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Abstract; This study investigated the effect of long-term lead exposure on expression of positive selection associated molecules in the mouse thymus micro-
environment. A total of 24 healthy 21-day-old male KM mice were randomly and evenly divided into four groups, labeled as control group ( distilled
water) , low (200 mg-L~"), medium (400 mg-L~"), and high (800 mg-L ") doses of lead acetate exposure group. Mice were continuously exposed
to lead acetate in drinking water for 12 weeks. At the end of the exposure, the expression of positive selection associated membrane molecules on mouse
thymocytes and thymic epithelial cells were assessed by flow cytometry. The results showed that the expression of CD4, CD8, CD28 and LFA-1 in mouse
thymus cell from each dose of lead acetate exposure group significantly decreased in comparisonwith control group. Similarly, the expressions of H2-A,
H2-K, B7 and ICAM-1 in thymic epithelial cells decreased significantly (p <0.05). Along with increasing doses of lead acetate, the expression of
thymus cell membrane molecules CD4 and CD8, CD28, LFA-1 displayed a downward trend, and the expression of thymic epithelial cell membrane
molecule H2-A, H2-K, B7 and ICAM-1 showed similar patterns.
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1 5|5 (Introduction)

BEE e [ Tl Ak R B R B AR AR K L &5
SAEN S AT BB ARG R IR 5 Y 1 ™5, X
AR BT B R B (250 5, 2012) . LA
TR BB S B0 R S 1 3 iy LB 4 v 2 51
BB A A A Bk E, L B IR e R G
KRB WOCHRT B, JLE Fr B 2 B il 2 5 R R 58
PRI e 41 1. AR 52 30 5 i 0 IF 90 495 2R s, A8

T2 e ] B0 B R R R O, LA M 4
R AL A TAH DG AR 40 R 3838 S 0 (BB AL
85,2012) 5 BLAN, A0S IR AR AR B0 BT 41
I3E CD4 + T 4 M 71 70 3455 T BRI (3
85,2012 45755 AT RE A2 B 00 B AR 1) 2 M T S i i
T 20 K e S B ) T 1 3 R A B P a2 5 A
BH:BEFE ( Gascoigne et al. , 2011) , 254 A5
S50 A T RB IS 1 U 2 i 5 | 7S /) e i 4 i 1)
BRI B 426 A 300 S . o 40 L ) B e e 40
Ji 40 B AR A5 2 A U A B G IR ((Major
histocompatibility complex, MHC) fJBR §ilPE i 72,
5 MGt R %) S B R A M i 0 e R iR £l 2
BRI CD4/CD8 \MHC 43T B W3 ) 30384 53 - bk
EL 40 AL D BE BT IR 1 ( Lymphocyte function associated
antigenl , LFA-1) 20} [5] 2 §ff 43 F 1 ( Intercellular
cell adhesion moleculel, ICAM-1) B Sliia , VNS
AT A POK TGRS KA R /D B
B 38 1 P QA R AR T 40 e BH P 2 495 4 5%
JBE53 ¥ RO | R IR AR 8 22 8 I Y S 2 440
Bl

2 #Rl57E (Materials and methods )

2.1 &L RHA

A %%. BD FACSAria I cell sorter it 2 40 fE X
(£ BD 24#]) , PB4455ENEU % Muse 4 HEZH LR
ML (8 E Merck Millipor 23 7] ).

WA CTREY (0 Hral) , 21 40 i 2L M FACS
Lysing Solution )45 1C 9 SE Bt FBTIA FITC-CD4
APC-CD3 . PE-CY5-CD8 , PE-H2-A | FITC-H2-K & H:
AHE 1) [] 21 %f BT 4K FITC-1gG | PE-IgG | PE-CY5-
IgG (APC-TgG ¥ [ S [E BD 28 7], i i S350k
& (15 [E Merck Millipor 23 7] ) , Hanks ¥, i i &
FIRFIV.

CTRE YRV RO BC I - HERRFR 200 mg m

By, A 800 mL —Z&K , FERG R AT 78 W s , =
ZKERZ 1L, IR 200 mg- L' Z BREVIA W, L
by 8 A I ) VA AR ).
2.2 EHsiodARGEEF

ERE R BE Hh AE i fd R FL 21 H TR R
AN KM /N 24 HOREE R (12,6 £1.5) g, HIBT
SR B S S o R AL, B A A RS
XY20110452. /N BU7E % i 20 ~ 25 °C A0 X8
40% ~60% , F SR B B Tl PR B h i) 5. SE e )
(8] , 2y A 3 5 D) (RN [ B & 1R 2 B S g
i) vl A R KOK ; TR P 4 o At
A REAEAER YIS Sy, SC e rh sl Ak B 45 6 B R
SRR FRAAG B O T 15 S50 3h W) 1 1 T vk A
LY B AH IR

