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Study on the Relationship Between the Development of Autoimmune Thyroid Disease and the Level of 25 — Hydroxy Vitamin D;.  Chen Li-
bo,Cui Yanfeng,Li Jing et al. Shenzhen Nanshan Hospital ,Guangdong 518052 , China

Abstract Objective To investigate the correlation between autoimmune thyroid disease ( AITD) and the level of 25 — hydroxy vita-
min D3. Methods Forty two cases of newly diagnosed Graves disease (GD) , 38 cases of GD in remission, 24 cases of Hashimoto's thy-
roiditis (HT) and 38 cases of healthy control group were selected. Serum 25 — hydroxyvitamin D, , thyrotropin receptor antibody (TRAb) ,
anti thyroid peroxidase antibody (TPOAD) , total thyroxine (TT,), total three triiodothyronine (TT,), free thyroxine (FT,), free three
triiodothyronine (FT, ), thyrotropin (TSH) were measured were tested. Analysis of the correlation between 25 — hydroxyvitamin D, levels
and thyroid function and thyroid antibody was performed. Results Compared with the control group, the serum levels of 25 — hydroxyvita-
min D; in newly diagnosed GD group and GD group in remission and HT group were significantly decreased, and the difference was statis-
tically significant. Serum 25 — hydroxyvitamin D, levels were not associated with the levels of serum TT,, TT,, FT,, FT,, TSH,TRAb in
GD group (initial diagnosis and remission). There was no correlation between 25 — hydroxyvitamin D, and TPOAb, TT,, TT,, FT,, FT,
and TSH in HT group(P >0.05). Conclusion The level of 25 — hydroxyvitamin D, in AITD patients is insufficient, which shows that it
may play an important role in the occurrence and development of thyroid autoimmune reaction.

Key words 25 - Hydroxyvitamin D, ; Graves disease; Hashimoto’s disease ; Autoimmune thyroid disease.

B S vk BRI (AITD) |, 2 — A AR T
PR J% 11 4 LR R VR G 38 B I 1Y 25 B . R S Y
AITD {335 Graves 5 (GD ) Fl 1% P bk I 248 it 1 IR B
#(HT) K AEH Z IR IR B B 5 25 G 1F 1) R IR R
. AITD J& T 288 5 AR 5k A B S e i o

e R D R AR E T LA ERR, 2
T A o B A AR BRI L EARE SR E
SMRZMFFIEM4E2E R D 5 H B SR 5 n & 4 .
RIEA K, (AXFYEEE D5 AITD 4 ¢ M BF 5

FEGIH T ARA IR L XORHE R £ 6 % B 55 H (2013037)
PR BAL 518052 TRIITH A /< A TR = I (B 11 B= B )

- 112 -

B N AW FEAE R T A B e AR IR e 5 4 R
D ZHEER, L RREN T,
WM& 5FHiE

1 BFSE X 4 0 #% 2014 4 3 A ~2016 43 A%
HEBEN T2 AITD B3 104 i), Hrp 1 55912
Graves i (GD) 41 42 ] (43 B IR B 8 5 , 1L TT, (TT, |
FT, .FT, 345, TSH (MK, TR - Ab >30U/L) , Hivh, 5B
PE 16 1, Lot 26 4], B A% 35.2 £6.72 ¥ . GE i
] GD 4q 38 7], ( Jc B AR B &2 4, I TT, \TT, FT, FT,
PRI AEH , TSH IE % 8K, & A TR - Ab >30U/L) ,
Hrr Bk 12 ], Lo Pk 26§, B35 4F i 42.00 7. 24
A o P U S 40 B FEOIR IR 28k 24 5], (A Bl R



BEAER SRl 2017 4E9 A S5 46 8 459 M0

e B

BESE , ML TT, (TT, FT, [FT, 3§ & 5 FE AL, TSH 3 ik 5%
%, TPO — Ab >200 [U/ml) , H:i 53 14 8 i, &k 16
i), IS 37.24 £8.02 & . S{EEH EBLE A
B 38 B AR i R4, Ho, B3¢ 18 i), Lotk
20 5, B AEIE 34.5 £ 7.2 & HERR B B s
JH BB, HEBR PN 43 A s 5 i s 1) S I X BIE 5 6T
G AT L 1) 35 4 o M, 200 R 1 B AT S S AR DL R

