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ABSTRACT: AIM To investigate the effect of Guiqi Yiyuan Ointment combined with cisplatin on tumor growth
in Lewis lung cancer tumor-bearing mice with Qi and Yin deficiency. METHODS A total of 10 C57BL/6] mice
were randomly selected as the blank group using a random number table. The remaining 50 mice were used to
establish a model of Lewis lung cancer with Qi and Yin deficiency. After successful modeling, the mice were
randomly divided into a model group, a cisplatin group (5x107° g/kg) , and high-, medium-, and low-dose Guiqi
Yiyuan Ointment combined with cisplatin groups (7.0, 3.5, and 1. 75 g/kg, respectively, combined with 5107
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g/kg cisplatin) . Samples were collected after 13 consecutive days of intervention. HE staining was used to observe
the pathological changes of tumor tissues; transmission electron microscopy was used to observe the ultrastructure of
tumor cells; TUNEL staining was used to detect the apoptosis rate of tumor cells; immunofluorescence staining was
used to detect the protein expressions of IP3R, Grp75, VDACI, and MCU in tumor tissues; Western blot and RT-
qPCR were used to detect the protein and mRNA expressions of IP3R, VDAC1, Grp75, MCU, Bcl-2, Bax, and
Caspase-3 in tumor tissues. RESULTS Compared with the model group, the tumor weight in each administration
group decreased (P<0.05), the tumor inhibition rate increased ( P<0.05), the apoptosis rate of tumor tissues
increased (P<0.05), the mean fluorescence intensity of VDAC1, IP3R, Grp75 and MCU increased ( P<0.05),
and the protein and mRNA expressions of IP3R, VDAC1, Grp75, MCU, Bax and Caspase-3 increased (P <
0.05), while the protein and mRNA expressions of Bcl-2 decreased (P <0.05). Compared with the cisplatin
group, the effects in the Guiqi Yiyuan Ointment combined with cisplatin groups were significantly better ( P<0. 05,
P<0.01). Tumor cells were loosely arranged with irregular nuclear rupture and extensive necrosis. Mitochondria
appeared deformed, with disordered arrangement and fracture of mitochondrial cristae, or even fusion.
CONCLUSION  Guigi Yiyuan Ointment combined with cisplatin can inhibit the tumor growth in Lewis lung
cancer tumor-bearing mice with Qi and Yin deficiency. The mechanism may involve restoring the function of the
IP3R-Grp75-VDAC complex, thereby activating Ca® influx into mitochondria, regulating tumor cell Ca®*
homeostasis, and inducing mitochondrial apoptosis.

KEY WORDS: Guiqi Yiyuan Ointment; lung cancer; Qi and Yin deficiency; cisplatin; IP3R-Grp75-VDAC1-

MCU axis; calcium ions; mitochondria; apoptosis
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W . RNA B f# W . qPCR Mix i# . B-actin HLIA .
IP3R $if&, VDACI ik, Grp75 $itk, MCU #t
&, Bel-2 #12& X #£H  (Bel-2-associated X protein,
Bax) $i&. B ik 4HMI9%E-2 (B lymphocytoma-2,
Bel-2) $itiR ., Mt KA A -3 ( Caspase-3) PT
& HRP-LLEHi bl (R 4E /R AR
FRZN #, 45 G2002-100ML, G2026-200T., G2075-
100ML, G3013, G3029. G3337. GB15003, GB11742.
GBI21939, GBI1852, GB111353, GBI5690, GBI154380.
11742, GB23303).,
1.4 A% D3024R FH 3 m #l v vR A i i B0 L
[ KOS A (dba0) B/ sl ]; SVE-2
T EHIKAL, SVT-2 BEIHLIKAY . SCG-W3000 fk2%
KA (RIFEGER AR HBRA A ) 3 CFX
Connect %K GE T PCR Y ( 3E[H Bio-Rad A H]) .
2 FHik
2.1 A EA Lewis M A1 8 A RAEA B
#  C57BL/6 /N LLIR A 25 (KB, BT
HMr, RMAES9 g, KANEES 1 o/mL, H#EHK
BlO.4ml/H) HEB M “@IfEME" (X 1IK,
£ 30 min) FREETH10 d, WD LR A,
MBLEBE . B, TEE, Boh R TR, X
N R AR, S Aamil, M= g, ks T
B AREIRAAE, BB R B R /N RS A
i, WA Y

