R EARMLRL®
wcjd@wijgnet.com

49

WAL ) BLAYE 20068E3318H; 14(8): 810-813
ISSN 1009-3079 CN 14-1260/R

& Jk 255 CLINICAL PRACTICE

iEm g R 2¢ B E NE MR AN Z 4 Foxp3 mRNARI R

157K

2K, INTER, B B

¥ E %4
Foxp3 /2 #7 i & I
o — AR AT,
/~§CD4'CD25"
TR 28 B0 09 &
F. RARI
e #H. Foxp3 i
B &k & 5 &
CD4°CD25" TiA
%éﬂﬂ@%ﬁ(%?’f‘",
SRR AR

[, TiHR™ %é’l
EES XY G- M
3, Foxp3 2 #Lik
% B AR R
EEAER. St
% X (UC)A —
GRS R
& R IR, B
K Foxp35UCH
ey % R A A
T &k 05 B &
TR #7869 95 8

kT, AVETER, KB, PRAEFXHFRTENFEHRKX
2 TR ERERA LT T 100730
BEHRAFELKHAE, No. 30471617

8 %J}i*@m&%&m (86%11’ MNEXEFRLALFTHRAE,
No. 2002AAR Z2011

BEIRAEE: X, 100730, FPXINNENS, PEESZNZ
PEDANERAS. ICRIDFEBTHUIIR.
yongzhelipumch@yahoo.com.cn

E81F: 010-65295416  {£H: 010-65295416

IWFSEHEA: 2006-01-11  1EZHEI: 2006-02-08

Expression of Foxp3 mRNA in
peripheral blood monocytes of
patients with ulcerative colitis

Yong-Zhe Li, Ke-Xin Sun, Chen Zhao

Yong-Zhe Li, Ke-Xin Sun, Chen Zhao, Department of
Laboratory, Hospital of Peking Union Medical College,
Beijing 100730, China

Supported by National Natural Science Foundation of
China, No. 30471617, and the Key Special Foundation of
National 863 Project, No. 2002AARZ2011
Correspondence to: Yong-Zhe Li, Peking Union Medical
College Hospital, Beijing 100730,

China. yongzhelipumch@yahoo.com.cn

Received: 2006-01-11 Accepted: 2006-02-08

Abstract

AIM: To investigate the level of Foxp3 mRNA
in the peripheral blood monocytes (PBMCs)
of patients with ulcerative colitis (UC), and its
relationship with activity of UC.

METHODS: Reverse transcription-polymerase
chain reaction (RT-PCR) was used to examine
Foxp3 mRNA expression in the PBMCs from 22
cases with UC in active stage, 20 cases at stable
stage, and 30 normal controls.

RESULTS: Foxp3 mRNA expression was lower
in patients with UC at active stage than that in
the controls (1.58 £ 0.31 vs 3.27 + 0.40, P < 0.05),
while Foxp3 mRNA expression in UC at stable
stage was not significantly different from that
in the controls (P = 0.104). The level of Foxp3
mRNA in the PBMCs in active UC was negative-
ly correlated with the Walmsley renal scoring (r
=-0.756, P = 0.000).

CONCLUSION: Foxp3 mRNA expression in the
PBMCs may be involved in the pathogenesis
and activity of UC.
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blood monocytes
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DRI 2R B 0 1 A e M T 45 W 9. LR mT g
S, gtk EREREAL, R 2
REEWVEARE. 7%, Gravesiiis H B 4%
AP R, BEA LR D, k2
(RIRIF 9 00 40 B S 38 AETB DAY 95 ke 77 A
FENIEH. Foxp3 &8t &I — /N sk Bl
f, J& Tfoxhead FKIE A, 2 RPE B FHLAAT)
CD4'CD25" Tl 1541 i, /~'FCD4'CD25" Ty
MHAERI IR R E < A RIE K IhRedERE. 0f
FURILF ox p3 L PF 548 sl [k 190 /18 B, LAk
CD4'CD25" Tl ™7 4 M 2505 1%, 14715 D e kb,
AR ) G i RN, R, Foxp3 XAl
P G2 RS A v PR FMY. AR SO AEU C i
G AN ENIAL AR AZ Al (PBMC) HP (863 K5 iy
BIPER RIATIIIE, LAWAHHF oxp3 75 A T I E
FH, I R 5905 112 Wt BT (0 G2 227 0 (R T e
P AL .

