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T B W% T4 COPD R BURIE/KEEEH S5 A
BhEE H SAC BE KR IR HY 2

ME L, MR, RRE, Ewm, R, AR, 2!
(1. ¥ EFRE, HM  450046; 2. 5?@%‘1’[%1%, FM 450003)

[FE] BHrY: WEEZ T 0 N 7 618 P B € P Il % 9% ( chronic obstructive pulmonary disease, COPD) K BB RIS & X K&
He v K i 38 25 M 5 (aquaporinS, AQP5) 5 % 45 H 5AC (mucin 5AC, MUC5AC) £ KW 5 W, FiE: X H g £ b
(hPOPOlY%a“‘harldf‘ LPS) Jin 4l 25175 5 COPD KBRS, K BUBEHL /> M IE % 4 AR A 2 SO A (& B Wi T P L )

A, IEH A BRG] ig AR K (15.52 mL-kg ' -d ™) 2R T R AWK (10 mL-kg ™' -d ") WEH BB T
% b R B 2 A 90 ig (7.75,15.52,31.04 gokg ™' -d ™) HELE 14 d. OIS S RIS RE L AL AR ) AQPS 5 MUCSAC 7634 .
[EHLP R RIE, SR SIERFAM L, B K AQPS mRNA FI4 [ ik 49855 , MUCSAC mRNA FI 4 [ 3215 ¥
3 ,AQP5 HE 5 MUCSAC EEHRIBEFAAK(r= -0.50,P <0.01) ; SHEBIH AL, B 2 050 7 b R i 20 AQPS B A 3Rk 1
i, MUCSAC FER R RIS, AQP5S FE 5 MUCSAC EHREZEMAMHK (r=-0.45,P<0.01), Z5il: &% i 7 75 COPD
SOE RS SR I AL T R S 198 AQPS il MUCSAC JEPR 3RIA A XK
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Effect of Ailuo Kechuanning on Expression of AQPS and MUCSAC Genes
in Rats with Chronic Obstructive Pulmonary Disease
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CHANG Xue-hui®, HU Wen-hao', LIU Tan'
(1. Henan University of Traditional Chinese Medicine (TCM) , Zhengzhou 450046, China;
2. Henan Province Hospital of TCM, Zhengzhou 450008, China)

[ Abstract | Objective: To study the effect of Ailuo Kechuanning on expression of aquaporinS ( AQPS)
and mucin 5AC ( MUC5AC) genes in rats with chronic obstructive pulmonary disease ( COPD ). Method:
Lipopolysaccharide (LPS) smoke was used to COPD rat model; the experimental animals were randomly divided
into normal control group, model group. Normal group, model group was given physiological saline (15.52 mlL -
kg '+d ") by intragastric, Jizhitangjiang group (10 mL -kg '-d "), Ailuo Kechuanning group (7.75, 15.52,
31.04 g-kg '-d™"), ig for 14 days. The expression of AQP5S and MUC5AC genes in the trachea, bronchus and
lung tissue were detected by in situ hybridization and immunohistochemical techniques. Result; Compared with
the normal group, the expression of mRNA and protein of AQP5 were weakened, but the expression of MUC5AC
mRNA and protein were enhanced in model group, the expression of AQPS5 protein was negatively correlated with
MUCSAC protein (P <0.01) in the trachea and lung tissue of model group. Compared Ailuo Kechuanning

mediate-dose group with the model group, the expression of AQP5 gene was enhanced. However, the expression of
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MUCS5AC gene was decreased, the expression of AQP5 protein was negatively correlated with MUCS5AC protein

(P <0.01) in the trachea and lung tissue. Conclusion; The mechanism of Ailuo Kechuanning regulating COPD

airway mucus hypersecretion may increase AQP5 gene and inhibit MUC5AC gene expression.

