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HE BH ARE~ETFTLERBERMZTRAMRE X (reflux esophagitis,RE) X & & & Cajal 1]
Jit 2m e (interstitial cells of Cajal,ICC) & F @ fi. B 7 (stem cell factor, SCF)/c-kit i@ i 4§ F . Hik
AT F LI+ AT AL+ K REF A2 3 RE M RIER RALA, AR 2 35 X Wistar X A AL A
AR B PG P KA BHMES A, AT R, FREFEI0 R, BHAET AT Niawdk + 2k
HREBRER; THZH P MRAZIASANLTAETERERME IS T RANZEF ; E£54H14 X,
1 mL/A A RIR; EFADABRBAUATAFZTARLEKRKER, 15 RBRAKRATEELFTALR, A AL 05
WA ICC A4 H . Western blot %40 c-kit Z SCF & & 4 &A% RT-PCR %40 c-kit #7# SCF mR-
NA Aaxt £k &, R LHREAMIE, 2B FHICC MiBEsEMEAE, 5 R ML R4 W EERE
B, 5 iR A 4 c-kit \SCF & &1 42 & c-kit mMRNA .SCF mRNA #axf & iz KF 2 FHAK(P <
0.01); 54A 4 ks, &4 75 4 c-kit.SCF & @433 & (P <0.05, P <0.01), ' #%4& 74 4 c-kit
MRNA .SCF mRNA #asf £ A K-F sk, £ F L AT FEL(P>0.05), A /&G AHRAEA AT F I
ZH(P<0.01);%25% F# %M c-kit.SCF & & 4% & c-kit mMRNA .SCF mRNA A8 % & ik K 1
B, EFARGITFEL(P>0.05) /2 F 2% &5 7 &2 c-kit SCF & & 4% & c-kit mMRNA .SCF mRNA #8 2}
FIAKFAR G TN E4(P<0.05,P<0.01), &it B FEuENKH#HFHELBH c-kit,.SCF mR-
NA Z 2B G 09 38 ik B4k 5169 ICC A EF

EEE RANET X, NBETARBERM A Cajal M Fmie; TRl Flo-kit 12 5@#

Effect of Liujunzi Combined with Xuanfu Daizhe Decoction on ICC and SCF/c-kit Signal Pathway in
Esophagus of RE Rats with Pi-deficiency Syndrome CHEN Jian-hai"*, QIAO Da-wei'?, LI Yu-
fang'?,XIAO Yun'? ,JIANG Li-shuang'?,CUl Ya'? ,ZHONG Jie'? ,ZHANG Lei'? ,KONG Gui-mei'?,
and BO Ping"* 1 Clinical Medical College of Yangzhou University, Jiangsu (225000 ) ; 2 Jiangsu Key
Laboratory of Integrated Traditional Chinese and Western Medicine for Prevention and Treatment of Senile
Diseases,Jiangsu (225000)

ABSTRACT Objective To observe the effect of Liujunzi (LJZ) combined with Xuanfu Daizhe De-
coction (XDD) on interstitial cells of Cajal (ICC) and stem cell factor (SCF) /c-kit signal pathway in reflux
esophagitis (RE) rats. Methods Using the ligation of half pylorus combined with anterior gastric ligation
and rhubarb gavage to establish the RE Pi-deficiency syndrome (PDS) rat model. Thirty-five successfully
modeled Wistar rats were randomly divided into five groups, i.e., the model group, the Western medicine
(WM) group, high, medium ,and low dose traditional Chinese medicine (TCM) groups, respectively, 7
rats in each group. In addition a normal group was set up (n =10). Rats in the WM group were adminis-
tered with Rabeprazole and Moxapride suspension by gastrogavage. Rats in the three TCM groups were
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administered with LJZ combined with XDD at high, medium, and low doses, respectively. All medication
lasted for 14 successive days, 1 mL each time, once per day. Equal volume of normal saline was admin-
istered to rats in the normal and model groups. At day 15 rats’ lower segment of esophagus were re-
moved. The ultrastructure of ICC was observed by transmission electron microscope. The protein con-
tents of c-kit and SCF were detected by Western blot. And the relative expressions of c-kit and SCF mR-
NA were detected by RT-PCR. Results
ICC cells in each treatment group were improved, and the gap between the cells and the surrounding

