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3 A ks MEE & A

W OE H/ TR LY R (rheumatoid arthritis, RA) £ 2 40 i X 3k ¥ 5% A F 3 (forkhead transcription factor 3,
Foxp3) &4k 4= 5 A7 - Bl (isransforming growth factor — B1, TGF - B1) ik 5 F Ik s b BE AL O AH G, ik PEHK 2016 4F 1
H ~2018 4F 5 AEEEZ EGWBGATIZ I RA W 126 HI/EN RA 41,4 RA 41438 RA A BEHe4] 62 6l Ff1 RA JTCBEH 4L 64 i,
[F) B 355 49 2 5 I o ke R A Az 2 B 62 81/ Ay I X BRUZEL L G A1 JH] il Foxp3 \TGF — B1 38 3k 7K - F1 451 &y Jik P i v J2 JEL B2 (inteima
- media thickness, IMT) , >R FJ [l )5 73 47 5iff W6 28 XAR OG5 R B S kb Ae Ak 2 R . &R RA ERESRA M RA A 3EHh 4
5% 49 TC TG A LDL 3 T E 4 X441 HDL TGF — B1 /K7l Foxp3 mRNA 0 Hif 42 ok BT T 1 4 AT BALL 2 541 5 2%
B (P<0.05) ;RA FREHAM TN L1 TC. TG 1 LDL 7 T RA LR Y20, HDL  TGF — B1 K F-FI Foxp3 mRNA {4 Xf % ik
KT RA LBERA , 22 5 A G2 E X (P <0.05), BEIHF PR TC LDL Foxp3 FI TGF — B1 2y 3l Jiik ity A 7 4k iy fa i (LR (P <
0.05) ,HDL gl ksl HEREAL IR IRE (P <0.05) o £ SR R B HSMA ML Foxp3 [TGF - Bl Rk B B2 B H, &
Sl kAR AL Y fe B L3R L TTRE S 5 S IRk AR BB AL i R A R .
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Abstract Objective To investigate the relationship between expression of forkhead transcription factor 3 ( Foxp3 ), transforming
growth factor - B1 (TGF — B1) and atherosclerosis in patients with rheumatoid arthritis(RA). Methods 126 RA patients treated in our
hospital from January 2016 to May 2018 were selected and set as RA group, which was further divided into two subgroups, namely RA
plaque group(n =62) and RA plaque — free group(n =64). Another 62 health individuals were set as control group. Then the peripheral
blood Foxp3, TGF - B1 expression levels and carotid intima — media thickness (IMT) were detected. The influencing factors of inflamma-
tory atherosclerosis were screened by regression analysis. Results The TC, TG, LDL, and IMT among three groups in a descending or-
der was RA plaque group, RA plaque — free group and control group( P <0.05). The expression of HDL, TGF - g1 and Foxp3 mRNA a-
mong three groups in an ascending order was RA plaque group, RA plaque - free group and control group( P <0.05). Regression analysis
showed that TC, LDL, Foxp3, and TGF — B1 were risk factors for atherosclerosis( P <0.05) , while HDL was a protective factor for ather-
osclerosis (P <0.05). Conclusion The expression of Foxp3 and TGF - B1 in the peripheral blood of patients with rheumatoid arthritis is
significantly inhibited. The two indicators are risk factor for atherosclerosis and may participate in the development of atherosclerosis.
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{5 DI PR R AE X — L [FIAT 52, F 58 RA SR rh 3l koot
FERE AL 1 A A= RAEBLEN , XF RAFRE 3l ik o A A Ak 1
B FiG Yy B S L, K #E st 1 3 (forkhead
transcription factor 3, Foxp3) B4 S RIETFRWET
Al (regulatory T cells, Treg) M IbRE L5 T, 76 5
£ 15§ 52 1 S 2 410 3 B0 P R B R s VEAE . Bk
A+ F - Bl (transforming growth factor — g1, TGF -
BOTERIEM A& RELBI RIERELEXL ., 25
TV AR R () I B A G ] A
TR o PR, A B 3 G R B RA R A0 A
Foxp3 #l TGF - B1 3Kk K 5 g ik ok AR AL 5C &,
RA F8.35 5l ik ok A A Ak 350 B AIG 97 4 41— 8 i S8
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1. — Bk PEH 2016 4 1 H ~2018 45 H 7E
EHEBEBWIATIZ A RA (B 126 Bi/EN RA 4,
Horp B3 M 20 i, 2o P 106 3], 5 5 4 % 26 ~ 64 2,1
KJAE WY 48.07 £16.31 & AR I8 B P A6 A5 251 ) Jok 14 JiE
1 )2 J& B (inteima — media thickness, IMT ) , IMT <
0.9mm F/RIEH ,0.9mm<IMT<1.3mm $& /5 PN JJE I
JE,IMT > 1. 3mm R/ A 3 JkBESL, DL R dr i, 4%
RA 4143 RA A5 BEHLAL 62 5] fl RA TCEE 4 64 1],
AP : DA & B4 4 56 B KGR Pr 22 (Ameri-
can Rheumatism Association, ARA) 1987 4E& 1] i & T
RA 2 Wik s @A B 53 AE 13 BF 58 % 52 K 5 S
TR I8 F A R A HEBR bR ik - ©5 I HoAlh
F B S PR S8 5 ()21 47 DA ol T 980 3R S e 410 1)
FIBIT B @UIHH A O L B B8 s @)™ 5 IIE
5 s g R A o D I R 4 2 S IR I it R A A
AR 62 B VE Ky IE W T B, b D5k 8 ], Lok
54 ], AR08 22 ~ 60 % SEIYAE S 45.57 £19.18 %,
AT ARG G N8R — N R B A B2 22 51 e b e