fift R 01 2 95 Lewis WifE 40 M, 78 37 C. 5%
CO, M AR AN R A 35 A0 rh a5 20518, R
5 AR MR, K A B & 2% 10°/mL, 2
P 09T 9 S AR /N BRAG S B2 R, R 0.2
mL, 5 3~5dJ5, /NERASEE T RIR AT UL o
BRI AR R ROAS I B R AR 2 5
mm) , AW Lewis iR 77 I8 /]n BB 760 4
SRR AR AEAT
2.2 AT CSTBL/6 /) RUE N HEMESE 1 )&
J&, SRABEILEC T REEC 10 o2 4, F4 50
FUNRHE “2.17 TR Ik Z il B W B A Lewis
it 96 /)N ERABE AR | RS R A o] Ji ) J AT 4 Ry A AR
A, WAL RIH T L RIS
A, N (60 kg) ZjW5ileE 115 g, AR5
PREABIE S, BrREOHE R, P EFEN
7.0, 3.5, 1.75 g/kg, HEH A2, 25 4 LA
HRET BRI K, BRI, WA 27 E RN S
mg/kg, MRS, BB 1R, THI13d)E, /MR
RIS 1% DC B Z 40 (50 mg/kg) AT RRINE,
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W 60 CYLtt 30~60 s, JEWE, HHEL 60 °C Yefh 30~
60 s, THUEEE A, T 400 f545 T WLELLH 2% 12
Ak
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AL AT R, K CEEDE, HAM K BE
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H 10 min, JUASF IR TUNEL #0037 & 150 B - ik
T aE, Hih, TEOLRMEE FUEAE T
oL, HPR MR, AFXChETR= (M1
2 IR A A ) x100%

2.6 ESTUAEVLEM R KR T B
AR NI E A 1 mm® /NS, R B
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100% , 100% Z MK, [R5 LB R 5 812 (33
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o, WORREE G )5 TOLBE N, 2% B fl it
MR RGEC Y, AR, 2. 6% MR
Bk — A AR g, BAKIEYE, VIR TR
W, TBESHEEE TR UM

2.7 SdE KK E MM At B4R IP3R, VDACI,
Grp75. MCU & & &b kia s E  BUMIEA LU b
Yk, Wi EoK, BEEILEmEE A 30 min, 0
A IP3R. VDACL, Grp75. MCU — i % & 1 1%,
THYE, MAZHUHOEE I E 50 ming DAPI & 44
MR, ROGEIRMEE 10 min, A A RIOEEK
B WS min, ME 10 min, AIABLIEGCE K E A
R R, RERR,

2.8 Western blot i # | i 7% 41 2% IP3R. VDACI .
Grp75. MCU, Bax. Bcl-2, Caspase-3 & @ &k i
SRS 5 I AR R, B0 e B TS W,
FHI BCA R @ # T e s, %1 ¢ 4 kiR
HER S Sxid R B & H B i iRIR A, 100 C
AR MR A, B ERE, 10% SDS-2R P Bk
W BERE L TR BS , BERR 5% AR W B 37 C
HH 2 h, A1 : 1 000 H ) F B8 IP3R,
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VDAC1, Grp75, MCU, Bax, Bcl-2, Caspase-3 —
i, 4 CHWBEH, KHMAZHHZERBEE 2 h,
VR JG SR L 25 & T F I =5 W 51 4 r 4 K
JE1E,

2.9 RT-qPCR &4 @ i 9§ 28 4% IP3R, VDACI,
Grp75. MCU. Bax. Bcl-2. Caspase-3 mRNA %
# RIS ~20 mg ZHE, HIA 1 mL RNA $#25B0% 3
WREEAE T, 4% RNA FEHUL T & Ul 91 45 2 5 RNA,
i F Nanodrop 2000 K&l RNA ¥ B S 4l | 442 HR J2
e SRR G AT I SN, AHE TP E B PCR
SGHATY HE RN, KUK 2XHSF Purple Universal
SYBR qPCR Master Mix 10 pL, 1F /2 [ 5] ¥ %
0.4 uL, cDNA HRN AR, SRS ddH,0 % 2 2
20 pL, JWiZcHR 95 °C 30 55 95 °C 15 s, 60 °C
40 s, TE 40 W, 519 RDUFE4E R A YR B AT
ARG, JFHIWZE 1,

