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 E: HW THARBKRFMRERAGTRKRE S 2ERE, FiE KkE84 LRA (HHRK
506 A, @EaLIX 348 A) M E MR R AR, B — SAEAL R R R R AR JE, R S
BEZBTIRRAR (FT,) . %8 FRIRE (FT,) RABALT KRG E (sTSH), K5 %% 54 ik 2 7 4k
M f A EEF AR (TPOAD) Ao FRIRHIZ A4tk (TGAb), R FHatdfeid sl R AFM R B 534 W —
%, AP AL 5 A A 1152.01pg/L A= 185.20pg/L, RAKFRESHFEZFAEALTFEL (Z= -
24.857, P=0.000; y* =426.94, P =0.000), #% #k#eit 53 R A B TPOADb 84 % % 16.4% #= 20.7% ,
TGADb Fa bt % % 11.9% F2 16. 1% , MABEFAKIBM R £ F 3 gt 2 &L (TPOAb: y* =2.550, P =0.110;
TGAb: x* =3.149, P=0.076) . #EabE FRIZ A &tk (TAA) FabE feif sTSH ¥4 3 T TAA M4
(Z=-2.152, P=0.031), ZH#ati X TAA Akl HH fhiE sSTSH K-PF 2 F A%+ FEL (Z=-0.338, P
=0.735); ZHatH X TAA MM b sTSH K-F 35 FiE iR (Z= -3.594, P=0.000), {274 X TAA 8
M ik STSH K-F £ F R4t EL (Z=-0.021, P=0.983), &t VKB A G AR TRLK T
KRR H A FEFTRIRA F LR A RIET, SHBAAFLEFTRB RGO AR EF
THBANE TAR, MR SR TR A & 2R AR T RIES deeg B,
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Study on thyroid autoimmunity of adults in areas
with different iodine intake
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Abstract: Objective To understand the thyroid autoimmunity of adults in areas with different iodine intake.
Methods 854 adults (506 in excessive iodine area and 348 in adequate iodine area) were chosen and their 1 % {4<)5%
¥ig, and, llimosis morning-urinary and venous blood were collected. The urinary iodine level was examined by Arse-
nic-cerium catalytic contact. The levels of free triiodothyronine (FT,), free thyroxine (FT,) and sensitive thyroid-
stimulating hormone (sTSH) in serum were measured by chemiluminescence. Thyroid peroxidase antibody ( TPOAb)
and thyroglobulin antibody (TGAb) were measured by radioimmunoassay. Results The sex and age structure of a-
dults in two areas were accordant. The median urinary iodine of adulis in excessive and adequate iodine areas were
1152. 01 pg/L and 185.20wg/L, respectively. There were significant differences in the concentration and distribution
of urinary iodine (Z = -24.857, P=0.000; y* =426.94, P=0.000) . The positive rate of TPOAb of adults in
excessive and adequate iodine areas were respectively 16. 4% and 20. 7% , and the positive rate of TGADb of adults in
the two areas were respectively 11. 9% and 16. 1% . There was no significant difference in these positive rates of adults
in two areas (TPOAb: y* =2.550, P =0.110; TGAb: y* =3.149, P =0.076) . In adequate iodine area, serum
sTSH level of adults who had positive TAA was higher than that of adults who had negative TAA (Z = -2. 15
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. To adults with negative TAA,

w0l serum sTSH of adults with positive and nega-

serum sTSH of adults in excessive iodine area

was higher than that of adults in adequate iodine area (Z = —3.594, P=0.000), while to adults with positive TAA,

there was no significant difference (Z = -0.021,

P =0.983) .

Conclusions Thyroid autoimmunity may increase

the risk of thyroid dysfunction. The risk of thyroid dysfunction of adults with excessive iodine intake was higher than

that of those with adequate iodine intake,

even they had normal thyroid autoimmunity. As a result,

the monitoring of

thyroid function should be strengthened to adults with thyroid autoimmunity in excessive iodine area.
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AW I A 854 A, Hih m il X 506 A
(BPE185 N, Lot 321 N), HEMUhIX 348 N (5
P12 A, bt 236 ), WL AR A Al — 3K
(' =1.742, P=0.187), RHRUFIE L XA -2
AERA A (39.21 £6.21) il (38.35+6.55) %,
ZETLIFE N (1= -1.008, P=0.314),
2.2 JREKIE

PR AE AR PR AL 2 B0 608. 64 (211,22 ~
1253.67) pg/Lo AR ¥ L7 SR A VE A b vl
il 437 B < 100pg/L R il 45 AR 2, A F 100 ~
199ug/L M@ HBUE A, T 200 ~299 Shil# /& &%
A, =300pg/L g il d, A BF ST o A X
93. 1% M Ak F 3T 2R 2, 08 it XA
25. 0% g NFERIE S, 790 3 XA R PR K S K2 HE 43
MESBAGI%E L (Z=-24.857, P=0.000;
X =426.94, P=0.000) (Wz1),
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F1 AEMAKFHMX ABRBKEERESHER
W N PRI (ug/L) WMAE BEE WMEBEE it 8
(M, Pys ~ Pss) (n,%) (n,%) (n,%) (n,%)
Bk 1152. 01 . . . .
PE B9 o el 0(0.0%) 15(3.0%) 20(3.9%) 471(93.1%)
Sk 185. 20 . . . .
wx M8 (146,46 .237.93) 45(12.9%) 130(37. 4%) 86(24.7%) 87(25.0%)
. 608. 64 . 5 . .
&1t 854 T S, 45(5.3%) 145(17.0%) 106(12. 4% ) 558 (65. 3% )
2.3 HRBHEZKERBREESHAEH KGEHFR L (1=0.347, P=0.729) (WL#%3),

