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"Rzt COPD K BEF ALK 16, ,
HEH L OB 2 K 338 152

ek, F, MEXC, WEE, RRE, x, ki, AXE, K&, I
(TP EBKF AMESRE, M 450046)

[(FHE] B EE PRGNS 48 P B 2E 4 il 5 % (COPD ) K BRI 20 21 rh 5% b A= K R F-8, (TGF-B, ) B H 32 f& ( TGF-
BRIT) S K e 3k, 408 il BN 4% 41 il (PBMCs ) 41 25 11 5 WAL 2 (HDAC2 ) LR 3R 3k I TG HE RS2 . 75 3% R AR ZE Jinfig £
Wi 2 4 COPD K RBEARY . REMLA N IE W 41 BEAUZE " FR vk  of A 41(20,10,5 g-kg ™' ) o IEH 41 BRI HE
AFRER K (10 gokg ™), THEBINBE RS (A AR A4 B HE L 4L 14 d. BEOGEEIE S 3 U PBMCs o HDAG2 3% ¥ , B ¢
B 35 W BEI E (ELISA ) 3250 5 Jifi 20 4R &) 9 v TGF-B, Je PBMCs 1 HDAC2 & 4 5 SE 0 %€ 6 i 7 PCR (Real-time PCR) 46l Jifi 4
Z15) 0 1 TGF-B, mRNA . PBMCs 1 HDAC2 mRNA 3Rk ; g b4 TCGF-B, 5 TGF-pR I & [ 76 Ml 40 8L Jii s 3R ik, O
MEEH RGN, SR 5 IEH 4 A, B4 K BI85 9 TCF-g, & i i (P <0.05) ; Jili 41 £ TGF-B, mRNA , TGF-g,
5 TGF-BRINE A RABW ME 58, (P <0.01) ;87 20 K L PBMCs 1 HDAC2 mRNA ik & i K H M 8] B AL (P <
0.05,P<0.01) , ZRYAGITEE X, SEBHENLE, ZFKHMKE A8 H A 5% o TCF-8, mRNA ik (P <0.01)
M TGF-B, H & &I B FFAL(P <0.05,P <0.01) , Fye 41 fb K5 Wl il 41 2L rp TGF-8, 5 TGF-R 11 & (13153 B 3% 55 T AL #Y
ZH (P <0.01),PBMCs f1 HDAC2 mRNA 3K & S H IS W& (P <0.05,P <0.01) I AH R L5 W B ol . &ik: Bk
Jnuk X COPD A5 5t RAEH o H AL T i 51558 PBMCs i HDAC2 Je P K3k, 32 5 HDAC2 & o, Wil TGF-B, K H 32 (R I iy
RIKA K,
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[ Abstract | Objective; To observe the effect of modified Erchentang on gene expression of transforming
growth factor-8, (TGF-B,) and its receptor TGF-BR I in lung tissue, the expression of mRNA and activity of
histone deacetylase 2 (HDAC2) in peripheral blood mononuclerar cells (PBMCs) of rats with chronic obstructive
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pulmonary disease (COPD). Method; The method of smoke combined with lipopolysaccharide (LPS) was used to
prepare COPD model in rats. The experimental animals were randomly divided into normal control group, model
group, high, middle and low-dose modified Erchentang groups (20, 10, 5 g-kg '). Normal group and model
group were orally given normal saline (10 g+-kg '), and high, middle and low-dose modified Erchentang groups
were orally given the drug for consecutively 14 days. The activity of HDAC2 was determinate by Enzyme-linked
immune fluorescence. Euzyme-linked immunosorbent assay was used to determine the levels of TGF-B, in lung
homogenates and histone deacetylase 2 ( HDAC2) in peripheral blood mononuclerarcells (PBMCs) of all groups
before and after treatment. Real-time fluorescence quantitative PCR ( Real-time PCR) method was used to detect
the expression of TGF-8, mRNA and HDAC2 mRNA. Immunohistochemical (IHC) detection was performed for the
expression of TGF-8, and TGF-BR Il protein in lung tissues. Result: Compared with the normal group, the levels
of TGF-B, was significantly increased (P <0.05), expression of TGF-8, mRNA, and TGF-8, and TGF-gR I
protein expressions in lung homogenates were significantly higher ( P < 0.01), while the expression of mRNA,
content and activity of HDAC2 in PBMCs were decreased significantly in model group, with statistically significant
differences. Compared with the model group, expressions of TGF-8, mRNA (P <0.01) and TGF-BR I protein in
lung tissue of the rats treated with high and middle-dose modified Erchentang (20, 10 g-kg™') were decreased
significantly (P <0.05, P <0.01), TGF-B, and TGF-BR I protein expressions were lower than model group (P <
0.01), the expression of HDAC2 mRNA , content and activity of HDAC2 were higher significantly (P <0.05, P <
0.01), with statistical significance and obvious improvement in lung tissue structures. Conclusion: Modified
Erchentang has an anti-inflammatory effect on COPD. Its mechanism may be correlated with inhibition of expression
of TGF-B, and TGF-B receptor Il genes, improvement of the expression and activity of HDAC2 in PBMCs, and
inhibition of the inflammatory response.

