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BE. B WERBIME T 48 17(T helper cell 17, Thl17) &k EXHXEHFH M A £ 17 (interleukin 17, IL17) ELRFH R
B 4 ( Postmenopausal osteoporosis, PMOP) S F M A KX M & PR EAKE, HFITIL- 1T AR SLLEFRAENRPERHX
. Ak BEM2011E7TA 01457 AERKRLENEEEERANEE (60 ) hHIRAH, ERAFRREERHELE
FEEEFABIBHGH) RARKXARARULLEERGENEERETREF ASAL P ThT ABRKF,RA
ELISA 4 I B/ A 851 R il o IL-17 \IL-6 & TGF-B W E /K ¥ ;R A RT-PCR SR I B A AR M PR FE T T WM EZ
Z{K ( retinoid-related orphan receptor gamma t,RORyT) #) mRNA K, Fit Pearson HAFHEZ R BERAMBE P IL-17 K
¥ 58 % & (bone mineral density, BMD) IR M EHIEFENR R, ER LLZTERHEMEZ SN @S Thl7 HHE LG A
(2.1720.41)%  BER/ TREMNBAAFN(0.61 £0.45)%  ZFHEHITFE (P <0.001) ;42 5B Wt th B EF M IL-
17 KF(31.51 £10.09) pg/ml, B EFH T3 A ABFKI(16.61 +9.93)pg/ml , ERFLHITFE B X(P <0.001) ; BEFFHHM
BESEAM RORYT mRNA MERA K LR EB TEX AR ZRARITEFEN(P<0.001), HEFEREEXN RHAABIAE
M IL-6 X TCF-p KEHBERFLELFBRAMBEE . ERARIUEE L (1=8.99,P=0.000;:=4.71,P =0.000);
Bt Pearson AN MERE R LLEBRHMBFMOE S [L-17 5 BMD 2B ERMK(r=0.788,P <0.05), &Ki¢ Th17
AARATREE AW IL-17 RS2 EFREARN A IL-17 A R E N BT ELEERARNEERS.
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Abstract; Objective To observe T helper cell 17 (Th17) and serum interleukin 17 (IL-17) expression in peripheral blood in
patients with postmenopausal osteoporosis ( PMOP), and to explore the relationship between IL-17 cells and the pathogenesis of
PMOP. Methods Sixty PMOP patients in our hospital from July 2011 to July 2014 were selected as the study group, and 60
normal postmenopausal people at the same time were selected as the control group. The peripheral blood Th17 cells were detected
using flow éytometry. Serum levels of IL 17, IL-6, and TGF-g were detected using ELISA. The mRNA level of retinoid-related
orphan receptor gamma T (RORyT) was detected using RT-PCR in two groups. The relationship between IL-17 and bone mineral
density (BMD), serum calcium was studied in PMOP. Results Thl7 cells in the peripheral blood in PMOP patients (2. 17
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0.41% ) were significantly higher than those in normal people (0.61 £0.45% , P <0.001). IL-17 level in PMOP patients (31. 51
+10.09 pg/ml) was significantly higher than those in normal people (16.61 +9.93 pg/ml, P <0.001). The expression of
RORyT mRNA in PMOP patients was significantly higher than that the control group (P <0.001). In addition, IL-6 and TGF-$ in

PMOP patients were significantly higher than those in the control group (P <0.001). Furthermore, Pearson correlation analysis

showed that IL-17 was negatively correlated with BMD (r=0.788, P <0.05) in PMOP patients. Conclusion Thl7 cells promote

the pathogenesis of PMOP by secreting IL-17. IL-17 may act as an important target for the treatment of PMOP.
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% % o B B B # i ( Postmenopausal
osteoporosis,PMO) E— M TH N ERZSHETE
W KA ARG, AT B BT 2 R
R EERAAEZERL KWK ES TFEH, UK
HEFIIERE BERTRSER, “EHEHMEE
W EBEREMEERE  REZHESFm. RN,
HRZEERBEMBANTRE—FRESR,FE
fRHERIEMT HEMAENERBFNEENER
ENTEEER" ., RAMBE, L2/ B RHEME
MERREBPHIG M RELER.

