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1 MRlEFE®
1.1 #R5iHF

50 H 4 JE 5 EE BALB/C /R, b 4 A1)
605 7 (4 AT IES : SCXK (52)2006-0009) , X & i
FIEF(OVA), HigIEm A HE R A ELHER
(CT) fFJ) G ERH H (Con A),Sigma A A ;HRP-
FHUR IgE rik, A6 mtFE /Rl A= P R 24 v 51640
Wk HER MERNMMHEE B, ERAH;
G4 1% (FBS) , Hyclone 23 F) 5 A K 41 Jfd 85 1 fiff a8
Sl eI 1 | o1 0 PS Rl N D g ot 0 P
T IL-5 550 & A 7 1L-10 %550 & L 40 i [
F IFN—y 50 &, SRR LA ]
12 MNHB{5EH

SH-2 fi J1 1 #1455 AR T7 TR #2886
Al ;PHS-3C % PH 3f, 1 (i B A AR B 2
Ay AR S HE B L HL L, SIGMA 24 7] ;KHB ST-360
B ARAL, L RHE S0 R 48 A ;BSA124S-CW
HL 1R, & Z R R A (b st ) 2 | ;SHZ-C
IR E IR A% , LI R BRA AR % & A w]
1.3 Fik
1.3.1 EGC #il EGCG Tl o, — i & 1 S/ R
A BALB/C /NRUTE SPF 51 (1) sh ¥ 5 N 3 1 1
MR IR — A 0T E) E R R ROK R IR A T
(23+3)°C, 1B ¥ 41 16 40%~70% , BEML 73 i 5 4H .

w7 4 Od 7d 14d 21d

I T

A BEER K BAPEXT BEZH (NC 41) o~ 2 (1 S0
(a,—CN 4) EGC 4 EGCG 41 Fl (a4 iR — 4l FH ik
XTHRZH (PC 4H), BF4H 10 H o~ B8 A 20 4 /i
5 A (BERR 7 ) B2 T HEE o, - 11 (2 mg/kg,
LA CT) , BF e BEZH 265 7 A [ (R B 5 2 7y 2 8
ERIKF CT, EGC 2 ¥4 EGCG AL PR T 4 i (5
a7 )& Y o - & (2 mgkg, £ L) CT),
MES S R R R 5 A E EGC EGCG 1R, &%k
14 d,#E BRI =R 50 mg/kg, HE 42 KK &=
Sl A AR 0k PR G R 4R R A R R S 1 myy
ml R 80 1 kM, 58 6 J/NRAS B G %
/N BEAT 5~10 A5 Hk B A KR R o -6 2R
Pk A B R K Bl S R Ak, sh i S T R
mE 1 R,

S AR A RO /N B A RKOIR B (AL 4
/N B A SRRRAE IR A BRSO AR 55 ) o /)
BRE AT S A R TR A Ak (50 X0k Ab B i/
B AR Tk D Ak B /0N B AR L )2

SEH IR ST — K, A5 A B0 IR S P B R DK R I
A A SR &4 EDTAK2 08T, BRRIR
5] .4 CEHE %, W HTE 4 °C.5 000 r/min 544 F
B0 10 min, 43 85 0L 503K 4 R AF =20 C
A T TS A S W S 1gE BiRoKE AR
R A0 L 1A Tl K ST R 2 R K S 5

28d 35d

_______________________

EGC
R, S Co===== L /
e = e PSSR m PRSI = B g B2 raeaeioen S =iy
Ik VR 50 (kg+d) G )
, o 10 mghg o MR 1
AN, | —— TN s st o et i oA
___________ (A £ S § S
! | S mgml G HER
____.I. ______ .