[ Key words | chronic obstructive pulmonary disease ( COPD); lung function; modified Erchentang;
transforming growth factor-beta 1 (TGF-B, ) ; histone deacetylase 2 (HDAC2)

BEE RATT QM i e H g2 e, H AT PERL 5 SCXK(#8)2010-0002, i /5 4 20 ) 5t B 1 & i I

FEVER GG (COPD) ) UG 3 & R R FBE T~ 4 12
I BRI BOAIT COPD 1 24 i J 25 7t
BLAI R B ATAT IS s . 2T COPD 18 k48 i i 72
T A % i £E 28 PR TR 94 4 40 e S HG R T £ 4 i PR
F L A B K W T8, (TGF-B, ), il 38 5E B F -
(TNF-a) , 40 A % -8 (1L-8) , IL-6 45 it fili 41 2 1y
BHLE 4 A L BEGEE (HDAC) X 40 ffg P4
TP 3k 0 R R 45 4 i BE 7 AiE AR G B
W, AR B 2 6 R SF 2R R R 7 ) R i R
i, U LT BRI 0 R A B B N T T R
W5 152 38 F 52 % B H: % COPD iy 28 3R | 1
HIL2G MM A Fr 4R . ARBFSEHI % COPD K R
WL BRGNS 2 5 COPD 4 4iE ) 1% 19 TGF-
B, K7 (TGF-BR 11 ) 3 [H 2 15, 40 A i 204> #%
ZH s (PBMCs ) Ht HDAC2 3 [H 3 3K 5 1 7 (9 52 i,
S PR IS BRIk 677 COPD #4523 T4 4 .
1 ##

1.1 zh¥ 6 H ik SD Mtk KB 50 H,SPF 4%, {k
T 230 ~270 g, A S SL R O B VR AT E
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3 (AR UE 41003100001905 ) |, 52 56 0 457 fi T 34
AfES SYXK () 2010-0001, 7 8F 5% BF ¥ K& 1) 3
YA S BRAE 5 FE T R R B 2 KA sh AR B2 B & 1
L #E T #E4T (dit#fES DWLL 20130018 )