2. 7535 : (1)25(OH) D 7K A A5 0 - 375 /= 25 1 dih
I K 1M Sml 264, R FH Maglumi2000 4> H 84k 2% &
JEALAI , i vE 25 (OH) 4E4: R D A& I 70) & o IR
B A ) — e TR R A FR A W OE R E (30 ~
150mg/ml) o (2) FR BRI 38 B AR 3t S8 A6 0 i 4t
1AV RS JE DK UM Sml 26 4G, R I AE B 12000SR 42

H 3k 2% & 6 G 43 B AR I 5 H R AR BT,
(62 ~150nmol/L) Ifil % & = ft FF R AR I & /R TT,
(0.88 ~ 2.44nmol/L) , ¥ & W AR I 2 FT, (9 ~
19pmol/L) , i B — L F IR AR JR (R FT, (2. 63 ~
6. 7pmol/L) ,{Z B IR it 28 TSH (0. 35 ~ 4. 94mU/L) ,
P FFIR B 2ot 406 P B BT i TPO — Ab( < 5.6U/ml)
(3) 11 AR MR = 32 AR Hi ik TR — Ab . 3 2 25 I # k4l
1Ml 5ml 3245, % F Maglumid4000 4= [ 24k 2 & AL
EACME TR — Ab(0 ~30U/L) .

3. g0t R I SPSS 10. 0 G it 2= F i A7
Gt o Br B s B £ AR 25 (v 2 5) Foom , DR LL
BORA ¢ K. AN IE R ] Pearson 1543 #1, LA
P <0.05 HERAHGI¥E L,

®1 Mm% 25(0H)D FRBEINEEIERR (x £5)

2H 5 n TT, (nmol/L) TT, (nmol/L) TSH(mIU/L) FT; (pmol/L) FT, (pmol/L) 25(O0H) D (mg/ml)

X M2 38 82 +16 1.6 £0.8 2.1+0.9 4.2+0.8 10.1 0.7 28.7 £8.2
GD(# k) 42 173 +42 3.6+1.2 0.02 0.1 11.2+5.6 32 +12 21 £7.1*
GD(Z&fitdl) 38 132 £26 2.3+0.8 1.3+0.7 5.4+2.3 14.2 6 20 £6.4*

HT 4 24 104 +12 2.2+0.9 1.5%0.91 5.0x1.2 13.1 5 18 +2.4"

St R4 R, P <0.05

& ES MR N AR D EFRRNL . B ESIANNEER D,

L3 25 (OH) D 1E % X B4 0 AIG T = %5 (835 [l o (TG PEIE S 1,25 — (OH) , D, 78 HLAA & 45 4K 35 A1 28 i

AITD(GD ¥ & 41 .GD ZZff 2l (HT 41)25(OH) D B &} PR e A AR O W 5 R R 4k R
MTEFNBAESBASITEE X (P <0.05), F Dy 12 AR WA 1% A6 /Y B 20 AR 28 R A

AITD(GD ¥ & 20 .GD ZZfg 2l HT 41)25(0H)D H5H
ARBRIIRESE bR T B AHSCHE (P >0.05) . GD (%] %
41)25(0H)D 5 TRAb(r= -0.178,P =0.37) 4
Xk, GD(ZEf#4])25(0H)D 5 TRAb(r= -0.132,
P=0.165) LA &1E, HT 40 25(0H)D 5 TPO Hiik
(r=0.216,P =0.153) CAHEH(F 1),
15 it

