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[ ZE] BEY: HITW 20 RE R/ BUME L AR 1 32 A 5680 M(IRAK-M) 41 R 75 5 46 R
F(SOCSI) HFEMBE L RIEMW LM, Fik: 48 H/NRMEHL A A2 FXT A (A 41) RaiF FRFEW A 4L (B
) AR R (C 4 FHRFFER AR R4 (D 4) , fdl 12 B, 4304 TR 17,37 d J5 R4
2, R PCR FIG R B il /s BT 2H 23 TRAK-M \SOCS1 mRNA FifE £k, &R B.D 4/ HdH
21 TRAK-M mRNA Rk KR T, 5 A CHHEZR B G2 X (P <0.05) ;B.D 4 filig 214 SOCST mRNA
FERKTAETF C4L(P <0.05) ;B 4l SOCSI & [IFAKTAE T, 5 A CALKERAFEITER X (P <0.05) ;3
RS IRAK-M i ARIBZKT, ZF LG E L (P>0.05) , 4518 WP BAEZERENS T 8 TLR 8 i 1
P JE 4 - IRAK-M (SOCS1 mRNA } SOCS1 & [ 1 2357K 1, 3458 TLR 3 B4 3 1 KR ey i se .
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Effect of Miaoyao Anti-influenza Sachet on Lab Rat Lung
IRAK-M, SOCS1 Gene and Protein Expression
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( Department of Infectious Disease, the Affiliated Hospital of Guiyang Medical University, Guiyang 550004, Guizhou, China)

[ Abstract] Objective: To investigate the effect of Miaoyao anti-influenza sachet ( referred to as: Miao
Sachet) on lab rat lung IRAK-M, SOCS1 gene and protein expression. Methods: All the rats were di-
vided into 4 groups randomly in equal numbers, control group ( Group A) ; inhaling Miao Sachet group
(Group B); cold stimulating group ( Group C); inhaling Miao Sachet and cold stimulating group
(Group D) . Lung tissues were collected 37 days later, quantitative PCR and western blot were adopt-
ed to test IRAK-M, SOCS1 gene and protein expression. Results; The expression of IRAK-M and
SOCS1 gene of B and D groups was lower than that of A and C groups, the differences were statistically
significant (P <0.05) ; the expression of SOCS1 gene of B and D groups was lower than C group (P <
0.05) , the expression of SOCS1 gene of B group was lower than A and C groups, differences were sta-
tistically significant (P <0.05) ; comparing expressions of /RAK-M protein with each other, there was
no statistical significance (P >0.05). Conclusions: Expression of IRAK-M ,SOCSI1 expression could
be regulated by Miao Sachet with continued inhaling.
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53] PHAE WP /NS TRAK-M SOCST ] F1 2 F 221K B 21

S R i B AR UL AF SR T H XS/
BUEHZ AR 1 52 A SC B M (interleukin-1
receptor associated kinase M,IRAK-M) ZHuH T1F
S ) #) A F ( suppressor of cytokine signaling,
SOCS1) fy AR K 2 2RI 100

1 #EITTE

L1 pbRbiGE BTN/ U A 5 =2
KA Sy b, s VE T IE S o SCXK (i)
2007 —0003 , 1 24 By Jak A 4 ( 22 L0y e WL A
B 55 70 R B oK) W B OB Rt R B 2 0T R
(B m) BIRAT] . /ML IRAK-M SOCSI | B-actin
FLEHT S 5 e BE TR (3£ [ Santa Cruz) (SYBR
Green I (dtmt RARAAL) | 330 % 561500 & (I
Fermentas) \PCR 5| ¥ /¥ 51 ( LA TAEY) TRA
FRA R G ) s DAT600 55t & PCR 4 A (ERYI|
k42 ) J GelDocXR BE i 158 & 4t (35 [ BIO-
RAD)