#1 34F7

Tab.1 Primer sequences

S 3145551 R
bp
IP3R 1E [ 5'-CCAAAGCCCTGTGGGAAGT-3' 113
JZ 16 5'-AGCCAAGTAATGCCCTGTAGC-3’
VDAC1  1E[fA] 5'-GATGTCTTCACCAAGGGCTACG-3’ 206
S 5'-TCAGTGCCCAGGGTGTTGTC-3'
GrpT5 1E i 5'-AGACAGGGGTTGATTTGACCA-3’ 131
S 5'-AGCATCCATGGTAAGGTATGGC-3'
MCU 1E [ 5'-TCGTGGAGAGGTTAGAGGAC-3’ 39
S 1) 5'-AGAATGCCAAACTGGGTGG-3'
Bax 1E [ 5'-GCCTTTTTGCTACAGGGTTTCAT-3' 151
JZ I 5'-TATTGCTGTCCAGTTCATCTCCA-3’
Bcl-2 1E [ 5'-AGGATTGTGGCCTTCTTTGAGT-3" 211

JZI] 5'-ACAGCCAGGAGAAATCAAACAGA-3’
Caspase-3 1E[1] 5'-AGCACCTGGTTACTATTCCTGGAG-3’ 191
Bl 5'-GGATCTGTTTCTTTGCGTGGA-3’
1E [ 5'-CCTCGTCCCGTAGACAAAATG-3' 133
FZ 1] 5'-TGAGGTCAATGAAGGGGTCGT-3'

GAPDH

2.10 it F b KA SPSS 26.0 AP #EATAL
M, RS A IR T By 22570, THR ORI
PIRabrifE 2 (xes) £ow, HBE BRI BR R
Jr 2T, P<0.05 FRom 2857 BATGETA 78

3 HR

3.1 JAR T F BEEIA AT Lewis i 47 5 s R
JiY 98 = B A R W e IR 2 P, SR
HLEL, A2/ NI IE IR (P<0.05); 5
IR AL, IR B AR O 2% 700 B B3 VBRI ZEL /)N Ui
Jo ST I 3 (P<0.05) , Rl R T =
B (P<0.05),

®2 BENRMERERMHEELE (xs5, n=10)
Tab.2 Comparison of tumor weight and inhibition rate of

mice in each group (xxs, n=10)

45 i e i e/ g 92 40 ) 2. 9%
IR 2.180.42 —
N4 20 1.32+0.22" 0.380. 14
TR ICE A B A4 1.05+0. 14%% 0. 49+0. 16"
AR CE PRI AW 0.9220. 147" 0.56+0. 13%
IR UE RAERAAI4  0.70+0. 15*%  0.67£0. 07"

W SRR ES, * P<0.05; SN, P<0. 05, P<0. 01,

3.2 KB TF IS4 Lewis M & 4798 D K
IR F e %ea WK 1 s, AR/
IR AR HES R S . R, AR, ToA ARk
SUR%E ;. SRR LA, £ an A/ BRI A0 A
ANFEFREERHESIZESL, R, difudRse, Hrhid
FE 45 U = R A AN A g A AZ i 2 . SRAE
W, JfF BRI IRBE XL,
3.3 PR BF AR Lewis M7 75 &
MrEA R m iR R WE 2, £ 3 PR,
SRR R, K24/ NEIE A S g TR
FHE (P<0.05); SEAZHHLE:, HEZE TR 45
SR AR /)N B L0 24 i T R TS (P<
0.05, P<0.01),

T AU, BOWIEAZE, C~E MR TH R, o SR G IR . 20O Sk 157 40 I A )

WEH, (e 5 P 4 7R R 4 U FE X

B1 {BAEANRMEHES HE F2E& (x400)

Fig. 1 HE staining of tumor tissues of mice in each group (x400)
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W ACHIERIAL BOMIRENAL, C~E /lhHERS oL, b, SRIEECA R4, DAPL Y 40 iz h
A6, TUNEL FHEEY @R MR L0, Overlay 5y TUNEL/DAPT &N4EE
B2 FH/NEMEALMEMEATER (TUNEL £8)

Fig. 2 Apoptosis in tumor tissues of mice in each group ( TUNEL staining)

x3 BHNMRMBAKAMBBTERILE (x5, n=4)
Tab.3 Comparison of apoptosis rate in tumor tissues of

mice in each group (x+s, n=4)