B2 msh W BEAL o A 4 41, 43501 Sl X B8 (2518
7K) ZHAUE (200 mg-L~") (400 mg-L™") /& (800
mg- L) Fli R A, a6 LR A MK
KOG AT YR SR YL B 12 . B R O e R
/N,
2.3 MRRERIENERZ BN E

PG FRE R, A FE /N, T4
I, 25 I i £ 27 3% TG 1) 405 4 A SRl S, Bk O
AR AR R (MR R A = AR BT/ R < 100% ).
2.4 MIRMME R BRI

KRR R ¥ S W g e — 2 3 A
RIS ) /N BTG R 2 . 55 — 2R bl /N, %
SCHR (25 A0 4, 2011) 5 76 40 8 T iR b Rz 4 i, 7
200 HANVEEAIE M I #2420 5, H Hanks W45
BRI, 2B B Ok R b A3 B ke Y e A 5 B S
A4 01 5% BA A A 2 B T1 RS AT R BT A BE S A
1 mg-mL ™" SRR ARV ,37 CHEF 1 h, A5
BRI K IEA S A0 i 80 H i ug M ik
HE BEIT A B L 800 g B0 5 min, 3 [V, BT
P20 M BD Sy i i b B2 48 Jfd ( Thymic epithlial cell,
TEC ) . 45 Ha Ji 4 A AR AR - K2 40 M9 28 Muse 40T
BT HoeAn i e B2 K 3 M (AMIRT 90% ) , K HH PBS
TR N IR A0 LR R 6 % 10° cells - mL ™" 3 3 i iR
AR N 2 x 10° cells-mL. ",
2.5 /N R 20 B B 4> F CD4 CD8 .CD28 \LFA-1

A

B 500 L PBS B Y i IR 20 M A2 W, n A
APC-CD3 , FITC-CD4 , PE-CY5-CD8 4% 20 pL; 7 Ht
500 wl PBS £ 4 1k it 4 BfL 2, A APC-CD3 |
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FITC-LFA-1 PE-CD28 4% 20 L, 3% & [A] B X} HE 4
X I I A6 i 1) [) R X BR B4R s TR AT e, = ik
%5 30 min, LA 800 g &5.0> 5 min, PBS ¥E¥ 1 K, M
A 0.5 mL PBS EEJ5, % 300 Hid i€, LA CD3 %
B Gate, PSSR, Hodr, DL CD3 + R ik
JUR T 9 L8 200 B 5 A T 440 i T A3 A P 15
SR (MFT) , LASEZEG 2 MFT 5[] U X B8 MFT 22 36
ANAH R RS ) 2R3A.
2.6 /MR KRR E A 4R H2-K (H2-A  B7 . ICAM- 1
A 0l

500 pl PBS EEAH MR [ 57 240 I8, A
20 wlL FITC-H2-K PE-H2-A LA ; 7 HL 500 L Jg fig
b AR, A FITC-ICAM-1 PE-B7 4% 20 plL,
[i) i i ) R X R, A 5 i 174 ) 0 06 B e 44k
RAGE , IR EE E 30 min, PBS PE 1 RSN
500 wL vK¥& Ay PBS HE4IM, 22 300 Hid#E )5, b
TSR, LSS 2H MFT 5 [R) 28 % B8 MFT 2
Fb RS AR B - 1Y e 3k

F1 HEEFNIREBEERERFZ RS

2.7 GitFE %

SIBAEEI LSFBIE £ bRIEZE (v 25) Rom R
HISPSS 13.0 B PFaEAT e it 2 0, Z2 4[] HL R
F 5 22 5% 1 A6 95 FB RR J7 22 73 BT (One Way
ANOVA) . i — 20 k47 2H 8] W9 P LE B o 5 22 5%
i}, K FH SNK K65 ( Student-Newman-Keuls 725) 3 25 5
ZAFEES, K H Games-Howell K555, UL p <0.05 &
ZERAGIE L.

3 Z5R (Results)

3.1 NRERE IR E R R B E

s Y /N RN R I B I R 0 ARk W
1 MR AT, SRR L, R A SR
JurE g/ B EE B S R, T R R AR A 3
ERMAGIE X (p <0.05) ; HFiHE LR Y
B A FH R, /0 B B T A 48 A T R
PO MR R B BT

SN (n=6)

Table 1  The impact of lead exposure on the mouse thymus weight and organ coefficient
2151 K/ g i i Bt/ mg i i Z
it HE 21 40.8+3.9 124.0 £18.0 2. 8%0 0. 4%0
I i Z R AT e FE 4 36.2 +3.1 117.0 £15.0 3.0%0 +0. 5%0
P i LR AT A 30.1£2.3° 102.0 +9.5° 3.3%0 0. 5%0*
R L TR I 4 26.7 £1.9° 99.0 +8.2° 3.7%0 +0. 5%0"

Fa SXTIRALLLEL,p <0. 05, T [A].