Yl R D SRR AR A dr T b R R R
PSR EENAEYIR TR~ 4R
D R IEA P SRR s N RN 7 - Bl = IE
[ o 25 25 A 2k BE G e AE Sy 4 AR 2 D, (vitamin Dy,
VD,) ;s @QEMNEY TR, MAKNKELEZE D M
TADWEYE, 4R D, F & 2 IR G & p ik
PO ISA B 1% PR 1,25 (OH ), Dy, 28 i W48 26 i 1%
F & E REEM, 1,25(0H),D, ZENAEY
e e A 2= D AC . 1,25 - (OH),D, &4k
A D FER I R TE IR K, R K, i
F g, H HT I R T AT Hhid 5 ok B 2 25 (OH) D 2k 2

L 090 L 40 B b R AT, 1,25 - (OH), D, HA 875
PEIRE R FRE

4B R Dl 5484 R D 2R (VDR) 45 & K %
YEF], VDR F 1983 4F#k Provedini %5 ) & I £E A [ B
¥ - B dniarh & 8. BEE X VDR IR ARG, &
MIRZ 5RIERGNGERA XLWMEMEHAEER D 2
k. gEAER DT S5HAIM B VDR 456 k #1E
FH o VDR FE7E T 0056 G 2 40 A L AR 55 R 55 2
MmN b, 4iE R D ENEIK 5N VDR 45
B HM R AW IR L S DNA b i 45
SR G, TS 3l 50 45 5 3 1A O R Ay %
S LM mRNA Y 5K K8 (A0 & . 5 40 M g
/% VDR 254G 4F 1T T2 b0 0% 40 L 1 46 20 B Bt 8
Ik S N P A 20 RS 1 U B M B T RS S
i H B WA C 5 RARSEFAMER , X VDR
BREFIMEEND . 4% D MRk g
MR AZ B G, MV gEER D K5 H B R
I 14 56 28 30T AT Ok £ 22 0 e (R AE I PR A A A 56 Hp L

<113 -



J Med Res,Sep 2017,Vol. 46 No.9

IR 5 NG E 2R 56 R A P 2B R I
TE B e s A R B R P A 2 S 4R
D BT RS E R P 1 BB PR
2 R VETEAL R Gk 20 BER S DL R [ £ P 1 1R A
PG (AITD) A B R R

FI B Ao 8 IR IR0 8 T 2 B A S 1 B i
W, VT DL G B oR 25 5, B 8 DR 2% 7E F R
PR KA R G E AL, [ B R R R
R I R DL 22 R o A R R BRI s R i
T 1 B S B AR & L R B AR 5, B 5 %
52U R YA T Ok — E 9 R e, IR SR IESE 1,25
(OH),D, HA7 10 £ Bl 6 8 520 049 % 2 o %) 1 B
S8 R IR B 13697 B IR W EE W E X, A
H WS R BHT BF S 4L E D K E R EMRT
EH IR, 8% HT 4B #F A E R4k 42 5 D LA,
FWAGEE 2D 78 HUR IR B B 508 N 10 % 2 R R
il % EAE . Backa 25 ik HT 09 % A4 5 4k
FEE D B ARG, HAE I BLE T RE S 4 A 2 D RESY
W 7 938 240 JHE £ 380 45 1404, 8 19K 9 £ 200 6, 6% 991 J2 Thl
2 M B T A S MR TR A . B BESE R 4
A% D FE AITD spi A5 EEA/EM . 76 HT 1 GD i
B fEfE e WA G D B AR ST 4 A
S, B TR IR B fL 95 Graves (1 & 19 | 2% fi
1) A AR IR AR 46 B % v 1l 250HD (14 7K - 1 3 1Y
AT 1 3 6t BB 4L 5 107 5 AR AR Sh REIR S TE A 61, 5
FERE AT WESE LR D LR HUR IR 1 B G RN B R
R R T AR AT Racka %5 I HT 19 K &
SY R D B M — L 4R D
AITD ) HI X