20 531 PHT%/%
T2 1.51+0. 12
AR 20 4.14+0.49*
V25 T IR e A I 20 8.7420.59**
U BE 25 TO B Hh AR e A A 21 17.78+1.35"#

VB &5 O e 79 B I A A1 20 30.011. 69 *#

T SRR, T P<0.05; 50414 HL* P<0.03,
#pP<0.01,
3.4 JFEBTF IS4 Lewis B & 47 75 1 R
MG 4L hm L R AR AR S M e Bl UNIRL 3 BT
7, TRV /)N ERU R 4 220 A R AT S 45 4
SERE, ZORRIGIEAE ; 2548 202/ IR L Lk

BRI, WY, SUZMELEAENT, SOk iRigHE
AL, A, EEHEAIRE,

3.5 PR BTF BSR4 Lewis M 98 N &
I 9% 4142 VDAC1, IP3R, Grp75. MCU % & & &
WFn R4, R4 PR, SERIALE, K54
2440 /)N BUI R 2H 40 VDACT, IP3R., Grp75. MCU
HARBTHE (P<0.05); SWEA4ILE:, HiKH
TGS 45 70 48 T A T 2 /)N B b R 4 40 VDACT
IP3R, Grp75. MCU H A EETHE (P<0.05, P<
0.01),

3.6 AR BTF A4 Lewis M98 s &
It JE 448 IP3R, VDAC1., Grp75. MCU. Bax. Bcl-
2. Caspase-3 mRNA kA 69 % WES P, 5

TE: A VBRI, BOMIEAAZE, C~EMalhIHETEMR, F ., W B,
B3 HHNRMEAANMENEBMERTH

Fig. 3 Changes of mitochondrial ultrastructure of tumor tissue cells in each group
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T A WAL, BOMRAALL, C~E MBIRIHEATTTHR. h R A AL,
B4 HHANRMEHS VDACL, IP3R, Grp75, MCU EHGRER LR

Fig. 4 Immunofluorescence staining of VDAC1, IP3R, Grp75 and MCU proteins in tumor tissues of mice in each group

x4 BAMNRMEAL VDACL, IP3R, Grp75, MCU EARIELLE (%, X+s, n=4)
Tab.4 Comparison of VDAC1, IP3R, Grp75 and MCU protein expressions in tumor tissues of mice in each group

(%, x5, n=4)

41 5 IP3R ADVCI GrpT75 MCU
L 0.4420. 07 1.8420.28 1.7420. 35 4.4420.55
A 2H 3.90+0.28 " 2.81£0.27" 3.79+0.37 " 14.27+2.32*
A B 25 TG B A LA 4 8.73+0.81*% 10. 63+0. 60" * 12.94+0.52** 20.08+2.21**
I B 25 O Hr R R B A A AL 21.47£0.76 *** 19.58+1.18*# 29.05+1.63** 40.87+1.24* "
VA B £ TR e 7 B IR AT 2H 42.86+1.01 *# 30. 81+2. 56 # 50.32+0. 57 ** 55.90+2. 08 ***

. SR R, * P<0.05; SIH4A4 HE, ¥ P<0. 05, % P<0. 01,

R5 RANRMEBALR IP3R, VDACL, Grp75, MCU, Bax. Bcl-2, Caspase-3 mRNA RiLLb#R (X+s, n=4)
Tab.5 Comparison of mRNA expressions of IP3R, VDAC1, Grp75, MCU, Bax, Bcl-2, Caspase-3 mRNA in tumor tissues

of mice in each group (xzs, n=4)

451 IP3R VDAC1 Grp75 MCU Bax Bel-2 Caspase-3
REAIL 1. 00+0. 00 1. 00+0. 00 1. 00=0. 00 1. 00=0. 00 1. 00+0. 00 1. 000. 00 1. 000. 00
M4 2H 1.19£0.05"  1.21x0.06*  1.19+0.04*  1.4520.05* 1.16x0.04*  0.81+0.03"*  1.32+0.08*
VTR R TTE AR AL 1.45+0.07 % 1.3620.07"*% 1.43x0.05*% 1.98+0.08** 1.58+0.07"* 0.61x0.02** 1.61x0.06"*

H LS O A EERAIAALL 1. 78+0. 08 %  1.83+0.09 "™ 1.64+0.08 " 2.33+0.15*™ 2.00+0. 11" 0.36+0.02** 1.88+0.09**
HEE RO MR BB A AL 2. 32+.0.09 %% 2.25+0.14*# 2.02+0.07 ** 2.79+0.17** 2.3320.07** 0.25£0.01** 2.23+0.05**