Compared with the model group, the morphological structures of

cells was tight. Compared with the normal group, the contents of c-kit and SCF protein and the relative
expression levels of c-kit mMRNA and SCF mRNA in the model group were significantly lower (P <0.01).
Compared with the model group, the contents of c-kit and SCF protein in each treatment group were in-
creased (P <0.05, P <0.01). There was no significant difference in the relative expression levels of c-kit
mRNA or SCF mRNA between the low dose TCM group and the model group (P >0.05). And they were
significantly higher in the other treatment groups than in the model group (P <0. 01). There was no signifi-
cant difference in contents of c-kit and SCF protein/relative expression levels of c-kit mMRNA and SCF mR-
NA between the high dose TCM group and the medium dose TCM group (P >0.05), but they were signifi-
cantly higher in the high dose TCM group than in the low dose group (P <0.05, P <0.01). Conclusion
LJZ combined with XDD could restore damaged ICC to normal by promoting the mRNA and protein ex-

pression levels of c-kit and SCF.
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H &% [ i ( gastroesophageal reflux dis-
ease,GERD) 2 IHAL R GEH WG , A N3 T L3
a4 AR E S R (reflux esophagitis , RE) \AEJE
AR E A UK & Barrett 245 =Fp2A . GERD
FEABRVEE P & 2038 8 LT, 3697 45 LAST 2 3 4l
%I (proton pump inhibitor, PP1) 3 F (4B IGJT
Tk, HIE R E2945 40% ~50% Y GERD &%) PPI
BITICRL, B2y e 2 %, Horh RE B R #0514 90% ,
Tfe A P RE &5 52 & e 82 Y | BIF 90 1 i 2 AT
5102 RE AJIHJE FrhBE2Em iR Mg
FR” iR BT A, RS, AN 2
KNGS 2, WA Z AR e 28 A, 137 AT, “ 3l
ROAKERTEL EH BT K B RE B IR IE &
53% , kR AN ANE 5 KR, 5 HSHE T O
AR 2 s, B BUS BT R

Cajal [8]Fi 40 it (interstitial cells of Cajal,ICC)
AR T B IWiE , 2 B W18 ) s 3 LLCE
2236 AL s W 9T R 2 R E W 3l g B P
WOHE bR B B NE 7 2 B B A AR BEE ICC 2
e B S oA s o ICC A Sk 5k
c-kit JEH, Zi i kit 5244, B E& 22 B2 0 52 1A, 7R hy
ICC #¢ mtEAric & H, Al 9 T 41 7 (stem cell
factor,SCF) 1% . SCF/c-kit {5538 B& 76 1 5 I 4
FRICC AR AR A ke 3| 7 EEAEM ., SCF/

reflux esophagitis; Liujunzi combined with Xuanfu Daizhe Dcoction; interstitial cells of

c-kit {55518 I GE , W51 ICC B H 454 D e S5 i
AR BET P ECE B h e s LR A .

BB RS HLBAATE ICC™ B, A
S BAEE A SN E TR IEE AR A RE IR
KEUEA ICC K SCF/c-kit i i f 52 i , #8718 v 254
FHAHE A

MEETE

1 ZhY  Wistar K 80 1, M1, SPF 4%, &
JFi (200 £20) g, H 7 M KA RO A 7= nl UES -
SXCXK (#) 2012 - 0004 ; i Ff] i/F A iIE 5 : SYXK
(7)) 2012 -0029 |, T KB el 5, 3 PR R 5 7
RyEEMIES Lo JEBATH: 12 h BER# E W
(6:00~18:00),% (22 £2) °C, KX BE 54
50% ~60% . TRIFBIY) b5 14, L RLATURE ()Rt A
RHK . AR S S50 58 i M R 2F R AA e P2 5y 2>
HAr, BRI R SPF 92 K B, h ¥ 4a 37 4 B
e N R AN E T4 36426 55 S ( BE2E L5 sh
LSRN (E R BE AR RS 2 S RN
(S5 ) Y 8 S 2% )) 5 K BRAL B8 R R RR I I S50 HE G
F1k

