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) A RINHLX R R 5B TS 25- (OH) VitD3
KV B Wz A JE P 152228570 T/C i 15 25 3Pk A CPERESE
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# E. BM  7HRYIRR ERIEZY K (rheumatoid arthritis, RA ) %3 25- # 4 4 4 % D3[25- (OH) VitD3] & -F
B A ED A (VDR) AW rs2228570 T/C 15 % &bk, H#KiTH S RA Amz 1 esta i, ik &4 126 ¥l RA
BHAEAH RA 4L, 7B 120 414 AR H 4 A sh 4L, o A1 4m fe 7& 25- (OH) VitD3 /K-F % VDR 4 B rs2228570T/
Clak $aM, B8R RAZAF 25- (OH) VitD3 K-F (31.57+9.36nmol/L ) ¥ BAKF 2 20 (65.92+ 14.57nmol/L ) ,
ok 2 A %t &L (=9.1542, P=0.0137), 21+ RA 285 H (42.16+11.75nmol/L ) ¥ B & F & (27.50+8.12nmol/L ) ,
4 2R it 35 (1=6.1374, P=0.0209) , M3t % (63.95+13.80nmol/L ) %A% T4 (66.58 +15.09nmol/L ) ,
W £ R F &L (120.9452, P=0.1295) . RA 1% & %3540 25- (OH) VitD3 K -F (19.37+5.82nmol/L) A &
A& T P B EZ A (30.69+8.63nmol/L ) , v P B ESN A0 AL TAKESN 40 (38.32+10.78nmol/L ) , REIZBA] 18] £ F A
%3t 3 & 3L (F=17.9351, P=0.0082) . RA #1 VDR B 152228570 T/C 4.5 CC AR A fo C 12 A B £ (41.27%
Fr 54.76% ) A R ZFH T AF R4 (17.50% 4= 32.08% ) , ## £ 5+ A %it 5 & L (=6.0547, 4.9752, 3 P<0.05) . RA
28 VDR & I 152228570 T/C 4% & CC A B & fo C 542 A B 4o th & B 0% (28.57% A= 44.29% ) o 24K T bt (46.15%
Fa 58.79% ) , W H £ F A %t FE L (1=3.9728,3.1086, ¥ P<0.05) ., RA 21 CC % B A 7% 25- (OH) VitD3 & -F
(18.95+4.59nmol/L ) ¥ B 4% F TC #= TT A& B A (38.62+ 11.03nmol/L #= 41.98 + 11.92nmol/L ) , £ 5+ A %+t 5 & 3L
(=5.0164 ~ 5.8126, ¥ P<0.05) , # TC #= TT AW A Z 8] £ F L4t 5 &L (=1.2068, P=0.1178) . &it J KK
YHE RA £ 25- (OH) VitD3 K-F 8 2 44%, E VDR 3 H rs2228570T/C 42 & 58 % A4, 5 25- (OH) VitD3
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Abstract: Objective To investigate the level of 25-hydroxyvitamin D3[25- (OH) VitD3] and the polymorphism of the vitamin
D receptor (VDR) gene RS2228570 T/C, and explore the correlation between it and the incidence of rheumatoid arthritis(RA) in
patients with rheumatoid arthritis (RA) in Shenzhen. Methods 126 patients with RA were selected as the RA group, and 120
healthy subjects were selected as the control group.The level of 25- (OH) VitD3 in serum and polymorphisms of rs2228570T/C
site of VDR gene were detected. Results The level of 25- (OH) VitD3 in RA group (31.57 + 9.36nmol/L) was significantly
lower than control group (65.92 + 14.57nmol/L), the difference was statistically significant (+=9.1542, P=0.0137).In RA group,
males (42.16 + 11.75nmol/L) were significantly higher than females (27.50 + 8.12nmol/L), the difference was statistically
significant (r=6.1374, P=0.0209). In control group, males (63.95 + 13.80nmol/L) were slightly lower than females
(66.58 £ 15.09nmol/L), with no statistically significant difference (=0.9452, P=0.1295). The level of 25- (OH) VitD3 in the
highly active RA group (19.37 + 5.82nmol/L) was significantly lower than moderately active RA group (30.69 + 8.63nmol/L),
while the moderately active RA group was significantly lower than the low-active RA group (38.32 + 10.78nmol/L), with
statistically significant differences between the different groups (F=17.9351, P=0.0082). The detection rate of VDR RS2228570
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T/C site CC genotype and C allele in RA group (41.27% and 54.76%) was significantly higher than control group (17.50% and
32.08%), and the difference was statistically significant (y’=6.0547, 4.975 2, all P<0.05). The detection rate of CC genotype
and C allele of VDR RS2228570 T/C site CC in RA group males(28.57% and 44.29%) was significantly lower than females
(46.15% and 58.79%), and the difference was statistically significant (y’=3.972 8, 3.108 6, all P<0.05). In RA group, the level of
25- (OH) VitD3 of CC genotype (18.95 + 4.59nmol/L) was significantly lower than TC and TT genotypes(38.62 + 11.03nmol/L
and 41.98 + 11.92nmol/L), and the difference was statistically significant (#=5.016 4~5.812 6, all P<0.05), while the difference
between TC and TT genotypes was not statistically significant (/=1.206 8, P=0.117 8). Conclusion The level of 25- (OH)