L2 259 Rl R ok O 245 W) 41 A R B
(H)6 g (4t 1403125s), F H (#£) 10 g (#t 5
1309001H) , %5 F 10 g(4it*5 1308001s) ,fR% 15 ¢
(#it4 1309001H) , Hb ¥ 10 g(4tk*3 1103001S) , Bk iz
10 g(#it5 1302001H) , 4% 10 g( = 1407007 w) ,
HAR 10 g (4t 5 1407001W ), ¥ A 1= 10 g (L 5
13040028) ,1l1 25 10 g (it 1210007H) , F3%& 5 ¢
(#t*%5 1303001H) , H & 6 g(4it = 13020018) 551K
SIUBE G A i R 2 I 7 ORE . iR 24 (LPS, 36 [E
Solarbio /A 7 , #it 5 1.8880,701c¢034) , TGF-B, fij ¥
B P8 W B 5 (ELISA ) Aax I 58] &0 (b 765 g 36K A )
BHEEABR A A, 45 m1002856) ; HDAC2 ELISA #5
k7] & (35 [ Epigentek 24 ], it %5 P-4006-96) ;
HDAC2 3% 4 46 128 55 & ( 38 [ Biovision 24 F] , fit5
K341-25) ; & RNA $2 B & b 7% 580 & 4okt
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5L} 3¢ 6 € 1 PCR (Real-time PCR) 5] & Oligo
AR (R Rt U ME R AR R A IR FD L S
% RNA-50, R211-01, Q141-02, D12540) ; TGF-B,
BRHLR M —PL, TCF-BR I S bt KBl —$T, ABC H i
AR &, DAB 1 63850 & (DU LAY
ALt 2 4 W 1714116, 891115458, SA1022,
AR1022) , 5I¥FH) LR 1,

#1 PCRII¥EF
Table 1 Primer sequence of PCR

S AT 5191751 '5'4/@1)*:’&

HDAC2 i 5'-AGCCCATGGCGTACAGTCAA-3' 245
FUiE 5'-GGGATGACCCTGGCCATAATAA-3'

TGF-B, % 5'-GAAGGACCTGGGTTGGAAGT-3’ 138
T 5'-CGGGTTGTGTTGGTTGTAGAG-3’

GAPDH 9% 5'-CCTCTATGCCAACACAGT-3’ 223

T 5'-AGCCACCAATCCACACAG-3'

1.3 (%%  TopScan /N5l 4 fili o RE I & 2 4 (3
GAEIRBHHCA R A W) 5 inspira B9/ 5l ) I 9 18 1L
(HAJEH S A ; DU6GA0 8 SR 23 55 B 1 (25 [
BECKMAN) ; DHP-260 7 i #hf6 i 55 35 48 (& dn 1h
P AL BT ) ; TGL-16GA A% Y 5 3 25 .0 AL
( B m LA ) s Powerwave XS B 1 48 il i
(2 Bio-tek 23 1)) ;1575 # 4> [ 30 il b7 Uk AL AL
(EEASRATF) ; Micro 17R BI/NEL & K8 % 5
BLOHL (G E AR A F)) 5272007028 52 i 52 6 i &
PCR ¥ ( & [ Applied biosystems /2 @ ) ; TP1020 %Y
4 A ZhH LA FEHL, EG1150 ST5020 # [ #3141,
RM 2265 % 4> [ 2 %8 % U1 i AL, RM2245 74 55 8 i
(o H Zh Bt RE YT L, EM UCT #9468 357 H 4L, HI1210
RUBE 5 HL A HI1220 A4 5 AL (fE [E Leica 23] ) ; U-
CMAD3 # i {55, 20486 W w4 141X, BX51 + CCD
S H AR 23 ¥ B2 48 ( H A Olympus 23 #) ) ; Motic %%
FY R AR R G (F s MOTIC A H]) .

2 AFiE

2.1 o BRI S REBENLS R 5
S50 B IEH 4 R BRI ik 20,10,5 g-
kg IR, AL 10 Ko S IESCHER 14-15 ] il 45 5
A ME I LPS 755 COPD KRB A . R B4 1,14
K, TH S 258 T A T LR BEER K (4 i 2 0%
200 pL(1 g-L7")  BREE 14 KAb, 45 2 B4 30 KoK
KEEAEA N (50 cm x50 cm x40 em) , 57 4 47
FYFE,2 W/d(8 /W) ,30 min/IK, IEH 4 A HE