L2 pe sy BUE 6 ~7 JEY R WA HERE /N
B 48 H AT 25 ~30 g, BBl 43 a8 NS A
(Ad) Ui RFr W ALL(B 4l) Falid it
(CH) FFREFFEMWAINE R (D 4H) . B A%
HT 10 g FREFFLA 12 h,6 d B — R FHE; C
2 30 KITHRT 10 1 CH/K )k 5 min, H1H
AT, ESE T 43D A, B H T 10 g FRRFZEWA
12 h,6 d BH— A& 4E 5 30 RS2 T4 L, I
JE10 £1 CHKHPEK S min, B HGHAT, %27 d,
FRAMAZ Ik &5 maUE4 HL K %8 &
43514 100 ¢m 80 cm 100 cm, fAF 0.8 m’, 4E4f
HilJG 2 A DU TRDW FRA BA&42 — Nl A, Bk 4 4
WA , B EAE E NS em x5 em, 4UH N &
HEALE, 4 H 20: 00 g BUBCT 4R, BE4LAY
2 AN BRIECT [ — A 4RAE T, Y H 08: 00 g HER K
RIS, ALC 4T A [W] s ] B A 4RAR A0 3, 5
FENAS R EER 9, PRUEFT A /N BB A2 0 S5 — 3
4 1T 37 RALFE  WUAR I 2

1.3 Jiligh 4! IRAK-M . SOCS1 mRNA #;  Trizol
EFRIBUE RNA, Wi 4% 58 i ¢DNA, F1-47 PCR, [
AR (20 L) (45 : Wi ") 4 pl, 10 wmol/L |
Wl FiEI % 0.5 wl,2 x SYBR Green 10 pL,
RNase-free H,0 5 uL, ¥ Z2%(.95 C 5 min,
95 C 15 s.50 C 2 min .60 C 1 min,40 MFH.
SRR L B I Bractin, BIMEIFILE 1.

% 1 IRAK-M SOCS1 # & RT-PCR ¥ 34 5| 41 )5 7|
Tab.1 The primer sequences of IRAK-M and
SOCS1 gene for RT-PCR amplification

EE 2]l
lsi T
 TCCTCCTGAGCG-  GCTCAGTAACAGTC-
—act
Bractin o\ AGTACTCT CGCCTAGAA
GCCAGAAGAATA-  GTCTAAGAAGGACAG-
IRAK-M
CATGACAGG GCAGGAGT
cocs  CAAGCCATCT- ACACTCACTTCCG-
TCACGCTG CACCTTC

1.4 JfiliZl £ IRAK-M,SOCS1 FE kil H A
RE AR 40 pg EFE,12% SDS-PAGE BE
Ko B A RS L A e 2 PVDF IR I,
FHE 5% IR WK Y TBST 4] 1 h, JRBS £5A
1 IRAK-M SOCS1 —J (He JE 4ok 1:400) ,4 C i
B, TBST PRI IG —Hi 4 i & | h, Yel)S 1 ECL
P2 B IGR BEOt W5, Uk 1 JE BRI R A4
fifi, L B-actin # HERKIKHEANZ

LS ZEif-adb B R VORI ME = ARl (x £
s) R, Z AR PP L ECR T N 207 22 0, B
AHEH SPSS 16. 0 Geit o, P <0.05 4 2%
FAGFE X

2 #FR

2.1 —fRfES W3R 37 4,4 A/NRUEBCHE Pk
52 TOE RN R KRR . 4 41/ BRI T i
BIAFRRT A BB, A 4 (47.3 £4.6)g.B 4
(46.7 +2.5)g .C 21 (47 +4.1)g D 2 ( 47.6 +3.4)¢g,
B UM 22 5 TSR R (P >0.05)

2.2 IRAK-M .SOCSI [y mRNA %k B.
D /N EUifiZH 21 IRAK-M mRNA FiE7KHRTF,
HA CHIRZERAG I FEL(P<0.05);B.D
itz 2 H SOCST mRNA EAAKPALT C 4 (P <
0.05) ;B 2 SOCS1 FHHKXKPLT, 5 A.C4
B ZES AR E L (P <0.05) ; HAaK4 1-
RAK-M MR FIRIBKF, ZRIEFEITFRE XL (P>
0.05), W2 &K1,