VitD3 was significantly decreased in RA patients in Shenzhen, Guangdong, and there was a polymorphic distribution of VDR
gene 1s2228570T/C, which was related to the level of 25- (OH) VitD3 to a certain extent. CC genotype may be one of the risk

susceptibility genes for RA in this area.
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KT 5K (rheumatoid arthritis, RA ) &L
K E SO IR AR R FE I — B B g R
g, R RN & bl 24 AR o R, 28
FINH RA Histfl . HoE . ME LR EZFHEER
LR TS, AL R T7E RA KR fEd
BT EEMER, 29 53%~60%RA &2 %
RRrghEn . MG LA L, RA &
— R RN AR, 52N, A
55308, 4i2E 2 D (vitamin D, VitD ) 5244 ( vitamin
Dreceptor, VDR JEEPH 247 51 28748 5 RA KA %,
H VDR 3 [H 2 45 0] G 5 i 25- (OH) VitD3 /K
TR oA HgE R, HASIA] XN AL 15 5
BTG AR S B I AR IR R AN [ 3k 25- (OH )
VitD3 /K- & VDR 3 K 26 i 58 48 43 A HA
BRI 22 5 BT, BRI P —SE i X B A A G
WHFEiRkiE, HEAS K WERYIM XA EHGE . A5
TRV X, RA S5 R A I3 o 25- (OH)
VitD3 /K- K VDR % [H 1s2228570 T/C i i 2 451
VAT T XF LU ST 40T, 6 S RA & =2 (8] A AH
Kok, BHGET .

1 #R5FE

1.1 ARt BEHL 2019 4F 6 ~ 12 H R I
TG B 254 B2 B A R B R 2E DRI B B SR )
PaBe X 112 M BE g2 5012 RA B3 126 6
RA 41, Hrp Pk 35 6], oM 91 9, 4% 26~57 %7,
AR 32.85+8.73 . A A YIS A RA 2
PR, HEERILAD A S Re b s, JF4E RA 0K
T PE4> (DSA28) X I T Y, Hrphiz
FEIR B 47 1] ( DSA28<3.2) , WETRShA 52 1)
(3.2<DSA28<5.1), = BT 4l 30 4] DSA28>5.1 ).
PAFRE: OFFE (R RIZWHAIT IR )
Iz WbRIE; QUISHE]; QAR TR ;
WEE B P 51 2l Bt ; OB E R )R 2B
TR EA . HEBRPRME: ORKMARMRSK AR E3Z 1
HHTE ; QIREANREIE R 1T ; OFEL M .
JF . B OB R & @ RA R N S s & = 8 )