El1 EGC.EGCGE#THM a-HEOHE/NRIKETEE

Fig.1

1.3.2 BRI 1 A (MCP-1) & SR ER
P Tt K 2 MR B 41 ) 1 6 (ELISA ) 50 &, 4% MR 3

Schematic diagram of nutrition intervention asl—casein sensitized mice using EGC or EGCG

45 BEAT AR E
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& H R UL AT BRI A
1.3.4 RSPk gk Byl e
1.3.4.1 A4 354 ELISA ¥ A9 c il

1) PBS PBS & pH=7.5 ) 0.02 mol/L B fiz
i

2) PBST(HUIRFBEK)
75 20,

3) PUIRHM R PR B pH=9.6 1Y
50 mmol/L Wk BRER I .

4) KA B 10 mL 0.1 mol/L g £
2% i (pH=6.0) . 100 L Y H 3L B¢ % i (TMB) 17
W (FF 60 mg TMB i T 10 mL — H1 AR ) Fl
15 L 30%:k 4 A U0 B T Ak, 30 H BLAC .

1.3.42 MR H R ELISA J5 vkl & Jf
FESCHR[22] ) e fith L 375835

D¥tEtas Db oog-B&E AR BB,
H pH=9.6 B 5K R Eh 4 o, — B 5 FH 36 B2 10 pe/
mL, 4% 100 wL/AL AR FR AR 1,4 CH A .

2) V¥ UH X AR AR AL Y R A
250 /AL & A 0.1% 03 20 7 B R £k 2% v i Wi
(PBST)fH I 4% 3% Ye# 3 ¥k, B K 3 min, FE 15 8 74
W, TEWOK AR EAAFTROR , 2L N JC ] S W

3)EMA BALME A 150 pl #E47E A 37
CHEBEEE 1h, &5 H 250 pl/fL PBST Yk 3
W, B 3 min, FL Y UR VR, 76 T K 4R 4T 4K
W, 2 AL NI R

4) fn—Ht  FHPCAEREBEW L, 1:1 000 Fi B
M3 , F LA 100 wL,37 CHERE T 1.5h,

5) wE¥  HI PBST ¥E#k 6 ¥ ,250 wl/fL, &
K 3 min, JEEVEBRIE, TEWOKAC EAATHOR, 2 1L
N TG I S TR

6) INEEbR —Ht U B HRP-
P IgE Fi B 4 000 75, LA 100 pL/AL I AFLPY, i
37 CHERF 1.5h,

7) W A 250 wl/FLAY PBST #EAR 6 7,
IR 3 min, RS, FEOK AR EAATEOR , &2
FL P9 TG I S T

8) Wi % 100 wWL/AL5 & TMB N ,
B EE AL K2 20 min, B8 W

9) bR % 50 wL/ALF A 2 mol/L
PR BRL TR 26 1k S I, B P i 70

[\ PBS HiMA 0.1%

10)M5E  FEP K 490 nm A0 7 WK 56 AE .

1.3.5  ZHff A Al = fdt ] ELISA 5] &
W A 1L-4 IL-5 IL-10 F1 IFN—y 7K,

Vg A /IS BSUGERE 00 D JIALFE $2 JBC A T 240
£ 4 °C .500xg F&.L 5min, FEEFHE, A
1640 5E 25 723 (90% 1640 A 58 4= 15 37 1 Al
10% 64 135 ) 1% =i (S HEHE PHERER B
EERE ) (A0 B 1K 5] 2x10° 4~/mL, HL 100
w1 20 = i A 96 FL AN KT IR AR, TR B s
JNBEANER N 100 pl/mL () o~ B & A B0 o~ 5
LR X B 40 i 35 R AR AE CO, 20 i 35 57
R ELR R IR 72 h Ja WO AR L W, I
H 2 i T TL-4, 1L-5,1L-10, IFN—y A 7K,
1.3.6 L2V B 2= WA ) kil ¥ s, S
JBE AR FE /N B A ) RS T e B MLIE R AR
IR T AR TR R, A A R HE B et
A LA AL
1.3.7 ¥4l g it ot SO iy B3R ¥ A Excel
2013 B2 Bl 4 B I SPSS 17.0 58 1%,