[ Key words ]

18 M BH ZE M i %5 i ( chronic  obstructive
pulmonary disease , COPD) J& L) #3522 K i 52 FR W 4R 1E
R P I 28 496 DL R 22 50 o B DR AUT5 4% H 45
# AR K, COPD iy SR 8 FIAE T % 5 338 1
PORPEABRFEISSURNZ " FEREE
R AE B0 18 M SCUE R AN (B0 Ml RE A ARUTE S R
JREO IR LA L L L g Bk B R
B JE b B IR IR A5 Y W6, COPD
8 K A 22 TR R i i, 998 e i B A DRSO R 35 1l
o 18 A VE IR o JFG 3 A RR AE Sy il L LB = DE Y
59,7 M, AR AR ST, AR LS, bR 1
fifi o AR URBEALAR 35 COPD 195 X #IL , #0022 & % 1%
Wi T 07 24 o 28 22 ARl R M 301 50 ) S 9 F 50 45 2R .
N, % W T RE B 3 R R COPD FR 35 R 3y i) A A
F fii 2 B, B I TR I K S i PACAE R LA R AL )
AR ARHRAY 45 N8 £ B (lipopolysaccharides
LPS) finfl %5 7% 5 COPD < U A, WL 58 % B 1% Wiy T
Xf COPD K R 4. il 41 20 v K 8 8 & (-5
(aquaporin 5, AQP5) . 5 £ B 5AC ( mucin 5AC,
MUCSAC) B PH 3Rk W52, 1) Hoxp COPD U3l %
o3I B4 I B
1
L1 24 2% Wl T J7 54 SRR 6 g (it
71206031) 3£ 2 15 g (%5 1112024) , % 2F 20 g
(#t%5 1112031) \FHAR 12 g(4it*5 1112011) , B2 B 1
10 g(#t5 1112011) , # AR 10 g(Hit5 1112021) 414
Sk v 2 HE 5 UKL | RV B R VL2400 A PR \) AR 7 5 22
HBH 10 g (5 11110018) & HF A= 10 g (5
11100048) (11245 15 g(Ht5 1103001S) %534k H 24
Be 7 BORE, th = JUBE 25 45 77, 2 SOME SR (R Bl 46 A
W Hl 2y it 121111020571)

L2 uU R 504 AQPS JE [H J5 i A &
(MK2206-r), # 41 K B AQPS — #it il # &
(BA2205 ), SABC i 7 & ( SA1022 ) FI DAB
(AR1022) g B s A9 TR A R A A,
MUCSAC HE A J5t iz 2% 22 ( BSHOO83F ) | 4t $it K fil
MUCSAC — #3877 & (bs-7166R ) Wy [ Jt 5t f# B4 x
AW B AR AT BR 22 |, i 2 B (LPS, solarbio 24 H],
1.8880,701c034 ) , £L JiHE 3 it 7 0 (5 0 B, £ il 25
- 128 -

chronic obstructive pulmonary disease; aquaporin 5; mucin SAC

14 mg/3, e T & & 1.1 mg/32, 1 B % BH 45 40
J7) o MAAEERE M (S m A s =T,
DHP-260) ,TGL-16 A i ik /&5 3 25 .00 AL ( b ¥ 22 524X
#] ), U-CMAD3 %I & % ( H A& Olympus) , GX51
R4 { B R0 R 4, B R 12X ( H AR Olympus
20486) . Motic ¥t 5 U 5 £ 4 5 I JH & 4¢, BP-
211D/BL3100 B F K- [ il 30 %) % W 45 (50 em x
50 ¢m x40 cm)

1.3 ¥ 6 A SD Kl 60 H,SPF 2%, bff k4%
e AT (300 £20) g, KM R 2% BR 2 e 52 50 5 )
RS, B A% UIES SCXK (7 )2012-0001

2 Hik

2.1 Fisrd KRB 6 4 1FH 4 AR
2SRRI B T 1 IR b R
(7.75,15.52,31.04 g-kg ™' -d ") 4, A4l 10 H
2.2 BERVHI%  ZMOCERL11-12 ] 4 LPS fin 4H
%155 COPD REUEA . RAAEEIRZ N E
M7 A58 1,14 K, 1% 56 L 244 (40 mg-
kg ™" ) ip SRR, A M R 5 Tk SRR S bR, SRR T,
K 18 5 ik = 45 A Pl 4 AR IR AR T T
mL 72548 AW T A # R K A LPS 200 wL(1 g-
LYY R 5K R RO 5 MBS RS , il LPS REAE 15
YA TN 552 ~28 K (EF 14 KERAM) KK RUE A
AN, W F A S 40 min/ IR ,2 IR/A (IR 8 XX
M) BERRE 1 dsIER A5 1,14 RESAEEA 200
pl AR K HAR TORP IR AR B