Mo BEAE 55 )G, 2% SCHR [ 16-18 ], 1EH 41 A%
TU 25 T A B AR K (10 mL-kg ™) HEH (ig) , Bk 1%
MR 20,10,5 g-kg ' K25 M % F 6 mL A HLER K
R 3 mL, &R 1 10:00, T 6:00 45 ig —
W, ELE 14 d,

2.2 fRbRum

2.2.1 KR —BAREW L
() A 15 RS BB T 1B L o
2.2.2 Ficoll-Hypaque % £ 43 £ 1 43 %5 A1 J& il 54>
HAii  BUFRPst 05 M ANE it iE Y 1 mL
A S RAMEBK ARG I EREZRES T
I ECL A0 ) S R T L, VR R DR RETE B B,
3000 remin ' KFEEL 15 ming BOEENS N3
I W= (1 R B LR 2 ) M N = e S Ay SEA R U S A
L, e )23 A A0 M A B, AE b 2 T Ak
B — VLRI R 20 A 6= F R A, A
A% 230 0, 455 bR L 00 L R B A i P B A A A A
R WA, 5T 1.5 mL 2.0,
IAS 5L EAEFER K 1 J5 remin ~ B0 1 min, Bk
VAN 2 Ik

2.2.3 PBMCs H* HDAC2 1% PEAG I i FH 3% v 9¢
6o BT &, T IR R A U B B EA T R A
2.2.4 ELISA & K: O fifi 4 21 5] 3% v TGF-B, J
PBMCs 1t HDAC2 &6 ¢ a7 & vd B 5 iE 17 45
1o FHBEEFRALAE 450 nm T I E WG A, 58 i
b o il 2 3 SRR b R BUR 4 2040 3% b TGF-6,
PBMCs # HDAGC2 %7,

2.2.5 Real-time PCR ¥E %5 0 fiifi 26 23 &) 3% f TGF-
B, ,PBMCs ' HDAC2 mRNA %3k I RNA 42 B
IR SR RNA 553 6O B 1T 5 RNA ik
JEE RNl 300 5 S i R & I B S G L cDNA, $i 3
i SR A FL ) cDNA G BT 5 SR K < Hiseript 11
Enzyme MIX 2 pL,2 x RT Mix 10 pL,Oligo dT 1 uL,
Random hexamers 1 pL, 2B A RNA 3 wL, &K
(i) 3 wL, 3£ 20 wL,i82) 30 s, B0 30 s, %58 PCR
XA 25 C 5 min, 42 °C 15 min, 85 C 5 min,
Real-time PCR YeRLFI5 4 NS T 4 CIRA B,
A Real-time PCR Y, ¥ i3 W] 43 P 20 1 B2 )7 47
N WY thZe PR st ¢ .
Real-time PCR AYHEATH 1S, R 20 pL WA .
SRS h 95 C #4130 5,95 C7ZEME 5 5,60 C
B K 20 5,72 CHEf 30 o534k 40 NEFR . R AL 2
F R 0 A 50 I e i £ 40 7 L 3 5845 4 TGF -
B, ,HDAC2 mRNA X} #£ik it .