FAE BRI R BEE R BRTT & s QI IR 44
KD XE; ©NBAE . IRk B ks
PR AE RA ANRE 120 f, b 530 30 1], 4ok
90 f4i], 4Fi% 24~55 %, F-IJAFIA 31.45+6.62 %,
BRI AR R L 22 S T Ge it B X
(P>0.05) , HAWHE.
12 MR L5XA c8000 4 H shibf &L i br
A % G F R DNA H2BOR ) &t I g
YA PR FRAE; Cobasz-480 PCR 43#HTHX
B+ AR 25- (OH) -VitD3 i &)™
MAEEAE YA FRA F 4t
13 i
13,1 FRACREE: REFREME 2 ~ 3ml #KinLT
EDTA-K, BUEEE N, 1RSI HIAE DNA #2805 oR4E
2~3ml ki T ICHTEE R B TR Y, 4B Iyl
E 25-(OH)VitD3 KTl AE .
1.3.2 25- (OH) VitD3 7K Vil 2 . iz k2= &t
g XIS Y 25- (OH) VitD3 /K JEA A6,
FeRgH IRAES . BRI AT, mE— Tk A5
AAEAS I
1.33 DNA $2H(: JH DNA BG4 B iy
FLHYI DNA, FRAOCE T &, BREEEIR
HL K TR, Ak I (Y DNA 53 B 5 4 51 S0ng/ .1,
T -20°C C figfreH .
1.3.4 VDR A rs2228570 fii i Z A0 R
FH R A s RN - BR 1 R B K 8 2 54 (PCR-
RFLP ) VEX} IL-17 rs763780 He[N 2 25tk A T4 ,
FLRBRAE S IR A 3k P
1.4 %554 R GraphPad Prism 5 {4, if
OB LEE + bRifE2E (x+s) Fon, P4l
R ek s THECRBILLE 9% (%) R,
PILLLLBER 7 A5, 24000 LR FH T 25050
P<0.05 AESAGITFE X,
2 H#R
21 7 425 (OH) VitD3 & F 1t % RA 41 I
1% 25- (OH) VitD3 7K - (31.57 +9.36nmol/L. ) Hi i
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I T X%t R Z4H (6592 + 14.57nmol/L ) , 3% 2% % 4%
P2 B Y (£9.1542, P=0.0137), H.rh RA 20 5
(42.16 + 11.75nmol/L ) B & =5 T4k (27.50 + 8.12nmol/
L), WEERAGIHERE X (261374, P=0.0209) ,
M X B8 20 58 P (63.95 + 13.80nmol/L ) W& ik T % ¥k

(66.58 + 15.09nmol/L ) , M#FZEFILIFEX (1=
0.9452, P=0.1295) .
22 FRE®EAERA 425 (OH) VitD3 K-F rbig
TG Bh2H 25- (OH) VitD3 7KF (1937 + 5.82nmol/L )
B AR TR & 340 (30.69 + 8.63nmol/L ), T H i
15 4 I B TRTG sh 4 (38.32 +10.78nmol/L ) ,
ANfE) e E R R 2 A SR X (F=17.9351,
P=0.0082) .
23 ¥ 41 VDR & B rs2228570 T/C 1% & 4k B A& fo
FhEARE S F & ULFE 1, RA 4 VDR HEH
1$2228570 T/C {3 i CC F K AU F1 C 25 (v 5 R KG:
RIFE & TX R, MAERHAERIFFEN (B
P<0.05) .

%1 TZH VDR £[A 152228570 T/C i S EEBIFN
SRR HE LR [1(%)]

B SAS% ) (Xj:ﬁiqz%) Lo
HFAETT 40(3175)  64(5333) 46294 0.0295
TC  34(2698) 35(29.17) 13852 0.1073
CC 52(4127)  21(1750) 60547 0.0216
HAOER T 114(4524)  163(67.92)  3.1603 00349

C  138(5476) 77(3208) 49752 0.0251

2.4 RA 48R F) P %] VDR % B 152228570 T/C 1%
SARA LA RS R R LR 2, RAY
VDR FE A 1$2228570 T/C 37 s CC FEFBLFN C 54
FERIRE R B AR T Lok, W 2R B3A g
FRN (3 P<0.05) .
%2 RAAREMER VDR EHE rs2228570 T/C L&
ERBFEMERER HEREE [n(%)]

