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Abstract: Objective The objective of this study was To determine the serum level of vitamin D in patients
with systemic lupus erythematosus (SLE), to calculate the incidence of its deficiency and the influential factors,
and to study the relationship among serum 25( OH) D, level, SLE activity index (SLEDAI), and bone mineral
density (BMD ), Methods Datas were collected from 106 non-pregnant female SLE patients, who were in
outdoor and indoor patient department in the Second People’s Hospital of Wuxi, from September 2009 to March
2011, Seventy-three healthy people were chosen as control. Peripheral serum 25( OH) D, level was determined
using ELISA method. BMD of SLE patients was measured with DEXA. Results Factors were analyzed. Results
The mean 25{ OH)D, level in 106 SLE patients (22,37 £6.74ng/ml) was significantly lower than in 73 controls
(33.90 +8.08 ng/ml, ¢ = -10.422, P <0.001). The related factors included the use of glucocorticid, the dose
of glucocorticoid, and the renal damage. Serum 25( OH) D, level was negatively correlated with SLEDAI (r =
-0.602,P =0.023). Serum 25(OH) D, level in SLE patients who were not treated with glucocorticoid was
associated with BMD status (r=0.178, P =0.012), but not in patients who were treated with glucocorticoid.
Conclusion Vitamin D level is low in patients with SLE than in controls. The use and dose of glucocorticoid and
the renal damage are significant influential factors. The vitamin D level was also associated with disease activity.
25(0H) D, in SLE patients without using glucocorticoid is correlated with BMD status. Serum 25 ( OH) D,
measurement can be use to predict the disease activity and to provide evidence for early intervention.
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FE G4 B R A ( systemic lupus erythematosus,
SLE) 2 F B & K R 40 08 FIH 06 7= 4 51 1 LA 18
HREMEBERENRAWER, HREANE
WRERERER, RRFIGHBIER BRE
BR MEFREERDBRT AKX RANATE
BRI ENEERN CECRRAL LAREER
KEER. ERRERVFEAR D ESSHMEE
) VDR 58 RSB MM X RE M & ER, o 5
%15 SLE g %%, SLE g% & % ff (bone mineral
density , BMD) B L B EH AE R, H¥ME RH
%, 25(0H)D, WA FRHEEEHEEM,
AXFEWE SLE BEIMHE 25(0H) D, B9KF, &
H 550 1% 3 15 [B] 9 48 & LR 25 (OH) D, 7
SLE R A mILE H e ER . R, AXHEMRT
SLE B # M¥& 25(0H) D, KKF5 BMD X R LI
HI% 7 SLE BE BRI HEM.

1 M5
L1 HRMR

R 2009 6509 A ~2011 £ 03 FEFREMK
EHBEHRFE_ARERXEA L X AER SLE
FED KL EBRE 106 §], X RA 73 5], A S mE
RERMEEA, S SRAALAE, REAHATR
4 1997 3% EH K8 75 % 2 ( American College of
Rheumatology, ACR ) i W7 45 # ) SLE 8 &', 4 %
36.327.7 % 9B 0 ~30 £, P HUHRET 4;4&
R BAFER4.3£7.6 5, FIAEAEBEHHR
HHRE . BE. 22 ABEER. BORE3 4
ARAZAERD SBRESEwEHRAHN
ERERAEE,

L2 BRI

BEFAAARRNER, QEFER 474
HEEZR EKRENETD AR EEEHOA
BhME BEEFHEESE., FREBERE SLE
BE BRI BAHKLM 20, 4CHE R ER
J5 3000r/min B .0 Smin, S B ME, P EFET
~20C KBk R 2, BL A ELISA )4 £ 0 i 7 25
(OH)D, K ¥ (B &iXMEKWA IDS 2 F), BMD
WER AL E GE Lunar Advanced & 5 JUEE X £ ¢
# MEnmAEM (L -L, RETA . KXEF.2H)
) BMD, LIMIE B B K B T {8 20 B (K4, R 42 28
LY BMD 2 WibR R TR T -2.5 XA
BMD E% ., MFEF -2.5 iREE R FRARD,
 HETREHERARM DT A AR F A
SBED R ES dsDNA Hifh , KA LB FHIRY

FAERA SRR K%, @& 25(0H)D,
KR A R D <20ng/ml(50nmol/L) % ft
Z B4R DTE 20 ~29ng/ml (50 ~ 75nmol/L) R
B, HEE D230ng/ml(75nmol/L) R R™
L3 &t

BRSO ¥ B SPSS 17. 0 %3t 8 (4 |47 % it
LA HRER 22s ER, T BEHNLER
F 1B Mann-Whitney U 838, H BB S LR
FFRF BB, L4 K A Spearman’s % % 4 X%
S, P <0.05 NERERITFE L,
2 %8
2.1 ZRAEEKRTHIN