WL S 5 v 4% 20 K I
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2.2.6 i ZHZUN PARAS ) A S gkt A R A
21,10% W EEEE AL 4 ~5 pm JEY R, 95K
H-HLL(HE) Qe fa
2.2.7 A gE A4S I il 40 20 TGF-B, K TGF-BR I
FEEARE OU A B ZEK,3% H,0, FHLK AN EE
W EAL Y @ M B A I —P TAER . @
AP AL —H0 TR 5 R R R - E ALY 2 &
Y,DAB B 7 KRG Y. PBS HAU—HUAEIE
G P A A5 R I T LR B 6 0K Sy BH M 3R 5K Bl D
PRI 10 A~ S B, 4 A sh ’R 50 B & 40, B
PEGL R 3 OB BE TA S 1ME .
2.3 geitsEartr R SPSS 11.5 dEAT Hcds ab B,
THEFORHEE T « s o, 2 20 M B R R O
2000, LA P <0.05 hERAGIH A E X,
3 &R
3.1 KRR —BORGL SEEZ5 AT E 4, — MR
b RE G, TJOAE T . AR A 2 R ) i A AR A
TERIHT R BRSNS A B, &0 2 Ko R vk
e R AR R, AR T T H
3.2 XF COPD KUt 1 2 B AZ f iy sz i R
ML IE B A S R e R AT, R R
TG U9 5 il 0 2 1 Y6 W, JCBE A, AR A e
Gegi, BRI XRE MM AERANALZ
LR A FE B S W, I B RS Mo 5 v A A B
K, B DR LT A I, 55 PE 22, 48 R S IR AN 5 TH
B SRR 2 ThRLRE 4 DX SR A B, T DRy
S RN = R 7 T N N N N 7 N B U
J ot R ARG R AT AL RGE S W D R SRR
Jits U 25500 2 T AN, A BRI A 3 il U T L 3R
G BA K AR &R . 58T W IE
WHAE XREMHELTEERERANRIL RSB N
Yy, SO LS R S8R, 2F B 20 RN AR 48 e A ) HE
G, A 245 4 A ZUTCEF A Al s Jh IR & 2R
LA 20 JH 95 11 R R AR G A1 I Y BE 45 4 e R i 9
DA 5 it 1 1) A DL, 2 40 e 90, oA DAL s A e A
WA NA T S Y, o &G 3K 2
A Z A A0 B 2 R RN G I Y R A, COE R
SEORFLI 5K RE R I R A M AN A 5 i U L A RE
A2 R R AN IR JR /0N i A 7S I, 1 A5
KT8] J55 B 2T 4 200 Ji A0 2T 248 40 B 3 A | 40 i Ah 3 5
W2 USRS RE I R R RS Tl s b e] D
R A A A SR AR i 96 R] ot B 3 )R R AR A
JHL VR, 3 vt My 0 T UL g 3 Al AN sk K S R R 9
S RERVAH T, R IR v ) R 2 A0 S R
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NI D B L BB e IR SE R B A B
I T SRR A AR /D T T A i il 2 AU
/D WL FE I ¥ 23 A A T R AR K b vl A Ml 2 2R 4
Fy ) IE R BRI IR R R R AR R 22 T
R L, A B AR R I T i R R T Ak
WK1,

e

PRI R TR
i AT
PANY O B

VRN N IHERE Ve

', v :“ LR ) ),
P * 377 &
"' '! 7 N “.'}’;

ATEH LB BRI C ZFR MBE S g- ke ™' 415 D. B 7 bk
10 g-kg ™4 E. ZBRAINIR 20 g-kg "4 (2,3 7))

1 ZBRiFHMkI COPD X RAHRREBEEH A M (HE, x
100)

Fig.1 Effect of modified Erchentang on lung tissue pathology in
COPD rats( HE, x 100)

3.3 xf COPD K R 41 41 TGF-B,, TGF-BR I %
K e AL 45 S R, TCF-B, 4 11 £k
ARG 2 0 @ fF P S ik, T %80 K T 0 il v L g 20
LA A% 14 B P 5 5 L A0 S0 A b N PR
ik TGF-BR T B4 B 6 (32 T T 780 Jiti o 1 g 400 i fst
BV 23k, I 280 i L Bz 200 B e 2k Al S
b B AR M B ek WL 2,3, B4 TGF-B,
5 TGF-AR 1 3 [7 3 3k T i vt b Bz 40 B, o 4 6 4
i T 200 5 A R M . 5 I 2 L AR 20 i
Y151 TGF-B, mRNA ik K & 139 5 % 7h 5
(P <0.01),TGF-B,, TGF-BR Il K 1 1£ fifi 41 41 1y
JFU 4335 R (P <0.01) , SHIAIA L, —