3.2 /NE G BR 48 B8 B 4 F CD4 .CD8 .CD28 |\ LFA-1
ikl
BYOL FE /N BN B T 4 4> F CD4 ., CDS |
CD28 \LFA-1 Rk ABfL L2 2. H 36 2 Al 41, 5 %F
MRZHAH L, 25500 5 SR Y w2/ BRUMI AR T 44t i JE

F2 HBESINRMER T ARESFRIENH

1 CD4 .CD8 LFA-1 .CD28 43 F Ry A B T
K%, 22 A G5 L (p <0.05) ; HBEE L RE:
PeBE R TR, /D BUKT AR T 4082 CD4 . CD8 | LFA-

1.CD28 43 TRk ¥ B B T R a3

Wi(n=6)

Table 2 The impact of lead exposure on the mouse thymic T cell membrane molecules

MFT(S2562H )/ MFI( [ B )

2053
CD4 CD8 LFA-1 CD28
X HE 2 34.6+4.7 28.3+3.5 26.4 +3.2 34.8 +4.5
ﬁ*J;ﬁaU‘i&%’ | 28.3 £3.9° 24.1£2.9° 20.6 +2.8° 30.5+4.1°
i CRRET AT 23.1+3.2¢ 20.7 +2.3° 15.1 £2.7° 26.6 +3.4°
FEREL l‘i&%%&%éﬂ 17.2 £2.7° 15.8+2.1° 12.8 +2.4¢ 23.4+2.9°

¥ W'JE%%
BTG S /N BN AR I B2 40 g H2-K  H2-A  B7.

ICAM-1 43 TR R AL W3 3. & 3 nl 7, 5%
MELH AR LY, 45500 10 O TR A Y 3 2 /0N UM A b Bz 2 i
MHC 43 F ) H2-K \H2-A } B7 . ICAM-1 3Ly
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WA, 22 A G2 X (p <0.05) ; HEEH
SRR TR 1 1 TH g, /0 B R L B2 20 H2-K

H2-A .B7 ICAM-1 A3 ka3,

®3 BHRBENINRMER RN MHC 2 FRIEHIHM(n=06)

Table 3 The impact of lead exposure on the expression of MHC molecules of thymic epithelial cells in mice

MFI( S04 )/ MEFI( [ 5% T )

H2-K H2-A B7 ICAM-1
X BRZH 43.3£5.4 34.6 £4.5 15.6+1.8 44.1 5.1
IR B R4 Y40 38.2 +4.6° 31.3%3.7° 12.8 £1.9* 35.2%£3.5°
rhiil i T TR 30.5 +3.8° 27.2 £3.4° 10.7 £1.5° 31.7 £3.2°
i O TR e L 28.4 +£3.7° 23.5+3.0° 9.6=1.1° 22.8+2.1°

4 1% (Discussion)

4 JE BE W) FT RE R ) A9 R YT DI RE, 1Y A% gk
I JERAE B B G0 PR B Y R 0 R AR D i
B ESRIEFYC TR Z K0, LR &
TR T 5| A5 i A R R WF5E SR I A AT S
ZANAEIE T (FRHESF 2007 5 2006) , AT 5 5 DNA
it AR A (3% 2B 55,2006 ), % FIEG A
B 2R IR (52 JR45 2006, fRiE 55,2004 , 2= 15 1
85,2007 ) AH TS L EE 505 28 G510 5 e B Dl
T 402 e e R0, HAECH DhREn)
Yo P BU™ E R S B FE LA B e M P T
T 20 & 7 HIBFTE — B S A AR ARk X
T T 40 A b i RS AR P A R A
PR3 104 A R S B0 BRSO X T 48 i 74 1Y) 5 e
- (Love et al. , 2011) . JRJRTHOAIE 3225 i Jig 3 o
2 A7 o R R A L | W AR SR 4
ZRAE A A ) | 20 B 4D 35 o R 20 L PR A, e o
B W R - B 4B ( Manley et al. ,2011).
ik e 1 H 2 R TR 1Y) p-iE R 2 PT SR AR A Il T A
PR BER PR 3 1 T A M 1) T 40 % 7 (Sultana
et al. , 2012) ;10 g Ji - B 200 B B4 P25 BE ) 32 46 AT
FEAE R T MR KT & Y KT B (Rode
et al. ,2012) . JfiR b Kz A0 BB A1 Aire 25 H RO BRE
() P 3 ol N B 27 R PR 55 MR ) R iR 18 P Bk
EEGLEH %’%ﬁf‘ﬁﬁﬁ(Akirav et al. 2011). {H
ETCHE M RO B e B EHIMI R R 2 5 T
AR A BAPE R A P PR e . R R R ER S T 4
KA FE I AU IR KB T 400119 &
F,IJUHIE T A0 7E iR b i & T ABFSOR LUK
IR EE /N OB LSS T 4 M & B AHOCHY
b R - H 2 ML REE A - 9 AR Ak, Sy JEAIL I 5 i 1t 3
WK