2 Y RNETFHOHEARKEAHNRER
NRI)) BT H7m (B - (%)) . 259:
W5 AR AR PR GRD (R B AL AR
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B EZE KK 10 g, HEL (% %)6 g, ILI R &
H 25T 5 W0k (L5 : 1704127 ) 5 4R K i (VLB R T
25k, #1t55: 1609166 ) ; I IR 5 Vb 0 Il i (VLI5S 4%
LRI BR A A, #5: 170107, ML 5 mglf,24
) e DR fiz v e 3 (5% )1 290 42 LA R+
51704073, ¥i4s 20 mg/ki,7 ki) . i 254
FRAE B i, R DSA1. 0 Bk, 318k B =,
FIT A 25y 34 i P A B 7K T RSCRR vk

3 FERFHEN BHETFEME(HAR
FrkX 4, B JEM-1400) 5 8 3 4 F #L ( i ol
LKB A, #5 . LKB-1I) ; Hik4% ( 32 [ Bio-rad 24
", %5 :mini protean3 cell) s FZ AN (RIETTIAEY)
BHEA RA AL A1S . PS-9) s BEtRi (3 [E Thermo A
Al B MK3) ; KV B (5 [ Leica 2 A, B
HI1210) ; — ARk 25 R OB G (LT B R4 A
HIRA T, FE . Chemiscope 5300 Pro) ; ik ¥ %
BLHL (5. 5810R) \Real-time PCR il {% (
2 :Mastercycler nexus ) .PCR { (#15 . Master-
cycler X50) ¥ 44 [F Eppendorf /A &l ; sh ¥ AR J5 14
A (i BRI A R A R, 45 :5104 ) s KR
o (EHHD ;4 mm &JEE G ; ST R I
—E( L& TR, #t5:201601);6 -0,
2 0B S AT (T I A A i) it 17101) 5
Har RN (A2 E R 25k, it 5 : 016170286 ) ;
c-kithifAk ( 35 [E Santa /A H], L5 :sc365504 ) ; SCF
ik (3£HE Snata /A F], L5 :s¢13126) ;BCA FH
FERIRH & (4% Biosharp A H), #it 5 :BL521A ) ;
30% WG (29: 1) ( i E %R, #t5.79 -
06 -1); 1.0 mol/L Tris-HCI,pH 7 8.8 HiykZE ik .
1.0 mol/L Tris-HCI, pH # 6. 8 HiL1k 2% i .PBS B
FRERZE M 5 x T ARZE vl (T el sh A Y s
R A PR W, 52018 - 01 -20) ;10% SDS
( FHEEZ4EH IS L6750) (BB S( bk E 2
R, M5 6226 -79 -5);10% 3 B B2 5k (26 [
Sigma A ], it 5. 7727 -54 - 0) ; TEMED ( 3£ [&
Sigma A H],#t5 2443 -25 -0) ; #K [ Fil 4t Marker
(3£ Thermo 2], #it%5: 26616 ) ; PVDF i (3£ [H
Merck Millipore 2% ], #it %5 : ISEQ00010) ;5% BSA
(% Biosharp A, #it5: BS043D) ;M- if-20 ( 3
E Amresco 2], #t5 M147); ECL &t (db T
S B A AR A FR BT AL L5 PE0020) 5 24T
il IgG (& H Proteintech /A 7], it '5: SA00001 -1);
GAPDH ( i = RAEWH A, IS5 : AF1186) ;Tr-
izol (o) AL Tk A FRA L L5 :08132657 ) ;

S (CHCI, ) (o8 e Ak Tl A IR A AL 5
08102202) ; N EE (KA FRHECA IRA AL #5
20171022) ;DEPC 7K .dNTP Mixture(10 mmol/L) .
Rtase .M-MLV ( RNase H-) .RNasin Inhibitor (40
units/uL) .Random Primer .SYBR Premix Ex Taq
(2 x) ( B RAEYFHEA 15 :PC3301) .