9523 5 10 3] FEXEAFERE Vol. 23, No. 10
2017 %5 A Chinese Journal of Experimental Traditional Medical Formulae May,2017

Wiz inik s i) i 20 TGF-B, mRNA K3k 15 1 2 %
K (P <0.01) ,TGF-8, & &M @y /> (P <0.05,P <
0.01) ,TGF-B, JFfi % ik i W 55 (P <0.01) ,TGF-
BRI 1 78 Jili 20 21 v iy J A7 3% 3k B 3 0 59 (P <
0.01), W1,

3 Z"HRimMEkI COPD X RATA LR TGF-BR I E B R ik (i
HAk, x400)

Fig.3 Effect of modified Erchentang on expression of TGF-gR II
protein in lung tissue of COPD rats( ITHC, x400)

9 3.4 XFAMNE LA K A0 g b HDAC2 mRNA %K |
E L HE R 5 IE R 4 bR, AR 4

H2 ZEAMMKY COPD XREES TGFp, Eaksmym  HDAC2 mRNA ik & & K LI 3 0] I FF
(4 gl Ak, x400) (P<0.05,P<0.01), SRV L, —BRizhnik
Fig. 2 Effect of modified Erchentang on expression of TGF-8, q:: \'_U||J§QH HDAC2 mRNA %1_ /\E‘&(ﬁ I{;EE%E
protein in lung tissue of COPD rats( [HC, x400) iﬁbﬂ ( P <0.05,P <0. 01) . m%% 2.

x1 ZHFRAMKMZFHEHXRMASR TGF-B, , TGF-BRI RIXKIHM (v 5)
Table 1 Effect of modified Erchentang on expression of TGF-8; and TGF-BR I genes of rats lung tissue in each group(x +s)

fiti 59 3% fili 28 (1A)
219 n Fl /g kg !

TGF-8, mRNA TGF-B,/ng-g " TGF-8, TGF-BR 1T
iEH 10 - 0.46 +0.24 105.31 0. 47 0.55+0.13 0.67 =0.31
[ 8 - 6.59 +0.17% 246.58 +1.47% 9.06 +0.57% 9.36 +0.31%
R R 8 5 5.35 +0.23% 205.17 +1.82% 7.45 +0.25% 6.27 +0.41%

9 10 3.21 0. 11Y 157.15 £1.57% 3.87 £0.30" 5.03 +0.25%
9 20 3.65 £0.41Y 195.14 +1.21% 4.70 £0. 16% 5.21 0. 36%

HHIERMAILED P <0.05,7 P<0.01; 5HAA LEY P <0.05,”P<0.01(F2[).

¢ Wik FO P 0 2555 3 0 I R LU o B
COPD J i JE A Ak J2 1A W1 306 SRS RO ARAE Bk WL 53 , o B OA A A £ , 3 A
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R2 ZFFiHMIRISNE M BRI F HDAC2 &8 ,HDAC2 mRNA RiA R HiFHEH M (3 +5)

Table 2 Effect of modified Erchentang on expression of content, nRNA and activity of HDAC2 of rats lung tissue in each group(x +s)

26 5 n /g kg ™! HDAC2 %4 HDAC2 mRNA HDAC2 {4 RFU- (h-pg) ~
EH 10 - 1.40 =1.78 0.69 0. 07 1.52 +0.34
[ 8 - 0.61 +0.57" 0.29 +0. 04% 0.36 0. 41%
BRIk 8 5 0.50 =1.54% 0.31 £0. 09 0.57 £0. 12%
9 10 1.32 +0.22% 0.45 +0. 06" 1.32 +0.37%
9 20 1.37 0. 43% 0.46 +0.07% 1.39 +0. 43%