SLE &tE8 & 106 ), F 4 36.3 £7.7 % , %t HR
AT H,CHEMERERHES LM, Fi834.3
7.6 & RFA S @ENE AR ERKITAR, EEiTFE
£R(r=1.687,P=0.093), SLE B E X E 53
Pl (50% ) 3 IE7E 8 F 8 B IR 9T 69 Hi(65% ) ;i I ¥
EHR R P AEHR 10me/d(0 ~30mg/d) s IEFEMHE
B8 67 #(63% ) ; SLEDAL 55 15 3 ¥ 43 0 &
BA 23 B(21%),1 ~4 43 60 B (57% ), >4 4} &Y
FBH(28%); BRZEH 43 #(40%), ¥R
1,

#® 1 SLE B4 A 0% Rt kA &

FIE 106 {v & ¥t SLE 2 %

SE# , mean + SD 36.3£7.7

A Ry 2201 ] , median( range ) ( yrs) 7(0-30)

I ,n/N(% ) 53/106(50)
FAEEFHBRET /N (%) 69/106(65)
R A & median (range) ( mg/day) 10¢2.5 -30)
T2 i HCQ,0/N(% ) 67/106(63)
SLEDAI=0,n/N(%) 23/106(21)
SLEDAIL1 -4,n/N(%) 60/106(57)
SLEDAI>4,n/N(% ) 23/106(28)
BEHZ R .0/N(%) 43/106(40)
Hi dsDNA HLIE It .0/N(% ) 71/106(67)

2.2 SLE 45455 B4 i ¥ 25(OH) D, K Hig
106 ] SLE % 3§ 25(OH) D, K 3(22. 37
+6.74) ng/ml, B B 15 F {2 BB % B 4 [ (33.90 =
8.08)ng/ml,P <0.001],H # SLE # % 25(0H) D
KY-EZH 39 #1(37.1% ) ,25(OH)D, XK ¥R EAH
48 fl (44.8%),25 (OH) D, K ¥R 2 H 19 Hil
(18.1% ) ;f X R4 25(OH) D, K V-5 2% 2 #i
(2.8%),25(OH)D, KFAEH 28 #1(38.5%),
25(OH)D, KFEFZRH 43 £1(58.7%) ,
2.3 SLEAHZ-HXEWEEEM M E 25(0H)
D, K84 7
WSLEARMXEWEE I AE FAKE
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BEFHZ RAE SLE Mm% 25(0H)D, KB EK
F(P<0.001), i R E v (HCQ) e A B
dsDNA kXt HAKFEEm , L% 2,

%2 SLERMAP_SXEHBERMEE 25(0H)D,

KEGEH

EmAR EiE] fi% m#25(0H)D, tff P

BRHER EHMR4 69 19.30+5.16 -8.048 P <0.001
AEHER 37 27981550

FHRE WHZR4 43 16.32:4.47 -10.48 P<0.001
WA RE 63 26.25+4.99

HCQ MR fiM HCQ 4 67 21.43£3.98 -2.34 P=0.38
REAHCOH 39 24.45:4.02

kit it 53 23.43£3.02 3.5 P=0.514
pibses ¢l 53 21.34£3.89

i dsDNA B dsDNAFE#EA 71 20.23:4.34  -3.26 P=0.205

B dsDNA Bt 35  23.21%5.32
2.4 SLE BE M 25(0H)D, KF5% KA E
BEIE O RS
SLE B & M 25(0H)D, X F5 ESR ®&E &
R ER B L SLEDAI B5RE S E T B RAMERX(P
<0.05),5 C3 BEEMX(P=0.002),[¥ L% 3,
%3 SLEREMA 25(0H)D, KESEIEKRFA

TR EiF R SRR RS

e r{f P
F£8H(%) -0.056 0.367
RB(E) ~0.145 0.027
ESR(mm/h) ~0.262 0. 007
CRP(mg/L) -0.202 0.078
C3(g/L) 0. 545 0. 002
Ca(g/L) -0.265 0.756
{1 7 8 WA B (mg) -0.794 0. 001

SLEDAI £ 55 & 31 & iF & -0. 602 0. 023

2.5 FWYABEESF BMDARET M 25(0H)D,
KV

BEEERMERITHSLE &5 BMD E#,
FRABHARETHME 25(0H)D, K¥EXK
H¥ER(t=-2.35,P=0.210); R EZHELEH
RRAWBETRRRET M 25 (OH) D, K Fi§
BT %2E£R(1=6.54,P=0.013) iK% 4,

¥4 KFE BMD RAETF & 25(0H) D, K ¥t

25(OH) D; ( mean, nmol/L)

#a i) BRmR  PH
#£2 CS 4 26.08 +11.44 31.76 £9. 44 0.210
FBEZ CSHEITH 35.23 £8.23 29.32x11.34 0.013

2.6 BMD {5 7 25( OH) D, KA X4 247
K2 CS 474 SLE BE Il % 25(OH) D, &
25 BMD (a5 EH X (r=0.178,P =0.012) , i &
% CS 59741 SLE B & M7 25(0H) D, &K ¥ 5 BMD
[ XM EH(r=0.572,P =0.082),"
3 it
KIFE S, 4otk SLE £H m 7 25(0H) D, K FE