CDA'THREANAREERGETH —FHEES
BN, £ 5 R 5 51 R 12 5 40 }9 ( Antigen presenting
cell, APC) 77 7£ if 7] LA = B F E 434k Thl, Th2,
Th17 & Treg 48/8'**' . Jf,Th17 gHM 2 —BE
FHEABREATEANR-1T(IL-17) RESHEERE
FIBER MM R, BRTR BT R B, Th17 H i
ot 4w IL-17 72 K f 26 F & ( rheumatoid
arthritis, RA) HREF,H 5 TNF-o 3t R EH
BT EERARENEBROIBRY . A BFEXE
B IL-17 BEVREHMEZEWERRRN—MBE
EWNFHERE FATUERT ERERNEENT
ST, R4, % F Thi7 M KA XEFHE
SAERRGNHRTHEEEARIHSAT S
BT,

Hil, A EEI N HELZRERREE ABER
L JE R EBRE WS A M Th1T 4000 .55 3 89 40
MR F UMM REFKE, S ETELE
BRHMNEE S Th17 AR5 5% E L R ME45
BEFENXER,

1 ®N&E5F*

L1 KRR '
HE 2011 £ 7 H ~2014 £ 7 ARRBEBITH
60 B L 42 5B R HiL B E B A, RN
BT 60 Bl Lt & 5 B B IE ¥ AR Nt
MW, BLEEEHEMNARARE: QBREZ 1

FLL L @F#R 5065 %, F161.3 5, HeBRIRHE:
OFMBERIE SERLERDRZERENER
T QR &M 4k &P RRALEETH; OB MM
BEHEBEE OFAHESHE . OFBNER; 0k
B OFHABRE S ERRE, BHENR
FRURATRERSI R EERREMNE; OR
FIMBE R EREBREEE . —BERESS5H
TR LY, BF 50 foxk B A BF R 3
KEF ERE-RENEAT NS, ZRHESK
HH#EX (¥ P>0.05),

1.2 HE

1.2.1 FHAABSEIM Th7 MmN g a. Hda
ABHERBRTHERESNEM S ml, il A EDTA #
BR,MALERBEBRBNBROAKE, UTL
1640 BEF W EPHRBEE 1 x10° AH/ml, FE.O¥HF
HET 100 pL PBS #, /it A CD3-APC ( eBioscience,
0.25 mg/ml) #1 CD4-FITC ( eBioscience ,0. 2 mg/ml)
ik, B EEREEEF 30 min, A PBS Z ¥
WRE2RE, MABEEE TR 1 ol J5 4 F#t
#E 30 min, B.LJ5,EE T 100 ul permeabilization
buffer #, #il A IL-17 A-PE ( BioLegend 0. 25 mg/ml) ,
ACE I E 45min, L) PBS ZEwW st 2 W5, 500
pLEMBEEFERS AR KX A KL (FACS
Calibur, 2 E BD 24 &) &l ,

1.2.2 ELISA 4 i % 41 A B¥ 1 ¥ #* IL-17 . IL-6
TGF-B1 K ¥ : A #9 IL-17 . IL-6 . TGF-p1 RF & 1 K
H 3% H eBioscience /2 7] , K I 3 8 M= 4% 3% BN &
SRUAER o

1.2.3 % RT-PCR &4 W 520 A 4h & i+ % %
HF RORyT ) mRNA /K F: 5 i m & .0 5 R Bk
B L3 200 pl, i A F] 1 ml Trizol T4 513, # BB
B9 A B R 42 & RNA, B8 RNA % F 30l DEPC
K, REAE RNA 28D E T S#TTER
53870 SRJG H R Femantes B FiAN S0 R
i cDNA, F -20C R E&E M. ALK PCR A &%
4 :95°C A4 20 s, 4R )5 60°C20s F1 70°C 1 s #E4T 40
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