WE . IR T RO EHRAF R, H
P H MR ARE CH R, Ty BRI AR, £
Nl STAZ Y e E AL RSV R RTE A I R e
JAL R LRI DUR 2 B 1, T 0 ph 2 A s
BRI AR S LR 18 2 G 3R 2SR R B
SACRZ T o ARJr e ZBrim et LIk (%) 9
AT LAAE R 1k W7 Wi s AR B - LAYS Bl RS, T
E2NCE NV NNITEGIN b AT SN 1 e I N N
Tk R (1) R - TR A I = 011 S W ST 4
PR Il ST W e L [ B M 45 22 T, A I R
WLEE ST R (AR ML A e

COPD (195 3 & fih 3= 22 & R E , <38 5 i 55 o
()RR SR 98 RE V5 T 98 A AN i B HC 88 s 1) 45 o 4 it A
o YA Ah 2 R RN B A ) B4 LPS, A A
BRI R {2 4NN T TG, , A
fAFK (IL) -8, IL-6,, [} 98 IR SE [ F-a ( TNF-ar ) 55
(%G 5 BPR S BRI, X e AN i I 1 S b Mok 4 i
A5 R AN A5 Hh RSO I Ak 58 40 RS R 2 1
20 M R Ao S L B R AT E T
HBJAE AL AU TGFB, 5 TGFR I
O RIKG, 25 240 N TR .
R TGF-B, 32 1A BH W7 571 BE 8% Jal 4% 48 i B g, 10 il
RZ W5 30 TL-1, TNF-o 55 48 i X5 7 B, & #5
VLR, TGF-B, 2 5%F LPS i S it 5 15 41 ffa
B A M R T34 Y o AR ERST R B KR
Jili 448 TGF-B, , TGF-BR 11 % 1 Ay ik 1 i i T IR %
XTHEA , 7% TGF-B, 5 TGF-BR Il 5 COPD [y %
RE SN o MR il ) 3 rfy TGF-B, mRNA, TGF-B, &
YR R R COPD b TGF-B, 3L 1K 23k
BRI 2, SRRV IR, Rk 10,
20 g-kg ' F B4 TGF-8, mRNA,TGF-B8, } TGF-BR
I 25 (2 Tk 45 Wl 38 MR A, 3 R — R 3 Jn ke v e 3 o
ik TGF-B, , TGF-BRIT Fe A Kk , R AEHT R AEH], i
4 20 AR AL T LAEIE

RAEFERE COPD 55 48 1) 4 i %, 41 B (1 & W4k

-+ 152 -

fif ( histone acetyl transferase, HAT) Fll14H 45 H % £ Mt
AL ( histone deacetylase, HDAC ) 2 535 4 i 41 i &
PRI IK 0 G B G . TEZ0 MU A% A, HAT/HDAC 1 3l 25
SR ) 2 LR S B AES 2 S R Ak, DT IR 4R e
0 57 014 205 B R TR 2608 %0 B IR A ) ok L A5 4%
Jai o HAT fii 21 26 [ Tk Ak, £ 48 E A J5E 1% 36 Pl ¢
P A Ay T ROIR 2, 412 32 48 i A JT B DR 1 2 S R R
B, HDAC fli4i4E % 2 BEAL, 1K 2 41 8 A IEH
i, 55 0L fr (1 DNA B3 25 & B e A% /MR 1Y 45
P, G o I B0 o 30 BELAS L S B 7 5 DNA 45
B LRI B 55 3% B4 o) T 4 5 I TR . HDAC
S0 40 B DR B B S AN R, A e S
HDAC2 J& T HDAC FK % % i, HDAC2 H#3 5
COPD B 4 i b 72 ', HDAC2 S 4 fz it ik & /v
TR BT AR TE M T 06 T 0B OBE BT R A S Al
£ O BB K55 H9 0 HDAC2 f 3k v
AWFR W N, 5 IEE 4 b, B8 4] PBMCs
HDAC2 mRNA ik & it S H 6 M3 B2 AL, 5
SCHERHE — 807 HDAC2 [y F W fili 45 41 76 1 &=
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