1 #RF5E

1.1 A JERTERRIEE BE2005-04/101 112 R4 B
ST 400 o, Hoh 53441, Zeefdl, g
26-68%, “FRJFERATE . AR5 19934F
OK J A ] A Ja g 1 i i 2 R 2% B e 1 (it
o P 45 W 9 (2 W JT7 RO tE) . UCTE B 4%
Walmsley P brHEREAT VRN, <45y b At 1A,
5-843 i EEVE AN, 94 B FOh EEE VR B . 5L
FRE SN I2245], SRR 8(Z N RHATT AR ).
30t FEAAAS & 2k 1 0] AL

1.2 ik

1.2.1 PBMC#y 43 1E X RAIFUCE 2 5
IR Ebk M3 mL, JHZRHuE, FoRe o i) LR 22 1%
TN EEARB R K T 40 43 S5 ¥ (Ficoll)H, 2 000
r/minE§>20 min, 735 HPBMC, FIMASHEA
RO g/LAEFER/K, 2 000 r/minE 0210 min, P
2R, I A Trizol(Invitrogen’A ) /&, —80°C LR AF.
1.2.2 ERNA#FZI N-80°CUKFEHHHPBMC,
WIEEIRA], SIEFHES min; MIAN0.2 mL&1), il
FURENS s, FiRFFE2 min; 4°C 12 000 g0
15 min, BWH EZKMZE S —EPE, ISk
SR AR, JR2JHEE 10 min; 4°C 12 000 g 250>
10 min; & 3%, IIA1 mL 750 mL/LZEEVES
PUUE, 4°C 7500 g5 min; W T 20, 255+
T4 IMA20 pLERNARBGEKEHERNA.

1.2.3 RNA%E fe &2 69 2 5 pLihie
RNAFES EAEHIK, (12 o/ L3830 B A e e
it oR28 S, 18 SHi4ka, H28 SirsifiEh
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B 2 UCEEPBMCHFoxp3EERERT-PCRYIBLESR. M:
Marker; 1—6: 3 HIZ&H7400 bp; 1-2: UCTEZIIERE:; 3—4:

18 SHf s B A% NIE. B4 6 BT A
RNA7260 nm, 280 nm K AL KIWOG R, IF
THEA 10/ A 550 LI FTRNAIK (I pg/mL = A
X 40 X M A5 250 (K 1).

1.2.4 cDNA# AR, 20 pLiiiE st e AR & ih
FEFEABRNA 2-4 pg, M-MLVIS 85585200 U,
Rnasin 50 U, 4XdNTP 2 uL, Oligo(dT) 26 U,
DTT 1 pL, 5XMZE K4 pnLAMITGERNAK
9 uL. N A37C 1 h, #RJ595°C 5 mink
MU S

1.2.5 DNA¥ 3 (PCR) PCRJ ¥ ¥ JjPromega
ANFE AN 25 pL DNAKMN AR R P iicDNA
2.5 uL, TagDNARAE0.5 uL, FiE5141 uL,
FUETIO pL( A TR A F A ), NTP
0.5 puL, MgCl, 2.0 uL, 10X 222 rf2.5 pL
FMTERNAJKLS pL. LB 1 (B-actin) iy NS
M LI TSI A0 RN S AT B R Bk
FEUR: B-actin EViF514)5'-GCATGGAGTCCTG
TGGCAT-3', 5 |#5'-CTAGAAGCATTTGC
GGTGG-3', 320 bp; Foxp3 i 514)5'-ACACCA
CCCACCACCGCCACT-3', #5415 -TCGGA
TGATGCCACAGATGAAGC-3', 400 bp. V4%
££94°C 5 min, 94°C 30 s, 52°C 30 s, 72°C 45 s,
72°C 7 min, 4°C 5 min (/&2-3).

1.2.6 RT-PCR = ##9t0ml HL5 uL PCR™“E T
20 g/LEUIRHEELR 80 mV, 40 mAHLIK25 min

AR A 0

i 4k £ FCD4
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5 Foxp3#: & A1
W AT R B B R A
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CD25 TiR¥ tmf. 600 bp Xpl1.23, A 84 R FE MR 7R FE ) foxhead 45 #43ak,,
SRS AR 200 0p o, CHREHIREEHIRI—STRNGE, VA5

g g
s e 0P P WA RIS, S8 Foxhead
e L4 B DN AKESE B A4 2, 1Y H 35 D
ek, ABFRAE AR AP, sy K ICD4'CD25" T
St Foxp3 AL A4z

CD4'CD25 T ¥
mpe e, it5
UCH EZ 29
2 ik,

B 3 UCBEREEXRAP-actinRASRBEXRE. M:
marker; 1—6: [NZME B—actin 320 bp.