. SR AR, * P<0.05; SIIAI4 L, # P<0. 05,%P<0. 01,

B 4 Lb#e, 45 45 25 A1/ B9 41 4 IP3R
VDAC1, Grp75, MCU. Bax. Caspase-3 mRNA ik
JHE (P<0.05), Bel-2 mRNA FkFEE (P<0.05);
SR e, I R RS TR A5 A R A R 20 )N B
Jir 98 41 40 IP3R. VDAC1, Grp75. MCU. Bax.
Caspase-3 mRNA ik F+ & (P<0.05, P<0.01),

Bel-2 mRNA KiE[EK (P<0.05, P<0.01),

3.7 PERZLFT KA Lewis MR 47 98 s K

B J& 48 42 IP3R., VDAC1. Grp75. MCU, Bax,

Bel-2, Caspase-3 & @ A& wi%m WK S5, &6

Fi, SRR LB, A& 4 2 AN B MR 2H 21

IP3R, VDACI, Grp75, MCU, Bax, Caspase-3 %
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. A WG], B OMIEALL, C~E AR ICHEMR, .

R R R G AL

s &MA/)RMESAESE IP3R, VDACL, Grp7s,
MCU, Bax, Bcl-2, Caspase-3 EH&FE

Fig. 5 Protein bands of IP3R, VDAC1, Grp75, MCU,
Bax, Bcl-2 and Caspase-3 in tumor tissues of mice

in each group

FZkTHE (P<0.05), Bel-2 HEAERBEMR (P<
0.05); SEAZLbEE, VA 45 0T 4 7 3G
FALH /N B 4140 TP3R, VDACL, Grp75. MCU,
Bax, Caspase-3 ta H £ A F+ 1/ (P<0.05, P<
0.01), Bel-2 FEFFRIAFEM (P<0.05, P<0.01),
4 it

fiEE A E T <A < BTET CET 4%
R R A R AR A SR i AR AR AR,
AFEWILAR HE . AR R 32, ARSI 22 o S
MR, BeBE . FERAZZRTG, BB 2l &
WY R TR R I AR R AS A &
FRUSGH 4 B E 2 © e Il g i) BB 2%
H g xH g ey FBOFARIBYY . T HmNA
J7 . RBEIRYT . IR T RN AR R B
il HmE RN, RIRAE, S R I AT T
BRI, ME P ELGNEE, KR
VRIS . T, B AT R
VEFISEIETT IR 7 T & ¥ 25 AR e 45050 0 B R 2%
THRBSWAHIT (B0 2R

R6 BAMNRMEALR IPIR, VDACL, Grp75, MCU, Bax, Bcl-2, Caspase-3 EERILLLEK (Fxs, n=3)
Tab. 6 Comparison of protein expressions of IP3R, VDAC1, Grp75, MCU, Bax, Bcl-2 and Caspase-3 in tumor tissues of

mice in each group (x+s, n=3)

215 IP3R VDACI1 Grp75 MCU Bax Bel-2 Caspase-3
REAIZ 0.09=+0. 01 0.04=0. 01 0.34£0. 04 0.09=0. 01 0. 52+0. 04 0. 94+0. 07 0.27+0. 04
GAEFI2H 0.28+0.01"  0.25+0.03"  0.39£0.04*  0.20+0.03*  0.58+0.06" 0.63+0.07*  0.42+0.05"
IHEE LS OB A AN 0.39£0.01 %% 0.53£0.07 % 0.51+0.05"% 0.49+0.03*% 0.78+0.06*" 0.42+0.09*" 0.65+0.08"*

HEE U PRI AL 0. 52+0. 06 ™ 0.68+0.05** 0.56+0.05** 0.71+0.07 " 0.93+0.08** 0.33+0.05** 0.94+0.06* "
IR CHE R AR EIA  0.73+0.05*" 0.87+0. 11*" 0.76+0.09** 1.16+0.08*" 1.15+0. 12*" 0.08+0.02*" 1.17+0.10**

. GRS, < P<0.05; S04 L, * P<0. 05, P<0. 01,

Tin H AT I M 256 R 3R B R, C 3K L R
(LHS 21201710477542. 1) , £ HEE . NS,
M B WAL, A HBRTUIR, 2L
YT SR NG O DR, B2 A B R IE
RS RIS T R, B R U B S
TRT7 Bl 3 B B I R IR, JE K B A A7
DI, ASHIFSE LB HE 28 Lewis ififiE far 8 /0N B K
BER - ET A EE 25 0 B Sl Bl I A 6 AR P R AR
Lewis i a8 /1N BRI A2 4 5