2.3 B[R BME&ERIIE, S % k13-
15], 1E % 41 . B8R 40 45 7 4R B ER /K (15,52 mL -
kg 'ed 7 ig) AR T A B (10 mL-
kg™ -d ™' ig) , B B WG AL P R R AL (7. 75,
15.52,31.04 g-kg '-d ™", ig) ,#%E 14 d,

2.4 FEARKZI

2.4.1  —fIEBCMEE S W5 45 20 K R A S
FARIT Ja W — R 00, anks AR TR S g O R E
B A PR S ARG O

2.4.2 il B ARAR S WO SORUE A T
HH,10% PRERENE , B AL ,S wm BEEZY A,
HE Ye o, JE8E T A 25 4R BV SR8 I il 4
2115 BLAR AL
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2.4.3 ¥ AQP5 F1 MUCSAC mRNA Jfifif % ik
JE AN, % A8 A i A0 B (O A W5 U0 1 5 FLIBE 0 20K, 3%
H,0, % 10 min BN M S S B . @R R
mRNA B2 7 B I 3% #7465 R 3 e B 1 B AR
fitg (1 mL 3% FP AR N 2 vk 4 24 B AR g ) ,37 °C
THAk 30 min, QT3 : T 4% 38 W, T Tk A4 W & 7
38 ~40 C 3 h, @3 INAACH , o I 22 58 %
R IHTEAR 40 C A sZid ik, @SR vk : 19
Pl B, 37 C /KR B SSCOB BE VR S n = ]
W . ©hN SABC J i 5, IR AR EE Y,

2.4.4 0 AQPS il MUCSAC £ HiEd
b S-P gk ki A5 B - (D A W5 U0 R 5 RS Z oK @
3% H,0, ik 10 min BT P I8 1 o ALY @ F
L35 B P 2 0 20 min; @INES —Ht TAEW 4 CHH
R MAEYFEA P TR ,37 CIRERTF 20
min; fIVEE B R AR -1 A AL 52 G ) 37 C &k
# 20 min; @DAB 8, JR AR R E YL, JHC HH M
WY R AE R BHPE XTI L PBS B AR —HifEs A
XF e,

2.4.5 SR AW R4 a8 s A A A5 R A
W BT YDA R LA 0 R A PE T A
IS @ B B 9k U0 Bl BRI 3k B 10 A4S 4% 4
BF ( x400) , K Olympus GX51 4 [ 3 EE /¥ &
¢, K PR e IO BE (A O S AT 20
2.5 it ab s EdE AL EEAE SPSS 11,5 thiF AT,
ORI F « £5 08, 241 BB AR O
2203 M, AH G PR G 560 ] Spearman 85 2 AH 5C 23 #7 .
P<0.05 WERAGITFE L,

3 &5

3.1 KRR —MIEOL SER A5 R, I 4 2
R, — MR O R E I, e T, B AL ZH R %
T 0 Wiy 7 V] e 2 R i 2 e I T R A 4
FETz2 Ho 2% 0l T i bR e 2 R R
BAT1 H