2. 90 S R AR A SR AR WCER B B ST X R B i
1K, B AR E 3550 (body mass index, BMI) ,if 5% RA
B E PR BRI S AT e B AR A A, T 2 Ak
5 RBIR 15 314> # ( disease activity score 28, DAS28)
IR AT DAS28 P71 o SRARNS SR A5 I ik 1fiL 8ml,
Sy 4 1A A TRIzol 1ml J5 - 80°C {77 4% 5
F 2B Mg S - 80 C IR

3R AR BRI - B~ 80°C FRAF B ML ¥ ,
4 A 3l AR A 2 B A 2 5 IE [ BE - (total cholesterol,
TC) . = Wt H il (wiglyceride, TG) | w5 % £ if & M
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(highdensity lipoprotein, HDL) F11 % & 1§ &5 4 ( low
densitylipoprotein , LDL) 7K 3,

4. F 6 56 W B 5 (enzyme linked immunosorbent
assay , ELISA) 1 46 I IfiL 7 Hh TGF — B1 JK - 4% — 41t
Wi B2 10pg/ml, A 96 fLAk 0.1 T4/ ,4°C
AR,V 3 W, NG 0. Iml T B3R KRz L ,37°C
JEE Lhs A 0. 1ml Z 4T, B¢ H 1h; A R 5K
0. 1ml, i {4 20min; fijl A 0. 05ml ¥k J& 25 2mol/L f) 47
MR 2% 1k B I, AE 450nm 4R U £ £L W OE B (A) fH
TGF - B1 {7 & T iR A= YR B FR 2 W)

5. sZ i 9¢ % RT — PCR (real — time polymerase
chain reaction ) #& 1l #} J& Ifil. Foxp3 mRNA #3235 : Buab
- 80°C LR A7 1Y fin TRIzol 42 1fil , AR 45 RNA #2 il 1 &
ERVE UL ]S P2 B RNA AR 48 S 5% 5 1o 3R] & vl W & i
cDNA , #4% SYBR Premix Ex Taq TM I #¢ )¢ & PCR
WA UL EAT PCR 1Yo 25 F y 95°C 30s FiE
PE 95C 5s A8k 60°C 44s 40 NEFF,61°C I R4 %
O, JHSE B 92 0 & PCR ARG I xof JH: 3% 36 1 i 17 45
Ay HT, L GADPH fE 5 P9 &, R A 272" k3T 5
mRNA A A R K i o