4 IYPord SHER RS RPLER A K
M 2 41 IE# 4110 HAIKRIZ] 70 H,

RE #iRIZ 8 Masuda T 2617 LURGT B 4541 + B4l
LIS, HA T R ATES B 48 h, L 5% ) %)
FEST AR, AT 24 h 250K, DL 1% 5B L % 4
40 mg/kg i JFE T SF BRI, RSB I B AR R U) 1 Y
2 cm, ZEEWMI],FERTT E 1 em B RE M) /NL,
BEAHBA4 mm N, LL6 -0 2445+ 138, I
WA LR G BE THRNZ, fih NS5 45 8 BE
YIFFAL o ¥wir EHEZS , L2 -0 R5HLATE « MR R
T8 2 (8 J1 WU/ JE I v S 7 Sk g, 388 2 SR L,
REET 30 COHRIRFATPEHN, AREEEE48 h,24 h J5
A PR 5% AT B ESR ,48 h JEYKE IEH IR IRoK .
PG 3t RE R BB RL; IE# I R IE RO H 2y
2 cm B AR IR EE 15 min, R, XE T
B2 (8 7 WU/H) I s e S b ek e . RS %5 15 K,
XA RE K BGEEAT LR TR A5, 7 2k T H i LA
PR B B 0k AT AR K U LA 100 % K B
KA1 mLU/R (&1 gimL) B K2 R, #EL7
K, % GERD i K BUIEAR ) 35 H, 1EH HAELL
LB R K

5 T2 RE JEEIEARRIL 35 H R
FZEAREHLE I 6 A ACBUZH P25 40 P 2
R R, A 7 H Horp a2 417 LIS DL + B b
FE R ERE S (5255 0.63 mg/mL) ; Hh2m .
iR 3 Ao nlsa T8 Fima A 7S (52
5 3.456 g/mL) b (& 255 1.728 g/mL) K &
(&2hhE0.864 g/mL) #EH (0 BiIAH 2 T il AR I 25 i
121172 15%) &S 4525 14 K, 1 mLE 1 RER
RV FOE R H R 4G T3 AR PR K .