485l n Walmsleyii4> Foxp3/p-actin
EBNRA 30 3.27+0.40
SEEDHEAUC 22 7.45+1.44 1.58+0.31
ZREARUC 18 3.156+0.75 3.09+0.37

MEE. LYK G B B TR AN T W AT E
FlGel Doc 2000 Bio-Rad 2 il (36 [F) B 543 #r &
GUHEATHI A IR, SR I 4% f vk 4 A (E, T
$H Foxp3/B-actin, MIM13 | Foxp3 A7 .

Brit AL TE R AISPSS 11.0%04F, 2ot lidh
PERLAT IEAS TR, AR IE 25 PE 20 A1 H 52 42
BEALBE IR 2 93 .

2 R

2.1 o B RNAMFE LR RNASEE R 45 5
A gl A s ELIEEIET.651-1.928 2 [A], #E7RRNAKE
4li, RNAIKRJEE330-1 700 pg/mL2 [f].

22 EFAL FNALEBHUCEZPBMC T
#9Foxp3 mRNAZK-F LA 1 353l #Foxp3 mRNA
KPR T IEHW N, 2724 B M @P<0.05); i3)
HFoxp3 mRNAJKK TS, 2 A w1
(P<0.05); Zfi#MFoxp3 mRNAKF51EH AT
BEFHEERP=0.104).

2.3 UC#E 345 % Walmsley## 45 Foxp3 mRNA
FaA oA & WU CH #H WalmsleyPFor 5
H 3L KIFoxp3 3R IA 2 3% 1A %@ = -0.756,
P = 0.000). ZZARIHUCHEE Walmsley V455 H 11
S KIFoxp3 [ 3R IE JoAH G ME@P = 0.813).

3 e

RAEVERIR(BD) A — PR R 12 K5 JiE
(0 H 5 G P, AR It 1k &5 7 98 (U C) Al
TERE U (CD). ¥T4Esk, UCHT Hom % 5L %00 I
TFHEHP, HEFAY R EAUCH A %

0 it S I8 T B BUA B S MO I R
A, Foxp3/&CD4'CD25" Ti ™4 40 i (1) S v bs
HEL N Foxp3 LK i[5 Z Fh 97, (45 58
2. mRNABIY)BRE A 2 R hr i X g, 3
R RGN H B i -TPEXCHN A LB IR
Wi~ RIEMEM 96 Wb Er B IESE), i H T A
B DRI o I R L S F ox p3 IR e Ax A 57,
Hori e al™ T4 IE S 1E H NN/ BRIt K o1
I+ CD4"CD25" T 15 40 ks 5 Pk LA Foxp3,
T 6t 531 5 DR AT DU AL R AR BT 40 e, A L e
A HA R AT 4. Maul e a/” R H
ML A Mreal-time PCRZMHCD4'CD25" T
WA, Foxp3Rik/K P, 45 REWIBDEH
AP JE I CD4'CD25" T 15 4 iR R+ T ARAT 111
FENEPE, G 2 HIC D4 C D25 I 1 41 Hu Fn
Foxp3 N F¥, {HZ 0 2 S AN B 2H Le R B,
CD4'CD25" T 15 4l T 562 S 1B DI K i bl
. AR 2 ERT-PCRTVERMUCH &
PBMCH'Foxp3 mRNAFRIAK-, 54 R
7~ UCE TN EIHFoxp3 mRNARIL /KT B2
BTS2 A RN LE 6 AL, 1 2% i 01 5 16 )
WAL %5, RWInREH TCD4'CD25" T
VA 40 P A B b, T Foxp3 mRNAK L
AKERRAR, PR DhRe sk e, 5 K™ B 5 g R
M. $E7RFoxp3/2CD4'CD25" T4l iy b 3= 2
iR, Foxp3ml fEdd LA F)LRi&E S Y
T 40 L S RE4EEF: Foxp3RESE 4454 5 4
JROE AU AT DG HE DT, LA T 2290 s 200 87 s D] ) 2 5,
[ S A1, P2 ) 250 s IR ) 5 Foxp3 I A
Ohy T et i B A S At B A 0 Dy e 1
5 EERS S, BAPPHFOENUCHEH
Walmsley ¥4 5 Foxp3/p-actink & LUAE HEAT AH
KoM, 45 R 2 ) ] AOR 9 (P<0.001),
Wt 2 U, WA TR S, H RS Rk
/Ny AH IR, TSR EUE/N, H R 1 FR ik
=

M2, Foxp37E e i 1 e 5 HZAE H,
TR B T AR AR SO &R, LU
B IR, Aot o Ik 45 W 48 (002 Wi R 97 B4
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