2 #R
21 MREBRTLBER

WE 2 i, 5B AL E, Hoe 45 41/
FUAIR B 5 R B (P<0.05) . EGC 41 .EGCG £H Al FH
PEXT REZH /N BRI T B A /N T o, — 8 2 130
H/NE, X B EGC EGCG Al (a4 iR — 40 nl RE7E
—EFREE FXT R B N A T IR, R4
2] 2z [A) T i 3 25 R (P>0.05) .
22 BEXHMEEALMCP-1)S2MNE

mE 3 FiR ,EGC A EGCG 4/ KRl 3
HE K 40 25 14 i (MCP—1) & 850 o, — T 26 1 808
4 18 3% T B (P<0.05) , X i B EGC Fl EGCG X &
Wy sk /DN BTS00 Ot S 7 B T A T AR
5 o~ 8 1 AL/ UM LG EGC 4/ B 3R
Fh B K 20 it 4 1A (MCP—1) ZKSF B AR T 13.64%
EGCG 41 /Iy BRI 3% B K 41 Bt 28 14 i (MCP-1) B#
KT 24.56%, 5 PHMEXTIEAIAH e, EGC 4 1 2%
MCP-1 7K F BT R 2 25 & 3 (P<0.05),
EGCG 41 1M 3% H MCP-1 7K F & F B X B4, 22
SR E (P>0.05), X 3B EGCG X i i/ BUIE
R A4 e 8 R P 4 oV 5 T R BRI
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Fig.2 Changes of body temperature of mice

in each group

2.3 HARRBEMHNE

wiE 4 s EGC 41 fil EGCG 41/ B i 3¢ v
ZH B B B oo — T B 1 SO B 3 T B (P<0.05),
XU EGC Al EGCG X £ % 3 S/ BU2H e 1 B
A MEAER . 5 og— i A BN A,
EGC 4 /N B il 3 v 4 i & s B AR T 21.10%
EGCG 21/ 20 e & B AR T 32.93% ., 5
BH A 36 B2 A EE , EGC 21 1M 3% P 4 e /K OF B 35
T BH X FR 20 (P<0.05) , EGCG 21 IfiL 3% v 20 Jie 5 &
W 725 T BH A BR 21 (P>0.05) , 1X i B EGCG i 4l
b BN BR 2L B B R T 5 8 TR A
2.4 45RMEHK IgE ME

T, 400 .
?- 350}
Z 300} b
315*“ Z 2s0f ¢ c
o E | d
& 5 200
W g 150:
g 100
3 sof
=S : : i i
NC  aa-CN EGC EGCG PC
415
Group

4 FHMRMEPARESE
Fig.4 The histamine content in the plasma

of each group

25 HEEFEENNE

mE 6 fir /R ,EGC 41 1 EGCG 41 /I R IfiL 75
IL-4 & & B EF T as] - & F 83U 4 (P<0.05),
XUt EGC A1 EGCG X & Wi fil /N B 40 i 5 7
IL—4 (4 B A Ml 4E L EGC 4/ R 1L-4

B3 HEANMRMEFERARECHESE
Fig.3 The contents of MCP-1 in plasma

of each group

w5 iR, EGC 411 EGCG 41/ B i i
S HEBUAR IgE 1Y OD {H 5 o — & 25 H BUA 2
FHFFE(P<0.05) , X i EGC A1 EGCG X & 91t
0N BT P4 Sk TR B = A A e, 5
I o, — 1 AR SO /N BROAE LG EGC 4/ Rl
RS M 1gE ACEFER T 26.13% ,EGCG 4 /)
LY e S TeE KO REAR T 35.44%, S5 BHME
Xt HEZHAH B EGC 2 /)y BRI 3 e 574 TeE K F-
2 T M IR 4] (P<0.05) ,EGCG 41/ UL 75
HRE S P TgE 7KV W 5 T B XS B ZH (P>0.05)
XU EGCG X 12 80y BRI e 54 1gE ZKF
PIREARAE 5 6T IR — ARk,