6 WMEAEIR

6.1 EHHEBTWERKHEE T B4 ICC
ity (1) B TREEE PR (BEENY
0.5 cm)HAK/N210.5 cm x0.5 cm 41411 B, PBS
EEUE RET EP B (2) ATHEDE D 8UE TR
SEOhER B MR N 2.5% I TR E E 2 h,
0. 1 mol/LBERREREIIEVE 3 UK, A 1% FRIR & 7€ 1K [
E2~3 h,0. 1 mol/L BERRIEVEIREYE 3 W (3) It
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KAE4 CRIEZ 50% . 70% .90% IR R K , 4
15 ~20 min, %1 F L 100% B K 3 7%, &K
15 ~20 min; (4) @M K400 BTN +
W(2:1) 2 3 ~4 h, 4iNEd + B3R (1:2) ZiR o
&, 4B 37 C 2 ~3 h;(5) [k :37 CHEF NS
K ,45 CHEFN 12 h,60 CHEA N 24 h; (6) VI A -
LKB-1 AU A HLE0 A 50 ~60 nm;(7) Jeft.3%
PR — MR R A XYL (05 (8) iF 5 L B WL &S, H0 1r o
S IR
6.2 Western Blot A5 45 T Bt4141 c-Kit
K SCFEM&® (1) HAWHHERHAKCT M
PMSF 1) RIPA 2R 2], 75y 24# J5 12 000 xg
B0 10 min B R, B3R Z BSA & iR &l e
MR YR ¥ IS HE1T Western blot 2347, (2) 1040 pg
FMH5H 5 x8SDS EHZ MWW A, &k 5 min,
12 000 r/min& .0 5 min, ff 15 & A FE 50 5 8 T
12% (SCF) . 10% (c-kit) SDS 5 P4 4 ik i 58 Jie v
UK, KSR TR IL % = PVDF i, (3)
W TBST #E0% 3 K, &Ik 5 min, 285 1 5% M
BUKY 37 CLEMEEY 2 h, (4) W5 H —41: TBST ¥t
3 K, 5 min, —4i(c-kit #iBEJE 1: 500 ; SCF #i
B 1:1000)4 CHELK. (5) ZHE:1F—
PO & 45 K 5, TBST wh ik 3 &, Bk 1 min, ¥
PVDF i A LA 1:5 000 Fi B —HLiwii ,37 C 4%
BYRZME 1 h, TBST #hik 3 Ik, Bk 5 min, (6)
B TR F I AGE B ECL &6, FIH — =1k
B AFAHE R F, UL GAPDH fE R NS R, Sein
3o (7)o - BEIE BUS 3G AT R e %) pr
HIE A SNSEAR X OEH 08T, KB 28 84k
SRS K B AT I 2, SR A H I A M
WS EAMKEE, B WE AW REE = HE
FIK BEARL/N 2 86 R B
6.3 RT-PCR L4l K BREE T B4l c-kit
il SCF mRNA ikt 54 T A, c-kit L iF
51 ¥):5-GCCAACCAAGACAGACAAGAGG-3', T
W 51 #. 5-AAATCATCCAGGTCCAGAGCC-3’
(22 bp); SCF L7 5| #):5'- CAAGGACTTCATG-
GTGGCA-3’, F it 5l #: 5-GCGGCTTTCCTAT-
TACTGCTA-3'(19 bp) ; GAPDH N = Liif5|4):5'-
TGGTATCGTGGAAGGACTCA-3', T it 4l #1: 5'-
CCAGTAGAGGCAGGGATGAT-3"(20 bp). W&
BETBHL (21100 mg), H Trizol #2HLE RNA 1T
LR S R G W B IO (RT-PCR) . PCR & 4%
.95 °C Wik FE 5 min;95 °C A8 20 s;55 CiE k

20 s;72 CHEMP 20 s, DL B W JEFF 40 IR N4
WG gt & F it 2, L GAPDH N2, i
it 2 7R A T B4l ekit &% SCF mRNA
AN FR IR 1

7 GiiteEartr rieEdiE A SPSS 19.0 4iit
AP S Excel BF#EATALI, THRETERILL x £s K
LGB R R R 5 25 4 . LSD K 5
Gmmes -Howell ¥, P <0.05 J2& 54451 2% 5 X,

# R

1 FAKRREE TBRALULET ICC B
(E1.2) IEHH ICC g1 2ty 58 % , B 251 M
Y IR BOR, M MR A R SOk
PRLAS R N BN, A A2 MR SR, 5 A 4 i
[F1) 3% 1 X s AL LA v ICC 04 B B s b, HL Al

HA CHIEH4];B AMERIYL;C HPHZ541;D M 25 @5 it
Y15E g 25 R AL F g h 250 AL T R BEBR S A
E1 SAKREETERALHEET ICC HMiug:th
(3% P IRAN — MR BT ALY (1, x5 000)