AITD J& TAVE R =1k B B R un, 44
15 GD HI B G R IR 48, J5 & e 3 UL ) 2 780 Oy
HT, ¥ R f i 5 % 0 40 g e ' . GD BB 3% LA Th
SIS G 1 40 8 I3 24 7E Thl/Th2 20 Ji SF 5 v o5 1 3,
HT £ 1L Thl 40 f8 4 S B9 % B2 28 76 nl /el 112 40
J 45 b AR L GD 2B TRAD Bk i 1k
TR T R 7T HE K T R AE, PR IR A IR R W 8
HT 835 Thl 200 43 36 04 40 i DXL 7 350009 BRI
24 D 5 1 R UK L0 40 9 90, 434 5 0L 40 i 20 0 A % 0 A
FET, AT 0 0 P BR: B 2 20 200 i 953 405 , 5 85 e i e e it
FRCDR IR Bk 2 1 LA B R IR R 3o A 0 T 1 B, 5
TGAb Fl TPOAb WFE AL ' o AHFSE [ £ G i BRI

114 -

Pk AITD 85 (19 25 (OH) D JK-F-55 582 1 HUIR IR BT
PR FE T W] S AH SCE , T RE AR AS 5N REAS B 3% S R
BED A A R A K o B R OR B R BEAE LAY
S A — A KR A it R S PR B 5 i 4 3 i
— RS,

AT A HAE HXF B2 25 (OH) D - 1 7K ~F-
T ZSEMETL, TSN HEREN WS 2S %M
A, AT RE 5 TR M DA F 22 S, WATS S 9T KA AR B
Kt — L HEFT

£ % 3Tk

| Marshall TG. Vitimin D diseobery outpaces FDA decision making
[ 7. Biocssays,2008,30(2) :173 — 182

2 Provvedini DM, TsoukasCD, Deftos L], et al. 1,25 — dihydroxyviamin
D3receptors in human leukocytes [ J]. Science, 1983, 221 (4616 )
1181 - 1183

3 Mareinkowska E. A rim for a Illembrslle vihlmirl D receptor[ J]. Bid
Siomls Recept,2001,10:341 —349

4 Basit S. Vitamin D in health and disease:a literature review[ J]. Br J
Biomed Sdi,2013,70(4) :161 - 172

5 ALEEFD. 4EA R D Bz 5 A [CHUIRIR A A PERFSELT]. 520
[ 25,2014 ,38(12) :1064 — 1066

6 Lacka K, Maciejewski A. Vitamin D in the etiopathogenesis Ofauto-
immune thyroiditis[ J]. Pol merkur lekarski,2013,34 (203) ;281 -
285

7 D’Ambrosio D, Cippitelli M, Cocciolo M G, et al. Inhibition of IL — 12
production by 1,25 + dihydroxyvitamin D3. Involvement of NF—kappa
B downregulation in transcriptional repression of the p40gene[ J].] C
in Invest,1998 ,101 (1) ;252 - 262

8 Tamer G, Arik s, Tamer I, et al. Relative vitamin D insufficiency in
Hashimoto’S thyroiditis[ J]. Thyroid ,2011,21(8) :891 - 896

9 Kivity S, Agmon Levin N, Zisappl M , et al. Vitamin D and autoimmune
thyroid diseases[ J]. Cell Mol Immunol 2011 ,8 ;243 —247

10 giedd, 225 280k, 4. AR Ak N 32 K 5 Rl CD57 76 A & etk
FOPR IR s b i 3 3k Je 8 L LT ] vh B 25 45 16 PR, 2012,28 (4)
337 - 340

1 R, EREERER,F. A5 G5 ORI B i Thl
Th2 7K Kl R[] 92 BE 27 4%k, 2005 ,21 (1) 245 - 46

12 XUHE, K208 . M 25 - (OH) Dy 5 [ B G 5 1 BB R 2 0 1
WRSERIARSCHE[T]. S BE 2 4% 35,2012,28(9) 11455 — 1457

13 Song R,Qin Q, Yan N,et al. Variants in IRAKI - MECP2 region con-
fer susceptibility to autoimmune thyroid diseases[ J]. Mol Cell Endo-
crinol ,2015,399 .244 - 249

14 Yan N,Meng S, Zhou J, et al. Association between STAT4 gene poly-
morphisms and autoimmune thyroid diseases in a Chinese population
[J].1Int J Mol S0i,2014,15(7) :12280 - 2293

(MR H391:2016 - 12 — 15)
(&9 H ) :2017 =01 - 16)