3.2 Xf COPD KR ifiZ 21 MUCSAC F1 AQP5 Ji
IR IA M52 MUCSAC 7E 858 B 4 FlIE 40l
it o b Bz 240 B 3 A — o R B ) 3R GK T 2% A R A
£ 2H A B AR 5 28 3 O 0 P 1 A € TR, 4 i
FREA WA FH A S, AH UM% Sy 5 A R B 2
L BRI 38 2R3, AR LR A R v A A e 0K 5 2
FRETT 2 R R R AR b B A B R S T ( + )
MO C+) sl TR B (- ), TB ER2(+) Bl
MM +) (B 1 ~6), SiERALK, BERHIE
Ffii 20 24 MUCSAC mRNA (25 11 3% 35 ¥ U] @ 1 ol
(¥1P<0.01) ; SHEIAV A LL, 2 % 0% Wi 7 v ) i 4
SE M AL MUCSAC mRNA R IA 1 B3
A (2 P <0.01) . AQPS 1AL A 20 Al IE £ i
RO B R 760 200 JH R i 96 b e A 1A — o R B 1Y
Fik o VAL AC R A AL FHVEAS 5 R A L3R
AR B IURE, 20 M B m] A R S E DL
F s ACE RN R b R A R RS T ( 4+ ) M IR
F(+) I ERe(-) BRI +), SIEWHLL
B AU I ZH 2L AQPS mRNA (1 3RiA 1
BEFRMR (Y P <0.01) ; HEEA L ET, %2 % 0% T
rh R 2H AU R ZH 2T AQPS mRNA IR IA Y
IR (P <0.01,P <0.05,K7~12,%1,2),

K1 EFTEBTIKE COPD ARSEHA T AQP5 1 MUCSAC EFE R EM MM (v =)

4 31 n Fl /g kg ! AQP5 mRNA/A AQP5 protein/A ~ MUC5AC mRNA/A  MUCS5AC protein/A
EH 10 - 6.87 £0.36 4.98 0. 36 1.65 0. 46 0.72 +0.13
A 8 - 1.69 +0. 497 1.47 +0.51% 10. 81 0. 477 8.43 £0. 427
ESa A 10 10 4.41 +0. 69% 3.78 20.37% 5.86 +0.59% 4.27 +0.53%
5 W e 9 7.175 1.79 +0.71 1.56 +0.38 7.48 £0.51Y 6.55 0. 14V
9 15.52 3.57 +0.28% 2.23 +0.22" 5.32 0. 55% 4.92 +0.54%
9 31. 04 2.62 +0.24" 1.74 £0. 39 6.13 +0.36" 5.13 0. 46"

T SR A P <0.05, P <0.01;%) £ 3B i H B Ry “mL-kg ' (R 2 H) .

3.3 AQP5 5 MUCSAC FikmyMH &M  FERAIA
AT 4140, AQP5S mRNA 5 MUC5AC mRNA
TR EMAHE (P <0.01) ,AQP5 T 15 MUCSAC
HARKEAMKE(P <0.01), 1E% L 0T 5
HAHSE 5 M4 4 b, AQPS mRNA 5 MUC5AC
mRNA Fi5 2 A6 (8 P <0.01) ,AQP5 HE 5

MUCSAC FEH R A E MK (P <0.01, 8 P <
0.05),
4 itig
18 M BH ZE PE B %< K ( chronic obstructive
pulmonarydisease , COPD ) J& % WL 1 DA < 3B A 5€ 4= 7]
WS 52 BR R R A 1 12 1 S A A, IR 32 FEL
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A

ACTEH 4B BRI CL B B W4T 7,75 g-kg T 41D B B NG T 15,52 g-kg T 41 E. B B T 31,04 gokg T AL (1812 ~ 12 7))
1 BAARSEHLE MUCSAC mRNA [E {1 3% (ISH, x400)

6 FAAXRMAL MUCSAC E B ERE(IHC S-P, x400)

PEAT PR R o Ll PR 2 2R B0k R S P I GE R BRI R AR IR A S R, R B A S AR

SEAR . COPD W PEA BRI m 0 W, S BUR AR T, JEARTE IR o 2 % Wl 77 08 [ L7

SR AT E T OB %E . COPD JB 24, i RORREE A IR B R R R VBT T
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WL, AF B B T COPD R BRUACE /K GE I8 HE S IR HE 1 SAC 2[R 32 1K 1) 82 1)

7 &AKBRSEHLA AQP5 mRNA E{IFK & (ISH, x400)

B8 JEAXBRSEHLR AQPS ZHKRIA(IHC S-P, x400)

B9 SAKXRAZTSEHS AQP5 mRNA JF iRk (ISH, x400)