TE:A MIERAL;B AAERILL; C A Pa 2l ;D Ay b 2 i i it
45 E 2L F AT 2R AL T RGEB T
B2 HAKXKREETBRHALWE T ICC ML
(3% M ih — MR O, x20 000)
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LT 25 25 AR R, A% A8/ 0N, ML ST oA o8 J5E T 9k 1
B RRR S WA S E, AR B RE, 5
Ji L 440 L =2 ) 25 R K 3 S SR 5 v 2 IR e
ICC 4t H /b, 454 I3 W, AR/, il BT 9 4k
RIS i, 9 BT A 3K, AR 2 fik /b, 5 5] BT 4
MEEA R, hehm R4l ICC A H & IE
A DD G2 AR e R M BT T DL P J5 R A
R RLARIR7 , M AA v] DL g ke , 55 ) L 4 i 22 () 2 B
MR R VU B N AR AR ) IEH 4

2 HAKKEETERAL ckit . SCFHEAN &
P (21, 3)  SIER A, R4l c-kit .SCF
BES D ERINP <0.01) ; SEERIL AL, %477
40 c-kit \SCF & 1 & ® 7+ i5 (P <0.05, P <0.01) ;
thzl e I P 4LIE] c-kit .SCF & [ & & ik 2% 5
TGttt L (P >0.05) , {H 24 i3 5 & 41 c-kit
SCF & &l s TN &4 (P <0.01)

z1 SHRREENBEHLA c-kit SCFEH(HNS)
ERTIREE R (x5 )

21 51 n c-kit SCF

IEH 10 0.776 +0.078 0.783 +0.063
FELTRY 7 0.238+0.035 0.186 +0.045"
[iE] 7 0.824+0.1114404 0.762 +0.058224
GREZT =y 7 0.632+0.082%% 0.620 +0.0382%4
R 7 0.601+0.127%% 0.632 +0.11422

PR = 7 0.409 +0.049244 0.329 +0.107 244
W 5IEF4IE, "P<0.01; SEAHH LK, 2P <0.05,
AP <0.01; 524 ik, AP <0.05,44P <0. 01

A B C D E F
C-Kit == - — - ———————— — 145 kD
SCF == == == -y - 45 kD

WA CHIEH ;B R4 C HPTZE4;D K2
5 E K2 AL F g eh 2 R4l
3 HUHRREETBRAL c-kit,
SCF HHHIKE

fen

3 KRB EE TBRHAL c-kit SCF mRNA
YRR EE(FR2) HIE®AE, BRI c-kit,
SCF mRNA HXf ik KT Z L (P <0.01) 5 5
PRI HL A, 2541677 i 41 c-kit \.SCF mRNA A %f
RiXKTFER TG E L (P >0.05), HRKIA
7 A PR B 2 TR (P <0.01) 5 W2 7l
T4 c-kit . SCF mRNA X} #ik K ik 2% 5
JegiitF R L (P >0.05) , 2 il s 4 c-kit . SCF
MRNA X} Rk KB I FARGR i 41 (P <0. 05,
P<0.01).

K2 KAKRREETBR4L c-kit SCF mRNA
MXFFRIEF B (xxs)

25 n  c-kit mRNA SCF mRNA

EH 10 0.724+0.128 0.981 £0.152

TR 7 0.140 +0.038%% 0.358 +0.073%%
Pizy 7  0.754+0.136" 1.002 +0.191*

L REGTER R 7  0.637+0.134" 0.813+0.176"
rply ) 7  0.510+0.085*% 0.773 +0.062 *
2R 7  0.240 £0.062°%44  (.468 +0.159°°4

TE: GEIMY AR, *P <0.01; SIEW Al LLE, 2P <0.05,%4P <

0.01; 5Py A4 b, 4P <0.05,44P <0. 01

Wi

HHETIA N T B4 15 24 WL (lower esophageal
sphincter ,LES) JE At T [ S Bk BsF 64 55 29 LA
it T B A B R R BT B 2 RE IR 2 R kA Y At
RE2 I, FEFR A LES DHREIAHT R IR IE T 2 2
HIBFZE ) #0, x Iif R  F HL A BB W 48 3 3 X
LES J&H &L A —BiK 3 ~4 cm A4 HHIEF
WL, B A7 LT i 8 A rp %A P 28 A T ( 2R
B AT P 4ok ) DA A2 A ot (— 48 A0 20N I
EIEMERI ) AHEAE RS R Y X R
1B 5T A TR T )2 RN Z [B]i7 ph 42 R e B
B E RS LGS, AR ER E B84
B0 b L ] B 14 A e £ T A Ao AP AL 5 A R
TEEREANAN G, JE 1 52 LES 748 IRE S5, 5
IR . HILAT UL, B 2 2R S8 SCIE R 11 LES &7 45 D)
RE RS A5 2R i R A AR AR JEL R 1