B (n=35) & (n=91) 7 P
14(40.00

R
JEA T
TC  11(31.43

26(28.57 35286 0.0326

)

23(2527) 21049 00417

42(4615) 39728 00305

75(41.21)
9

107(58.79)  3.1086  0.0358

)

)

CC 10(2857)

EMHEE T 39(5571) 25021 00392
€ 31(4429)

25 RAZLRFEARA 25 (OH) VItD3 K -F b4 CC
FELPR AU 1f 7 25- (OH) VitD3 7K 3 (1895 +4.59nmol/L )
B & AIK F TC #1 TT & A %Y (38.62+ 11.03nmol/L Fll
4198 £11.92nmol/L) , ZFAGIEE X (1 =5016 4,
5812 6, P=0.0259, 0.023 6) , 1fif TC A1 TT FEE > [A]

ZRIGHFE Y (12068, P=0.1178) .
3 it

RA & DL M 58 Ay 2 BEARAE 1) — b fe Ry
UL B B G e Mg, 35 B AR Ak Sk T BEA f 3
AL TR R MR RIR I . i A B Al i A B
T, 24 BT A R, SRR A
SREL, SHEICTIIEEEAR, BIRERIL 15%, &5
Ee k78 Ak FEFENZ —, 2Bk RA K
R R 0.5%~2%, K E LR 3%~5%, HEZ
AE TR, kTt oM 2~3 %, 1T
fIAERS IR 0, & T 25~50 %0 RA R & &
AL H A AR e eI, HLJGAE SUIRYT T,
N AEBREMEA AR R 2 — U R, REHH RA
ZWIHRICY) B LRI RA FH2WE . 1697 X IBh
HAHEEE L,

VitD J&— 2 HAT A 16 P 0 g P 28 [ A A=
W, HBR T ReNgIGsR B AN i b A ERE S, SRk
BARZANMEL . PR 2 S L A A TR BRI
P RA BRI GUE Y A EE 15, i T Ja
ELREARA . BRI . T A1 B Ik U 4 45 i A K
ok, BAE s BT A 1 1 25- (OH )
VitD3 J& VitD 7€ MR 1) EZAA TR, 2T
i VItD E SRR M Hghn . AR RMA,
RA % 25- (OH) VitD3 7K F B & f& %, W] fig 78
RA & FK T RAFEE EENER ", A5
ZER R, YIMIX RA 1L 25- (OH) VitD3 7K
B BARTXFIEZE (P<0.05 ), 543 & SCHRAFAE B 4518
— g B T R R ML 5T 45 A — R 22
5, HERHZEEGE, XA RS R [RI M AR AR T
WEE . 25 0 B B C IR G A 2 I AR R A
[ B 45 Rk 7, RA 227k 4% 25- (OH) VitD3
IREREAR R S PR BB S T . (P<0.05) , XU T
LM RA YRR AT A LB m R . Beak,
25- (OH) VitD3 7K F-Fifi RA F& 2 175 ™ =2 2 15 1)
e T R B A ( P<0.05 ), 3% &M T 25-(OH)
VitD3 kKA B RA ) & 42 LA R 1% 1 % J
Ao, T, A XL 25- (OH)
VitD3 KW, XF RA 2Wr . 697 M B B —
ESEZME

RA B3 RIOCTT KA RAE FE Z R, A
B W R R R R A, T E R R A A T T
IS ARE 1. RA G BRAN &R AL o 2%, B
A% e PR A7 1 5 8 A6 I 4 AR A AR BBk AT 5%
M, RA K5 2P LA A B V) &
F, HAS[A D DX [R) P SE R[] — AN 5 2 AR 43 AT
AELE DI R R b 22 5 15 7 2 1900 ORI R 45 AR
R, WHIHLIX RA 41 VDR X rs2228570 T/C fif
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&L CC HEKAIFN C A8 AL FEPR A H A8 ]tk iy T % R 2

(P<0.05),% SONG % P "2 W5 (251 HaAR — 2,
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