AN R ) i O A L iR L N = |
WRELAIA & o4k S 9T, T T 9 B 40 AR
FRRN I R B & — I mEEA T 2 0By 72
(Anderson et al. ,2012) , Fx 5 2 KT T 40 i
MHC B il ¥4 1 BH 1 2 B A B A B RO T 41 i
(Y B 1. A DR A T 00 1) S 3 3R W, K I A
2 5 S0 M R 2R B R T 41 R B ) 2k Al ]
AR H T BH 1 B8 43 5 8 1 0 (B AN 55, 2012).
AR S50 25 T I T R 5 -5 B 25 5 A G 1Y) R R
(CEIS R

AT PR RE BT T 41HE kA A & MHC 1
PR R 1S5 P R 9 32 B2 T 40 A & 1 (1)
Ji 53— CD4 ,CD8 Fi1j it I iz 240 Jifd 2 11 1) MHC 43
F H2-A H2-K %5 %5 {55 CD28-B7 Al [n] #] #
=5 ICAM-1/LFA-1(Nitta et al. , 2008 ) , # A SL 56
KT T R MY CD4 Al CD8 4TI Ri5,
SRR A CRRET YRR/ UM AR T 40 A
I CD4 1 CD8 43T Wik H4 I i ™ [ 5 i bl s A
N b i AN T A9 MHC T 2840 H2-A Fi 1T
JOrF H2-K R Z5 1. X S S iR T
£ L P 35 436 e O B 114 B 3~ 2 A4 R A 1Y) 3R 3K
W, AT R, TS R AMNE I T 40 A iR 5] A
FEBUIR 5 1 o B P 4 A A 2 B RR TP T 40 A R )
MHC 73 /& B9 S R 3 B, #R AR T T 240 f i 53+
CD4 1, CD8 F1J Jif 0 24 55 i MHC 43+ H2-A Al
H2-K (AE I, U5 R 15 5 A3 IR T B
BTG, i H T B H W T A
(Alarcon et al. , 2011) , K%K 50 ~ 100 )45 F I
X AR B 2 TR AL LG R T 40 i F s 5
A 3sk 5 TR b, XoF B A 2 486 b 7 O S 2l By 4 FH 19 265
{55 CD28/B7 AP [ ] {5 % ICAM-1/LFA- 1
0T B — R B 1) 43 F i X A BE kS B 4 B S 1 1
YEH (Springer et al. ,2012). AR R BN, T
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VRS A 5 1 2 D IR AR 5 BS540 1 3
LN IS = S R PO S e RSNl N VS
SRR T T R R RS RS R AR
J& CD4 + CD8 + MBHYE T 40 7] CD4 = CD8 HAfH
PEZ RS AR RS, 22 30 L > Al 2 B BH 4 48 M 4%
REEATG, BUBH P 40 M B 3 3 A, 3X 5 Sk (B i
45 ,2012) R GE 45 RAHVI &

AHFGE IR, B 2 % 5 TS S50 i 240 A
WRRE IO EE LA e 55 T 20 i o0 Ak 2 B A G 0 B 73
TR FH TR MBS F RIS H TRLARST
S50H i 20 B A B S, O IR R K A R
i S QIS AL A D Qe R o D N E R E A A
15, MR TS50 15 S WL T 76 5 5 it 55
i — PR

5 518 ( Conclusions)

D) K28 0T S 80N R AR T 240 M 3% 1H oo
ek BEAE /07 CD4 . CD8 .CD28 LFA-1 %5 Rk
1%, SERERE IR T 4 MLAE R AR & B 1R Rt 72

2) KIS 5 B8 L AT S B U AR T Bz 20 MY v
PEESEAH G50 H2-K \H2-A \B7 . ICAM-1 fJ5R3A
REARG, 12 400 2 A B S B 5 1) B 4 o 200 .

REEERN A EE(1979—), F 9, EENFEAEF
£ H . E-mail : androtion@ qq. com.
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