ICC & B Mill) I AF1E B — AR R R T () 41 Y
P Tt 285 L2 8], A B 2 0] 3% 422 5 ™) o
AR, — RPN IF5E & B ICC 75 S M 3l 3 v J7 it
EE 2 REENME ., ICC il IRE AL B &Py
B 2 Ab 5 AR 217 A 18 0 rE A T VR A SR PR
TEAZAL 156 B4R T 1 -1 LA MG, 51 - LA | L
TR 3 3 TR, 24 AU e , NI 4+ 6 1B 5 1 B
BTl 5T W T R ) 4% 5 R
(LG A RE il 208 oL S BB RE P 22388 T ) , T AN & B 4%
YEH TP WLAR A, T2 B 965 ICC 4 Al b iy 452
P B 2 AR 45 4, il ICC W CRAE A, 1% 33 2] F
T LA L, B 28 2% oy SIS i UL 48 B Y i 46 35
' S K FRIFIE Y R ICC B 45 H K
A3 A B S A ] S 3 2 i e AR S R B IR
I RN W 2 PR R A 2 R AL B B ) B R R
571 JEAEK, Groneber D 45 4y il 4o 3 4
b e BE D R ARAIE R ICC AUFEAE TR 44, H
AR AL S B 53k LES #A5h M2 GERD JE 1 &
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BN I R 4 M DR 2 2 i O R B
SCF/c-kit 5= 8 iy Jd iR f& 1ICC WFH 431k K 40 g
FETN TR I B R SRR 202

c-kit Z A i ICC NJFIEFHE A c-kit it Itk
F1%) TIT 754 s 2 2 T84 il A2 1%, J2& ICC 4R M AR B
A9k SCF 3% . SCF & H B I 4 4 i S °F- ¥ L4
A BOEAT I VE R c-kit B RARECHR , nT {2k c-kit &%
{kFik, c-kit —H 5 SCF ¥ thgh 4, 4B AY c-kit
B R A TR 2R A, B A TR AR A SRRk, T
IS — RV T iE(5 5450, 40 PLC-r.Scr Kk
B . PIBK/AKT . RAS-ERK . JAK/STAT 45, 31 k&
VRS 1ICC 35 b T 4ERF ICC 4R AL L o)
BEMEEAME M, I4h, SCFlc-kit {55 1 18 — B9
6 IS TR UE 4% B % $2 75 11 Connexin 43 K&k,
T i 38 RIR 254, 4 ICC 557 1 L4 it =2 ) B 2R o
ISR AL A0 ) B LA S YA AL S5 O — D T,
SCF/c-kit {5510 3B [ 305 18 REE R 1k ICC 40 i i 3=
T 4 22 b3 oS24 4 SPONK-1 . TRPV1 45, S35 st
Z A 5 B, TG i 1ICC PN e 1 A, 5 7
LA s 2

c-kit \SCF #iAXf ICC kK A& T KA1 H
AEEFVER, BT ICC LLLOE 1 ILAH i Sk J5 17
— PRGN, c-kit SZ RN IK 5 7B P 1Z A A 41 i
AL 7 T, 24 4t c-kit B¢ SCF 5L PR {7 &5 & HE %
A% SCFle-kit {55 RELZ g , % AR 40 i iy T k2>
c-kit SZ AR FIEAE T, 73 fb & & 0 F- i WLAR AR ; o5 —
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