0.20

0.15
g
2 010
)
0.05
0.00
aa-CN  EGC EGCG
2H 5
Group

B5 FEMRMFERERMERE IGE KF
Fig.5 Specific IgE levels in sera of each group

TEET 14.98% ,EGCG /MU 1L-4 & &
FEAR T 29.63%, PHAEXTHEZH /)N BRUILTE 1L-4 % &
FEf T 29.98% ., 5 FHPEX AR L, EGC 2H /)N R
M7 T4 & &5 T 8 HEXT R4 (P<0.05),
EGCG 41 /N BT TL—4 5 5t W& 5 T BH P X 8 20
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(P>0.05) ,3X Uil EGCG Xt i<t /)N R 40 i -7 11—
4 BET A IO 5 0 R AR

wE 7 iR, EGC 4 Al EGCG 4 /) B i 75
1L-10 7% 5 W 8 Tt 8 o~ W 2 I B0l (P<
0.05), Xi}iH EGC F1 EGCG XF &3 /)N Bl 4m
JL PR - TL=10 /B A M il 7 H L EGC 41/ B
i IL-10 & B2 FEK T 28.30% , EGCG £ /) KLl i

g0 [
= oy |
s
o T Mot
= 3120
K= 100 |
o =
= ° 50t
<t =
LS 60r
=T 40t
£ 200 g
I 0
0s-CN  EGC  EGCG
20 5
Group

E 6 %é’ﬂdwmiu:%"—lﬂﬂﬁ!l? IL-4 #5315 5
Fig.6  Secretions of cytokine IL-4 in sera

of each group

WE 8 fizs ,EGC 41 .EGCG 41 Al bH 4 % 1R 21
AN BRI TE TL-5 & 88T o~ 2R (80l (P>
0.05),EGC 1 Fll EGCG 4l /)N BUIML 7 1L—-5 & & mg
TR X IR, 25 5 A8 8 2 (P>0.05) .

Al

aa-CN  EGC EGCG
215
Group
B8 HAMNBRMFEPHEBETF IL-5 53 FHR

Fig.8 Secretions of cytokine IL-5 in sera

—_ = NN W W
MOUIOUIOUIO

1L-5 53 A1 L
Secretion of IL-5/pg-mL™"
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26 HLAREEWE

AR B, AT LU Y B R 2 Y
NS MERR B 2 IIEFIEE (K 10-1a.1b.1c,
1d), T EGC M EGCG 4 K o~ 25 [ B Al i)
/N B i TR | e R /0N i 1) 5 AN ) R R 1Y) R
e AR AL

P & /N AL SR B 22 U) 7 nl LB

IL-10 SRFEALT 21.49%, FHAE X IR 20 /N B 7
IL-10 & SRR T 18.31%., 5 FHPEXS IR L0 AH 1L,
EGC 4/ BT TL-10 & & 0 35 (K T PR B 20
(P<0.05) ,EGCG 41/ IMLTE 1L-10 7 &A% T FH A
xR (P>0.05) , X i B EGC A1 EGCG X 1 ff /Iy
B A R TL—10 R0 i) 4100 1 280 R s o T 6 R

-t
5 1500
G a
= 21200}
Hre S
=T 900
=N
R =
o= 600f
I, =
=2 300}
= d
£ o
NC as-CN EGC EGCG
215
Group

B7 HHENMNRMFFAEETF IL-10 H5idiER
Fig.7 Secretions of cytokine IL-10 in sera

of each group

WE 9 i, 5 a,-B&E H A AL EGC
4 EGCG 41 A1 BH 4 X BB 41 IFN—y & & B A3 Fr b
Tb, HESAREE (P>0.05),EGC 4151 EGCG 4
IFN—y & s 5 PP X B4 22 5 8 8 3% (P>0.05)