6. IMT 1 75 K5 £ - JH] 2 3% ) % (0 A5 2 4% 130x
JIT A WEFERS GFEAT IMT A I, 43 J31) ) 5 72 A5 95 0 5
KBl K SN Bl Bk A BBl ik o SCER RS IMT, CF 2
B IMT i 5 BEORSR R [ — K. RATWE
2L B AT R A E AT

7. 5812 E 07 R ] IBM SPSS 19.0 SR it 2 3 ff
XPRIE AT ST o B o SEER A5 SR T B = AR vfE 22
(x x5) ST HTIEAT IES R 5, 270 2 A1, s A
BT 203 IEAT FIWT 5 A5 A Wl 2 E A RIS
FEIEAT 20 M, LLOIMT Sy i A8 & (V) i # L TC L TG |
HDL .LDL DAS28 . TGF - B1 F11 Foxp3 H H A & (x)
PEAT 8105 70 #r , B 26 1 Sl ok o5 A s A 1) 52 e DR, LA
P<0.05 HESAGIFEX.

& ES

1.3 B IR GIEARGEOR A LL 4.3 A BF X R
AR BMI 5 0E 5 BRZE Th e, 2 e B G127 2 X
(P>0.05);RA JTCHEHZH 1 RA A B H A5 4
() TC TG LDL & F* IE % %I B 41, HDL AIX T 1E X i
W, ZRA5FE (P <0.05) ;RA A BERH 5T
XFLH) TC TG LDL 5T RA JLHEHL 4, HDL L T* RA
TRERH, Z A G E L (P<0.05,% 1),
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®1 3AARVEERBBOLR (v £5)

EE o 1E X B4 RA JCHEH 4 RA HBEH4H F/t P
BIEL(n) 62 64 62 - B
AERY () 45.57 £19.18 47.24 +11.64 49.57 +16.31 0.964 0.336
TR (4F) - 2.51 £1.00 3.66 £1.85" 2.541 0.015

BMI(kg/m?) 23.58 £2.70 23.94 +5.13 24.52 +4.47 1.736 0.084
TC( mmol/L) 5.15+0.23 5.37+0.92" 5.72£1.58*" 2.917 0.004
TG ( mmol/L) 1.02 +£0.24 1.23+0.19" 1.46 +0.35"* 10.011 0. 000
HDL( mmol/L) 1.36 £0.20 1.13 £0.12" 0.98 +0.11"* 16.231 0. 000
LDL( mmol/L) 2.99 +0.24 3.22+0.82" 3.76 £0.61** 11.298 0. 000

DAS28 - 4.01 £1.41 4.21 £1.68 0.725 0.470

HIE#H M4 4, “ P <0.05;5 RA RS L%, " P <0.05

2.3 HBFFEX R TGF - B1 Ml Foxp3 K- i L2 -
RA JoBEHZH A1 RA A5 B2 A 58 X5 G i3 o TGF -
B1 7K F-F1 Foxp3 mRNA {4 £ Xf & ik &AL F 1F & X
W, 2R A G 8 L (P <0.05) ; RA A REJ A B 5
XF AL H TGF - B1 /K- Fl Foxp3 mRNA {19 #f X &
BEALT RA BREHA, ZRASRIT¥E L (P <
0.05,%2),

£2 3AHRIK IMT.TGF - g1 1 Foxp3 7K F Ay bk &

iR n TGF - g1 ( pg/ml) Foxp3
IEH X B4 62 420.74 +75.67 1.00 £0.09
RA JCBEHLA1 64 318.57 £38.99 * 0.68 +0.12"
RA A B4 62 205.04 £17.95°*  0.19+£0.03"*
F 27.147 161.164
P 0. 000 0.000