Hiff Ca™ FRASXHE A A A K o E )
LRI DCHRSEF) (MAMs) fE R L RR S N
R &, FEPEE Ca™ R, MAMs
e Ca™ I PR 7 110 B 3 45 4 3 457 P J5E I )
IP3 524K, VDAC1 K Grp75', Hirp Grp75 1N
IP3R 5 VDACI Z M|y B4 92, B8 IP3R/
Grp75/VDACL B &Y, H WML IK Ca™ &
2186
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MMRTH TR, SEENRRE T dokiik
Ca™ BB S T3 Bel-2 BN M Bax FHi ™, DIK
W/ METE %, S Caspase-3, R AL Caspase-3
DI ZFA i EH, S DNA BREMN, R4A5]
EA T

AR LER BN, HERETTE A IR Ik
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Ny iR fiE | IP3R, VDACL, Grp75. MCU % H
Fik, LU IE R TH R AR B R
IP3R-GRP75-VDAC E A& DifE, MM E Ca® i
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“EXRRFANBRENEDEAE/NRIVEINEE N Treg/Thl & & F &
A

Twest',  #mag',  xA  REFE &£ F
(1. LAFTEHAAEE —ERESR, UE HFH 250014; 2. FEXBAFWEEFRAFEGHFERE,
F ¥ 200030; 3. WARFEHZAFHEER, FK FFE 250011)

WE: B HFROERBHXIEREIEDGEAS (POD) /NRIVEINRE R RSN TIER, Fik 50 HEE:
INEBENLA A A, BB B RS TR, . SR (2.73, 5.46, 10.92 ¢/kg), A 10 X, RAHKTZ
STESHEINE 3 28k (ZP3) HIE POI/NEURAY , JERE 425 28 d, WIRIEIShIE WA b, BE4Ean, AN g
¥, HE YoV i S5 FIAR 1k, ELISA 348 M3 E,. FSH, AMH, IFN-y, TNF-a, IL-17A. IL-10, TGF-BI.
11-23 7K ; RT-qPCR G GH §E2H 20 Foxp3 . RORyt. IL-17A, IL-10, IFN-y. T-bet mRNA 2235 Vi =X 20 i A 46 ) gt
I B B H A 2P R E T 40 (CD4* Foxp3* Treg) AAHTBAME T 4001 1 (CD4"IFN-y*Thl) Ebfil; Western blot 3546 B
HYY T-bet, Foxp3 HARE, FR S AAEr, BRA/NRIVERBFE (P<0.01), &SN, S84t
Ko s/ (P<0.01), MSENEEERZ (P<0.01); M AMH, E,, IL-10, TGF-B1 /KK (P<0.05, P<
0.01), FSH, TFN-y, TNF-a KFEFtHE (P<0.01); BIHLZ4L Foxp3, IL-10 mRNA Fl Foxp3 & (KB (P<0.01),
IFN-y . T-bet. RORyt mRNA Fl T-bet % 135 Tt (P<0.01); U EL K MFZH 21 CD4" Foxp3 ™ Treg 4 LI AK (P<
0.01), CD4*IFN-y"Thl UL ELBIFE (P<0.01), SHRIA MK, —“EREFH ., BHlEA/NRIEBETIRE (P<
0.05, P<0.01), shifRWIZEALRE:, £EARKIMEEGEIEIN (P<0.05, P<0.01), MBI EERD> (P<0.01);
ML E, . AMH ZK¥ETHE (P<0.05, P<0.01), FSH, IFN-y, TNF-a /KFEFEE (P<0.01); BP&4040 IL-10 mRNA Fl
Foxp3 B AFIATFE (P<0.05, P<0.01), IFN-y. T-bet mRNA Fl T-bet % I3 IAREML (P<0.05, P<0.01); B & K4
JIEZHZH CD4" Foxp3 Treg 41 LB FH & (P<0.05, P<0.01), CD4"IFN-y"Thl 40 e BIFAR (P<0.05, P<0.01), 5
BRI TR, BRI EAE AU IL-10, TGF-B1 K FETHE (P<0.05, P<0.01); BUHLZHET Foxp3 mRNA %
AR (P<0.01), &8 ZFRBEITHEAREE POL/NRENE I REFIZEF B, HAEFHHLEI 7] B85 9875 Treg/Thl 41
MO, IO R N PR, fEPTR T2k, MM SEE U0 LR F5 5o 98 RE R e B VA G

FEgEE . “EREIT; RRIEINEINREAR S, TR AN, SAERT; Treg/Thl HyE -
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