= 800,
= ¥ 700F
E3 600
Rz 5000
KRE 400t
T 3001
£ 5 200f
T 1001
g ()—i'
N aa-CN EGC EGCG
215
Group

9 FRTHMNMRMBPRMAMETF IFN-y 2155
Fig.9 Secretions of cytokine IFN—y in sera

of each group

EGC . EGCG ., BHH: X HE2H Fl oo, — % 25 1 B2 /N
BRI ™ 25 T Jr 00 i 96 B 11 B, B e A QB M 5K i
EGC . EGCG 411 BH = XiF HE 41 /)N Ui 76 5 728 2 K
T ooy -BHE A 24 (K 10-2a.3a.4a.5a) ;EGC
L ov— T B P BRI /DS BRUML IO 300 2% 5 5 bk £ kb
FeE T EGCG Al e JL-F- 8 A bk kb = A (1A
10-2b.3b .4b .5b) ; EGC 4 Fl o, — % 75 4 E A8 4 /)N
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22l
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i, 1 EGC .EGCG | FH X B 2 /1N /N 1 286 15 1]
RANMBEATT o~ B 3R H EOA (K 10-2d.3d
4d.5d).

T MR N A 3 20, A% Ol 40x ;1. NC 4 ;2. EGC 41 ;3. EGCG 4 ;4. PC 2 ;5. as1-CN 2 ;a. ifi;b. W ;c.

M sd. /N .

B 10 HE/NRAF R GRI/NNGEHRANRED

Fig.10 Pathological sections of the lungs, spleen, thymus and small intestine of mice in each group

3 itig

W BHUR — A 22 B R = n
M B E AR Y5 29T i S 8 40 N AL I
TR, AR5 LB 25 T 400, T 40 i BE % 94 5 JL
PR E AN S, ALFE B 40 AR T % Bl ik t2 40
L (Th1,Th2), Th2 %40 g 43 1L-4 IL-5 IL-10
S50 PR T D) R i SRR & A T Th BU 4
JifD = B2 40 W TFN—y, X Th2 AU 5 6 s 7 2 10 461 7

FH, 38 22 8] E AR 24, 9 S =2 T A ST 2 AL A
SR B EE AT R P Y R Thl AUFD Th2
U 2 g (i) - 1 B @ PR, Th1 78 246 Jfd 25 () Th2 %Y
Y ML, B RE TeE TR K 2 T
e, M TR SO Y A A L R LA R Y AT A B
S MR TR U AL, 7 A Tk B S gk S5 AR
2 i X B R 20 P 2 T b AR AE R Fet B2 AR
G, B2 WBARE,SHBIEYE gk kA8, 5l

“H 3o
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K2R TR, e IR BE P A ke SR IR B
RAER,

A 3k B9 B S BT v RT LA A B S AT R A T
S AR SCEE R R EGC M EGCG X i & B BE iy
G RA RN T H/ER. F#E EGC M
EGCG J& , /INBRULE T i) 28 e K S A K 400 i 2 1
fiti (MCP—1) /K F F 5 5 1 [gE BrifoK 7 KT
as] - B AL /N B, Th2 40 i PR 7 [ AIG
Th1 ZYZ ML R A4 Fr B, f2fd Th2 5 Th A48
JiL PR 22 ) T, RS T A ORI R A
Lee 2505 53 fF 55 I T I A4 2 25 458 62 X6F B ¥4 26 14
AU AE T, A B 25 I A T /N Bl
o Th2 R4 KT A IgE AKSF, Xl i &
A — VR et 5 2206 b B, 3 AU B
L35 4 S TgE PTG Th2 79 41 i N 1 7K F- B
I AT AP /N B O f s Ry L R, 4l R
IFN—y IAE A AE 48 T, Morafo 25242 ) TFN-
v 17 AR ] DUR AR AP D B 3 O I 5
Perrier 5P fiff 5% ¢ B | VA 7 o 8050 35 A
AL FUE R i 2 T 1L 45 2 8 1 A 7= A T s KT 1Y
IFN—vy, {H IFN—y FE R G840 il o~ 2 (it e sh
rh o ZU A A O R, Wrablewska S5 PR AF 58 61T
TESE T 3 Fl 4 i R mT AR R A, 28 b ARSI
ECG fil EGCGC 417 IFN—y SR LA R B S 5
Wk B Be il T LA A R E— 2B T