HIEHA IR L, © P <0.05; 5 RA R L, " P <0.05

3. [ AR AT LLOIMT S h AR o (V) 95 A2
TC.TG ,HDL LDL DAS28 'TGF - 81 Fl Foxp3 3k [ 78
i () HEAT [LE 53, B 328 H 3l Bk s #8541 52 o
R ARBREBEFRESARITEREX(P <
0.05) ,TC .LDL Foxp3 1 TGF — B1 Jy 5l Jik 5 £ f 1k
I FE R R 2 (P <0.05) , HDL 2l Jikcits B A 4k 1 £ 47
HZ(P<0.05,%3),

K3 FEREEEAZWERHEIESH(n=96)

B 25 B FRUEIR  Wald P OR 95% CI1
TC 0.230 0.103 11.859 0.000 1.259 1.029 ~1.540
HDL -0.388 0.133 10.520 0.000 0.713 0.550 ~0.926
TGF-B1 0.534 0.136 4.431 0.035 1.706 1.307 ~2.227
Foxp3 ~ 0.342 0.121 8.552 0.003 1.408 1.111~1.785

it

RA E—Fr A Bt T 4 xt A & 4t )5)™

A S A BT G RS Y B B SR e M L T 40
L FC R B9 ) BE 25 AL A 23 0 40 PR T S R TE RA R
A B R T OREMEAE . CD47 CD25 " Treg
(regulatory T cell, Treg ) 41l il & — Ff HAT 4 2 1 i )
REAY T 20 MW A, w] USR] T 40 i #4374 70 20 RE , 4
FEHLA R SR i 32 o WF L W, Treg 41 a vl LA 5E
ok 4100 4t 4 200 R RS ATL A AR 200 4 S e RS ATL A
B B e T 40 MR TE AL, R Al T 20
WRER T . Foxp3 J& Treg 4i L A1 9 — Pl % i [
F A Treg 40 240 M 45 5 M R 08 2 Treg 40 i K ¥4 1E
Py 1 T B S B DR 3R A S S 4T ) R S B T 52 vh R 4
PeEVEHLAL . Foxp3 3 [H 58 48 5 4 8 ok I 4k 3% 14
P X - MG ER B 2 KM N 43 W IR A 55 22 Fh
I B P 1 2 % DD AH G, Foxp3 3k FEARE 2 BE
BT LAS R B B e v B R R R T RN 2 R
WEARAE 55 , Foxp3 (19 /85 235 A LU Treg 40 i 7 4= K &
S A T Cln B 40 A R - 10), 40 3 40 i A
F - 10l TGF — B AR 1 A 20 M 422 fioh 77 =X % B0
PE T A0 R HE B AR PR AR RN
AWFFE R TG - B1 BEJH AT Foxp3 Ay FE L™,
TGF - Bl Z 5 AT S imh HEUE L FE L2/
A=Y E I RE  AE AR W) ROV AR AT Smads £ A E
SR KA, TGF — B1 15 5 DA 41 it 3¢ 11 % 5 2= 4
HA% Bk A PR T Smads K EE . Smads 2
HIA 3 252 ARG AL R Smad (R - Smads) 317 i 5
Smad (1 - Smads) F13: 7] 18 #& %! Smad( Co — Smad) , A~
[l Smads & (147 % A [ ) TCF - B {5 55 %',
TGF - 81 fE N Z AR 44, it TGF - B1/Samds 5
S S P L 155 Smads 8 B AN N, I
HLSL DR (Foxp3) {5, i Foxp3 ik T, X
WIS 2R, 24 Foxp3 F1 TGF — B1 ik FEAKES, B A1 X%
BB T 20 A A 40 i £ sk s, S B0A B e ik T
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