B o i 24
I 4 R A R A L ) O AL T — A Bh AP
i B S R 0 B A UAS T T L A R ) T
SR 0 E g0 R A R B2 Z R E S iR AR
2 ,RANKL/RANK/OPG % Gt & W & 41 il 73 A i 324
W = BAE 5 R AR  EATASEALE 2 T8 - i i v e 2

PET, ity HLAE 248 AU 56 1 98 Ry JoT i A 45 JHE 2 2
PR Wbt R 3 5 TR B A R R
Jo 4 6 35 RANKL, 55 0% B 24 A i 4/ 40 A s 0 -1 440
e A T KB Z & LI F (RANK) 254
Ji AT AR AR B P P R WSO P S A i
QB i 5 0T 40 M 43 W 2 ik OPG 5 RANKL 38 4 Pk
454, ATRILIE RANKL 5 RANK 2[4 4, RANKL/
OPG ) Fb P 5 25 1 B 40 B 1 Ak 5 Ty g1 1
I Jey B AR AR 2 A 5 F A R AT S DD G R AR
Ry O JE s B0 T I P ek B A B RT3 o R
HMEEZAREE & SRR TP R BRI 2T R, IR
HAe iz ZAMLN 5] R IR R 8k 55 K7 B,
HFFEFRALET AR BRI E B & 3 GCF rh A7
e K hE 40 IL-6 IL-1 TNF PGE2 45 % ¥ A+ K&
TGF-B .BMP HIF % 4 jig [H ¥, DL K& 2 J81 4% P9 AH X
e S 1) P 5% B WELEG R 3 1 09 2 AT RE X )R Hep-
cidin (R IE 7K V-7 A 500, 5 BORR VA W K S ik
JEM T, B A S BOF R I W, FEAR 525 v &
B, 18 PE T 9 B GCF b RANKL [ #3888 IE 7
XFRRZE TS, 1T OPG 1 3R IA B IE 5 X BEAH AR il
H Hepcidin FIEEE] 7 19 £ ik 5 RNAKL B W AH G,
P 7R BB A Hepeidin ¥ 14 T w55 38 3 52 i 3
RNAKL 335 , M OPG i1k, fe & 5 Bk 15 4m
JELTE P T e 5 | R I

3 3 AR YRS 45 BT LA\ R e TR 4 B
FAEE WS R # GCF kA ki #4506, SRl
Hepcidin 7K V- 19 7+ 5 5 888 VR FE W) AR OC 2 5
R AR 2 EE AL Bk R B A T i
it i RNAKL ZRFH OPG 12k, 51 A 1)
WIS, P B IR YT A TR K BEIE R IE U, SR B K
e TE BTG K R g A g B RN B A T s TR R
IE S AR AR IE T, 5 22 000 5 A AR E <, R
R R T IO ke T AL, B AR IE R 42
1o GLRE T R B ok 0 M 2 TR R v O R WU A
ZF R R T A B R S AR LI AE S R AL
/R Hepeidin 58 53 8009 k03 20 5 28 1 8 W 0 i 1k
FH B AU, A7 B F i — 25 02 ¢ 28 J o R
P8 LR L PR, TR0 TR PG BR 45 & BHIE IS
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