MR
I LHE XA B LY STSH & T illis X (Z =
-3.120,P =0.002) , FTy 7K W A% T3 il XA
B (1=3.024, P=0.003), FT, KPAEWiHLIX 2% 5

o L5 5 T DX N 1 FECIR R 1 B B A B R 22
T4 it 2 2 L (TGAb: y° =3.149, P = 0.076;
TPOAb: y* =2.550, P=0.110) (WL#2),

F2  AEIRKF XN R AR R R RIR B Sk

WX N FTg (7pmoI/L) FT, (7pmoI/L) STSH(ulU/ml) TPOAD fHM TGADb FE 4
(x=xs) (x=xs) (M,Q) (n,%) (n,%)

SHX 506 4.77 £0. 94" 14.68 £3. 35 2.71(1.73 ~4.56) * 83(16.4) 60(11.9)
ER X 348 4.93 0. 60 14.75 2. 71 2.40(1.58 ~3.56) 72(20.7) 56(16.1)

&it 854 4.84 +0. 82 14.71 £3. 11 2.56(1.61~4.02) 155(18.4) 116(13.6)

F: SEB KL, P<0.05,
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TGAb 1 TPOAb 1T — FH % & A HUR R H B diik
(thyroid autoantibodies, TAA) [H4:, TGAb 1 TPO-
Ab BHFAPER B TAA BAYE, IS IX TAA PHE
M3 sTSH o7 505 F TAA [fAEE (Z = -2.152,
P=0.031), {Hxi X TAA FA¥EE 5B EE 2 6
M3 sTSH /K -2 R RG22 X (Z=-0.338, P
=0.735), MAh, X TAA BPEE I sTSH
AW b e TG X (Z = —3.594, P =0.000),
{8 TAA BHPEZ M3 sTSH 7K S 76 W b X 7] 22 5% T 4¢
Y (Z=-0.021, P=0.983) (W33),

#x3 AREMKEMXAEFRBEEERS
ANBESTSHIKFE (M, Py ~Py)

X GERE N sTSH(ulU/ml)
EMHX TAA(-) 264  2.32(1.58~3.30)
TAA(+) 84  2.81(1.79~3.76)*
BRHX  TAA(-) 400 2.69(1.72~4.49)*
TAA( +) 106  2.73(1.79 ~4.80)
. SEMMX TAA (-) H%&, P<0.05,
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B B ZF” 1 & E &7
(IR R RRE B ERE, KD 410128 WA ( BFLE /R MR TS, Kb 410128,
S HCSEHRIBAT, 3 102206)

 E: BN WEOHRRABER R D - FAEREDRGRENER, FiE KD RE
AT (EFITRBA, BRI GRE, LEFM, i, LAMfermbsBm), hEFRas,
ROMETERD-FABEIAATGHHER, ERBR A Frraf Mkt Bus 5 #F Xk
(2g/kg - bw - d) ﬁva (10 mg/kg - bw - d), 30d B &L KM T JEBIEH, fiF, HFIEAH LR SOD,
CAT EH#T-AOC 1, R S X RZH D - FIUBEADEFME, AR, BuERMREERHL (p<
0.05), 4= ;’éﬁaﬁ;ﬁwfaﬁﬁﬂé%mﬁ&aﬁm; B R, 3RALST i CAT & A 4= T-AOC 6 H H 3R 5
A (p<0.05), %, i L Rk, AEfmsg SOD, CAT & 4 T-AOC e A ARZ4EA (p
<0.05), BHEFHRZWF, X ZFERME, G FARAABEARX T D-¥HEREIKALA
REMAER, L PaF v kL oA Rt P IRAAG SRR,

KR Xty D-F35UHE; B RAAKER

Anti-oxidant Function of Different Types of Fermented Tea Leaves
on D-Galactose-induced Senescent Mice

Chen Xue'?  Yi You-jin'? Liu Jin> Wang Xin'"?
(" College of Food Science and Technology, Hunan Agricultural University, Changsha 410128, China;
2 Hunan Provincial Key Laboratory of Food Science and Biotechnology, Changsha 410128, China;
8 Beijing nutrition resources institute, Beijing 102206 )

Abstract: Objective To investigate the effect of different types of fermented tea leaves on D-galactose-induced
senile mice. Methods Seventy male mice were randomly divided into control group, D-galactose control group, green
tea group, oolong tea group, black and dark tea group, Vit-C group. The oxidant damage model was produced by con-
secutively injecting D-galactose into the hypoderm of mice for 30 days. At the same time, the mice in four kinds of tea

groups and Vit-C group were administered orally with tea Solution (2g/kg « bw + d) and Ve (10 mg/kg - bw