Y, RS EER R T A RS
L S B 3] 2 Mk L 4 B AL P A E
T RAE , P AR SO T 45 4 /N BN il JELE
W RR A5 28 B A SUR 2% Z I EGC I EGCG 4l
/N U A5 2 B AL o — T T SR /) B AR R
ZH AL, A ,Magrone S5O 1 W 5T R 2 )y
HA PR - e iy 2 R R AE £ 2R 3R
T P& /T J B 17 AR WK, IE = T HiR
MR 7 AR R 10, X — B E T 2 Bt
T A R AT — S AT LA

AR SCH A 3L A B 3 R o, T B B
BB RIEAN Z B bt B W BOE v S AR 2t
TR 1 S N A B W B A 24 i 3R T Y ok
S PE Tg 45 A R0 40 MRS 4L e . AR K 40 e
B O T, S BUN RO AEIUE B g
AR MR R IR K ST A U

R, L6 & EGC 1 EGCG 4 A/ iU
7S R AR 2 B S i G2 i, /N BRE R ST PRI S i
FI BT R AR A AR A o Rt A T e %
NN SZIRUE B T EGC Al EGCG Xt F oy — 8
B BN B R N AT — 2 AR
EGC #l EGCG X o, — 6 £ 11 BN BRUZ 5 A i B
VE TR it — 20 ik,

4 g

KX Z W EGC 1 EGCG AT I 3 A i 0/
SRR AN M R I . e . RS TR Pk
Th2 FIAN AR 7K, RIS, 202000 2 45 L
/RN L,EGC 1 EGCG % 35 WAz | 1 Jit | 1L U 0 Jit g
TRASRRIE  AHFFE S5 0T AR 2% 22 1 R 4 0 4R
R N K A ) AR PSR IS, R FT LA
T i T RN TR R A KO i — 2 BRI e i bl
il

2 % X #
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and lowers responsiveness to allergens in

EGC and EGCG Reducing the Allergic Reaction of Mice Sensitized with «a,—Casein

Guo Honglei', Yu Xiaofeng', Zhang Qiangian', Cong Yanjun", Li Linfeng
(‘Beijing Food Additive Engineering Technology Research Center, Beijing Advanced Innovation Center for Food Nutrition
and Human Hedlth, College of Food and Health, Beijing Technology and Business University, Beijing 100048
*Department of Dermatology, Beijing Friendship Hospital, Beijing 100050)

Abstract In order to study the anti—asl-casein allergy mechanism of EGC and EGCG, BALB/C mice were first sensi-
tized with o —casein, and nutritional intervention was given by EGC and EGCG during the challenge stage. The contents
of mast cell protease, histamine, specific antibody Igk, cytokine secretion and histopathological observation were used as
the main evaluation indexes.The results showed that both EGC and EGCG significantly reduced the levels of mast cell
protease, histamine, specific IgE antibodies and Th2 cytokines in allergic mice. Meantime, the results about histopathol-
ogy showed that EGC and EGCG significantly reduced the degree of the lesions in the intestine, thymus, spleen and
lung. The conclusions can provide theoretical basis for the pathway of tea polyphenols to regulate cow milk allergen, and
further studies need to be done to explore the mechanism of anti—allergy in terms of signal transduction and gene ex-
pression level.

Keywords «,—casein; epigallocatechin; epigallocatechin gallate; anti-allergy