3 i
xR (KEE S UNIL S L7 I RIS

SR T I IR e S WA 2 T A
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M OB

Be “# i 39 %

x2 HZH/NR 4L F IRAK-M SOCS-1 mRNA fr K A kK B (x +5)
Tab.2 The expression levels of IRAK-M,SOCS1 mRNA and protein in lung tissues of mice in each group

1 mRNA FFEX] 338 & WA R R

IRAK-M SOCS-1 TIRAK-M SOCS-1
AY 0.74 £0. 183 0.73 0. 143 0.67 +0.26 1.14 £0.52
B4 0.38 =0. 150" 1.00 £0. 344 0.49 +0. 14 0.64 £0.20""
CH4 1.57 £0.420" 1.67 £0.792 0.52 +0. 16 0.97 £0. 40
D4 0.28 +0.037"® 1.13 £0. 2687 0.61 +0.19 0.99 +0. 44

W5 A4 i, P<0.05;2 5 C4lH%:, P <0.05

SOCS1

B —actin

K1 44 IRAK-M % SOCS1 & &

% 3k K F (Western blot)
The expression levels of IRAK-M and SOCS1
in lung tissues of mice in each group
DL, S TS RIEE . 29880k S 25 R i EL
FEIRF AT AR5 6 14 7 T AR ) S8R A i
P T2 I el B IO | I A
ToSFERIR YR, BA TT 25 B iR D5 & RERY i
FOMAE DA . A URABUZH 38 o B 58 & RS Rk
M A 24 97 JR A 4 ] /)N B P R G % i 2 21
TLR2 \TLR4 .slgA } IgG1 [ Fik b & IL-18 \IL-
2 IR R S ARG SR 4 A M CDS T
CD4 " T 4l

Toll ££3%{#& ( Toll-like receptors, TLRs) 2 M ¥L
SR KB — 2 5 R Toll 25 1 HAT [
ARG , o2 [ A f e Oy i R 324K, 2
SR JELA AT 1T S AE Al DS i AR R Sh
G A, LR R AR s i 8 — il k™ . H
BN Ik, E A BLZFh TLR {5518 i A 6 1] 9845 53
¥, 45 IRAK-M, SOCS-1, A20, Tank , SIGIRR }
ST2 %[4] .

TRAK-M 5k [ ) 40 it RE % 7 = B 22 /Y 40 it I
T RN R M B TRAK-M % TLRs £3
SRS OE R R LS, HATIEA TR 1
RAK-M A REiE i ] TRAK-1 AYwEIR AL , B 105
ZAR G W o B, JF 42 #F TRAK-1 | TRAK4 Al
MyD88 Z [Al 454 , BET X TLRs /i3 (415 5 3
TGP . SOCS 2y TLR {5 538 B4 1)
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Fig. 1

AP, RERSTEIR P PRI IFN-y 19155
B s (R A S0 v ot BE FR 38 SOCS] T 5¢ 4= BH B
IFN-y {55 , ZEM R BI S 595 T 4069 01k,
P 8 5 0 50K 0 D 154 T R, 5B G 1 B S P PR
07, IRAK-M, SOCS-1 % ik (9 T ¥, AT 1% 38
TLRs /5 (0K SR S5 e , A3 W05 R AR I
ABFFELE R R 25 B IR A FERE % T TLR
TS e R 3 R IRAK-M #1 SOCS1 mRNA J%
SOCSI ARy IR KT, 3 g il 38 Jmy 5 S8 7, AN
AP B S 52 P S R e P 0 4 1R 22,
LR B33 Rl A4 £ 7 v2 IS S PR TR A7 9K e
FTE. WGBS JE R 253 R Gy W) R AR T 42
Z AEAR) I HET N SR B Lk P A Rk g R
WATHERCE motr o7k .
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