AENEERR M4.8% BZHELEER31%,
EESMEBRMFM25(0OH)D, KFEHEHHE.
BECHMNE . FUHZ R KRH%E SLEDAI KR
EHETMEX, SR BREERALEIT#H
k%, REABEMBFP 25(0H)D, KE 5 BMD
FE#EXYE, [F 25(0H)D, KFAREMEEZ K
RERSEANEMFREREAN  EEGTHR
B9, ESMNBE AR 0 2 4 R 7E 50% ~75% 7,
HAS—EYSUERENEH, Kamen'” 47—
TREATBHREF U TH LK SLE AEM
STEAEERD KF, BERXDBRZE S 67%,
G. Ruiz-Irastorza "™ Z 5 9% T 92 # SLE &4, XA
90% BEME 25(0H)D, KVHZ, R, i FHE
LR FOAREFL(LERE) MME 25
(OH)D, KFHHEHRELHOFRR, ELBHEL
B H BB A

BERME , AZEMEMGENE,SLE BEE
HEDKEARRRRTIMEERTARRMMNN,
BEREEEIRHERNHBEIRRENEEER
ey B A 1R 4 i S0 50T B K S0 8 B R
FRITX 25(OH)D, A FHEW, RERZK
BlERALREMNAEL BN EERREEAN
BERD KEZHFEEE ZHNRBPRA
SIERAEFHEHRERMENFERNEMME
25(OH)D, WK FRMXHM. HE KNHBHER
PXHEE B ME 25(0H)D, #KF5 BMD Z[d]
AER, T E 5 Bulink™ %8 T 72 SLE B ¥
®AEEDBRZRMAEMLBMD HERAE,

ZEMATHRBEE GRS B R MK 25(0H)
D, MEREER., 5EMNNWITELEFMUME,SMA
Toloza“”%ﬁﬂﬁlﬂlﬂﬂﬁlkx}z—%ﬁ 25(0H) D, .1,
25(OH)D, K¥#%,51,25(0H)D, KEZRH
MXHBESER BASLE BEZEFREE,
MEEEER 1-a BEMRTE L 25(0H)D, BF M
BIRE E7E SLE B ZROBED, X—4EYHL
BRZHWE, B 1,25(0H)D, KFRK, M5
25(0OH)D, K¥EMKXRBEME, ©iF T HZ
ROMEREER D WM BHEE AL, HCQ g
H 25(0H)D, #) 1o 2L, AT IKAEEE D K75
HRER,EARLE P kg I EES S0 #F 25
(OH)D, K ZEHX %,

7e SLE o Kamen' S 2 BB E D RS AR
ERRREAMEE LN REEER, RINHK
BHhURREREIEFEIMELED KEEE
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X, ARRIEEIRBENELER D KEHE
MARX, € Muller,G. Ruiz-lrastorza % [& I ¥ —
BEHEABRERXHHED R ZH, -4
KRR RERAS R > 180,000 & # SLE &
HHFREKAEEE D BAMALE RA & SLE &
R E AR A, Bl A% D S % SLE
EREIDHERADBRER, B BRI REIE
X — A, N EETRRMRTEE TR,

HEWHRES,SLE REFERAMHIEE
BENRERASHEE AHEFEABERMER
FFREE . Kipen'™ ZAQBI RS, EHRMEEF R
RERBRAEEREFHNN 13.4% M 6.2%,
Bhattoa HP'""' % A\ % 3 SLE &% /MR & ¥ & H 8 /
SGETEERLERARANERRIOR RER,
RNOFRLEBETREMNSR., EABEEREK
WITHSLE BENREENBEEZRTLURIESE
ABERBENERENEW, ARSI HREH
ERLETEE IR REASZ AR
HENEW, BTHEERREXESHEW/IRE,
i BN EERR AR E N, &%
BRINMAXAEZHEAAYEBTHSLE BF
mi& 25(0H)D, KF5 BMD R X8, AIfEE N
FH SRR e 2G4 1,25(0H)D,, i 25(0H)
D, KEHRERFRX K.

& 75 48 4 F D KK &2 & al LA R B
SLE & #EH Ath B 5 G H &R 1 M — DI K& iR
BRE—FRE, SEHNIG—EHR -, KN
MR R BN AERFHRBEER DK
-5 SLE ZEMBEEXE,F4M25(0H)D, KT
AR &R SLE BERAEESELE D MKE,
EREMNBENEZRMNBRE. B FELEED
MATBERL, BESIE BHEPUMT LS
HRMETREE D HAMKIKFR, #—H 0B
RUBERESHESRERD KTFRMXEUR
REARMBENELEDHANFAALERTR
MExER.
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