11 ZBAKREAZL AQP5 mRNA JE iz %% (ISH, x400)

B12 HHAKXRMALR AQPS EHRIA (IHC S-P, x400)

T8 EF AR N GES SEE R GYU ﬁﬁﬁﬂﬁﬂﬂﬁ 2 it i P T 5 R A I A R 5 S8 4R T K
J o T PR AR B O O o R A O IR B RO AR W A LS S I A i, R R g
2 i T B0 % PR R 2, IC AT A A AR R 1k % Wiy, P ﬁ,m%%bﬂﬁ\?%ﬂfﬁ\lﬁl‘%‘\ﬁﬁ,@ﬁiﬂemﬁiﬂ%,i%
[ R 2 5 B DA 22 SRR AL L EE 5 FUS IR A, R IOR T AT O i
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k2 ETEZSBTIEA COPD KRAALH AQP5 1 MUCSAC EFRIEMW M (x +5)

4 51 n FlH/g kg ™! AQP5 mRNA/A AQP5 protein/A ~ MUC5AC mRNA/A  MUCS5AC protein/A

% 10 - 4.52+0.11% 3.98 +0.22% 0.93 £0. 82% 0.72 0. 13%
Y 8 - 0.87 +0. 32 0.58 £0. 02 7.32%0.50 6.32+0.53
ESa T A 10 10 2.01 £0. 12% 1.92+0.51% 2.33 £0.31% 2.12 £0.34%
A 9 7.75 1.54 +0.34" 1.32 £0. 46" 4.85+0.51" 4.53 +0.32"

9 15.52 1.80 0. 32% 1.61 +0.72" 2.96 +0. 427 2.01 £0.25%
9 31. 04 0.92 0. 08" 0.63 +0.26" 6.96 £0.37 5.34 +£0.58

COPD o 78 o 77 75 I8 B e 43 W6, B Y
K5 R L e A R P A AR Ul
PRUREL A, AN 2y 0ty I o o Rk g o 7E il 4 2R
AQP1 Fl AQP5 J& 3= 2 () /K %% iz i 38, Z6 W T I
AQPS {95 /b T L5 350030 WA 43 8 1) /D R 2 B
PR M L B P 95% DA B Rk 4, A K
B AR EAMREE A AR SUEN RS
RN W S N RSP AL A PR T
MO TE F AT Wb 3k Z2 15, R ) v B B RN B A
JIK & HEAE <038 B A 2 A DAL T A, i AR
BRI E T ERE A L AR L 5K
HL AR SO Y 43 6 R R I A T . AR OE B R R
COPD K3& I 7 AQP 1 SMUCSAC 3L F2 3k, N
S B 3 W 9 1 B IR B BRAS SR

AHF I 45 J R, AQPS 75 455 1 24 i IE 4 <
T 56 ST R M T 200 i R i 4 B X A — i AR Y R
Ko B 2238 R s AL BH AR 5 R B R N A
T SR R AR R R ACI SRR R A (DY )
F. HIEWA L, BRI AQP5S mRNA Fl& 3£
KPR EREAR () P <0.01) . UiB] AQPS 33k Ak
SR MR BOK 3 43 i F B P, AQPS T g T i
Al RS2SR COPD 3l 43 W i FE K 43 & 1 T 1Y
Jr K Z — . MUCSAC 7 A5 AU 20 Fi 1F % 240 <l b &%
AT — o TR B I 263K, T AV 2% 3 4 928 41 Ak PR
PEAR 5 2 B R ML PN 1 At €6 80K, 4t i A A 7T A7
FHPE RN H DA R 32 . 5 1E % 4 He 3, MUC5AC
mRNA FIEE [ ik ¥ B33 (3 P <0.01) ; 5
FIZH A, MUCSAC mRNA FlEE (2635 1 W 25 B A
(¥ P<0.01), 1FK Mgk <E R R e bR
MUCSAC 7£ COPD #55 %1 21 %5 xof B4 38 35, 5 3%
T COPD B Z Y 43 Wh itk — 2B 8 . <GB B E
Gy UASEN N B % S R Ak KR SRR Z IR,
JNE COPD 51 .

COPD K BRI T 5 X) B4 b, AQPS fik %
ik MUCSAC & #£3i5, /625 T COPD “E Bl =
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SR A B B A . Towne 45 WFSE & 8L, A TNF-a
TR SR /N U LS AQPS mRNA 35T %
2 ¥, AQPS 135 T [ 10 4%, HoAE HI Al 8 2 i i
T TNF-a Z K (TNF-a R) SCLHY , &% T kB (NF-
«B) B Z 5 G #E . TNF-« 1] LIS K RAE
2 dn i MUCSAC 2 A 1) = 3R 35, & H i C
(PKC) ZRA] 2 5 TNF-a i 5 77 4 09 S0 b K2 40
fifl MUCSAC #5 H  R3k o A B 58 855 A1 24 <048 i
g2, AQP5 mRNA 5 MUC5AC mRNA £k £ 17
FF(P<0.01),AQP5 Z5 H 5 MUC5AC f5E H# ik
RERAHKE(P <0.01) , SHIAIH ALY, 2 B 0 i T°
rhoR) 2 AR A ZH 20 AQPS mRNA HIEE 3R Gk
B EWaR (¥ P <0.01) ,MUC5AC mRNA 1% H
FEIR I B WSS (B P <0.01) 4878 & % W i T
Wi COPD “UIE FE R /K 70 5 6 85 F R 23 I, ] e Jd
it B AQPS ik [F I, F M &5 & 1 MUCSAC 1y
Feh , DT e #5085 43 MAPE H o
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TN 25 US4 1L 37 56 40 MO 1 2R 4 1 AR B 2
FRLPNE SN A

AR TR, AR A, A, BAE, ERA, B, K E
(1. ZMKFWBES —ER, i HM 215006; 2. i h 5P ER, &% 210029)

[FZE] B B2 2 6527 (daunomycin-induce nephropathy, DMN) BF 5% Bl 24 U9 b 1fi 37 38 5=t T 7 20 i B 22 746 1
0 22 38 X6 15 /INER 8 3o A T 72 A B SE . FT3% 2 SD R R A M IEH A AR AL DUIR S A ZH (1 mg-kg ") AN R 24 05 b i 37 21
(10 gokg™") o Hor A5 YL | DU 2992 1) 41 R0 0 A 224 00 %0 1t 32 40050 BT 2 28— Uk R i Bk ik S 6 mg kg ' XEARGEE 2 K AN g
25T DL A AL AN IR S DR 0 A AR R 25 R H L R, 3R 8 L AR N TEXE A AE 7,28 ,42,56 KB WUR MR A, WEER PR
HEE B R3S OB U OUEE A UL = X nephrin, 88 11 (nestin) Fll vimentin {5 1E ML HEAT 0 4. 5 -
PRV H 76 28,42,56 d SRV S5 EH A LR PR & 3 MR E B B, 22 RAA Gt B L (P <0.05) s %1/ Y7 4 S BITR 4 Lh 3%
W TR, ZRAGITFESL(P<0.05), BnM S H M L% 5 8.3 . B IELH 20 06 B A0 50 05 21 24 2 45 S W7, in ok 24 05 %b
M7 1697 20 5 DUIR G 36 97 21 RIS 30 20 LA % T 200 i 1 A= B /0 8 - i JB 0 722 47 0 R 'BF 28 41 nephirin, nestin I vimentin 25 H 11y
FIRAF O WE , PR AR B e e LR B 2R WS s /b, 15 BT I O A AR RE A LG BT B A AR 5 VR YT 56 d R B 4 RT-PCR K
Wetern blot %] nephrin, nestin Fl vimentin RKIXZ HATELE R R AT HEHEMA LK EF AR FE L (P <0.05), &
I8 IR X U D 1M % T B8 32 4SS RN 10 A FH 2R B A R AP R A i 2 L TR 5 A 10 S R P 1 TD B A R B A A 1 A R AR
AN TR, bR AE S e A i R R R A R IEAE G
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