- 222 - o [ P R 2% 4 44 2016 4F 2 A 45 36 4555 2 1] CJITWM, February 2016, Vol. 36, No. 2

ﬁ

PR

P 15 08 BRI 18 1P e BURE TR (47 5 3
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WE BR R E RE S e EAEA KRG EE AL AL AR A T AL e R EALH] . F7iE 50 R
Wistar K SRR & 54308 I 60 77 i 0] 4508 2 2GR K SR AL, B R BB 48 (10 R, % T i 4 449
Feo MAHFFLIAR25 B, AREB XA T RE o EHYR LT BAFHE25% 9 R A AN A
(22 R) A B KRR E & o i§RAR K o 7 5 384T AR S BB W & T R S &AL F PCR
(q-PCR) #&l £ 3h bk ¥ 5% % % 4k (leptin receptor, LepR) .Janus % & %4 & 82 i % 2 (Janus kinase2,
Jak2) 135 #-3F-F A4 %% T 3(signal transducer and activator of transcription 3, Stat3) . 8 i B
F1E 5474 % & -3 (suppressor of cytokine signaling-3,Socs3) . 2% %3k % [ 1 & % 4k (angiotensin
Il receptor type 1, AT1) AT 2 B s BLLEE 3 - %% ( phosphatidylinositol 3 kinase, PI3K) | £ R & BR
& @ % B (serine threonine kinase, Akt). 4 4 & B 5 kBp65 ( nuclear factor of kappa B, NF-
kBp65) .4 B F kB #4474 % & o(inhibitor of nuclear factor kappa-B kinase o, IKKa) .4 B F kB
4 & d B LA (NF-kappa-B inhibitor B, IKKB) .# B F kB #4]%& & o I & (NF-kappa-B inhibitor «,
IKBa ) =B BR B 3 7& 1L & & % B ( AMP-activated protein kinase, AMPK) mRNA % ik K-F, #¥#% g-
PCR 4 X, % R A % & 414t F= Western blot 4 £ 3 kk ¥ AT1 . LepR ¢k ik, R S Ra b 4
BAXEARE )R b fgHF, oiF Lep Ang Il . Fl A ¥ &8 (Hey) . A& % 1(ET-1) . TNF-a.IL-6 .3,
W EE (B,-MG) 7t & ,NO T, 2553 A4t # &L (P <0.05, P<0.01), AKX R 30k A M
BRI RLIE A AR RS B ME, SARBAE, A MK R EFH P LepR.Jak2 , Stat3 ., Socs3 .
AT1 . PIBK Akt .NF-kB p65.IKKB.IKBa . AMPK mRNA % ik Lif(P <0.05),IKKa FiH(P <0.05)., %
EA R AR AT Fo LepR 4735 & AR B3 % faM 3145 A L m s 2, Western blot 275 %t
PELA VLA B R R 3k P AT1 A= LepR & & Rk 3 m(P <0.05) ., &t HAR K ZIAA e
FIE, R E ¥ m, 2 TIEHIRE , LB % R gk, EHETH KRRV EE, E84a, 298K, &
F TR AR R 2 A S R R R 49 BELIE AT —

KB IR BRGE & R ARAE N R E

Establishment and Evaluation of Hypertensive Rat Model with Excessive Accumulation of Phlegm-
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ABSTRACT Objective To observe mainfestations of syndrome and biochemical indices of hyper-
tensive model rats with excessive accumulation of phlegm-dampness syndrome (EAPDS), and to ex-
plore its possible pathological mechanism. Methods EAPDS rat model was prepared in 50 Wistar rats by
feeding with high fat forage. Meanwhile, a normal control group consisting of 10 Wistar rats was set up by
feeding with normal forage. After 25-week continuous feeding, 22 rats with body weight (BW) and blood
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pressure (BP) exceeding 25% those of the control group were selected as a model group. BW, BP,
blood lipids, and related serological indicators were detected in all rats. Morphological changes of target
organs were observed. mRNA expression levels of leptin receptor (LepR), Janus kinase2 (Jak2), sig-
nal transducer and activator of transcription 3 (Stat3), suppressor of cytokine signaling-3 (Socs3), an-
giotensin II receptor type 1 (AT1), angiotensin I receptor type 2 (AT2), phosphatidylinositol 3 kinase
(PIBK), serine threonine kinase (Akt), nuclear factor of kappa B (NF-kBp65) , inhibitor of nuclear factor
kappa-B kinase a (IKKa), NF-kappa-B inhibitor B (IKKB) , NF-kappa-B inhibitor a (IKBa) , and AMP-acti-
vated protein kinase (AMPK) were detected by quantitative real-time PCR (qPCR). Expression levels of
AT1 and LepR in aorta were detected by immunohistochemical assay and Western blot respectively.
Results Compared with the control group, BW, BP, and blood lipids increased; serum levels of leptin
(Lep), AngIl, Hecy, ET-1, TNF-a, IL-6, and B,-MG increased, but NO decreased in the model group
(P <0.05, P<0.01). Aortal endothelial injury and smooth muscle cell proliferation occurred in the model
group, accompanied with heart and renal injury. Compared with the control group, mRNA expression lev-
els of LepR, Jak2, Stat3, Socs3, AT1, PIBK, Akt, NF-kB p65, IKKB, IKBa, and AMPK in aorta were up-
regulated significantly (P <0.05), while the expression of IKKa decreased (P <0.05). Immunohistochem-
ical staining showed, brownish yellow deposit of AT1 and LepR was obviously increased, with more ex-
tensively positive distribution. Western blot results showed, as compared with the control group, protein
expression levels of AT1 and LepR obviously increased in the model group (P <0.05). Conclusions
Model rats exhibited typical syndromes of EAPDS. They put up weight with fat abdomen, gloomy hair,
poor appetite, hypersomnia, lowered activities, reduced food intake, loose stool, dark red tongue, white
tongue with white, thick, greasy fur. Lep could be taken as one of objective indicators for evaluating hy-
pertension rat model with EAPDS.

KEYWORDS excessive accumulation of phlegm-dampness; hypertension; evaluations of model; leptin
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A Z PRI N IR, S O R A i LA A
PRUHEBERE , R RO A F R R

P2 JIE 1 o 10 1 A ) L B SO R, R )
GEVE S N AR | TORAERZ” B A
ATAEA i PR T 5 S0k 7 TR 22 B8 8 28 Tk 6 1 Bt
PREAER(BMD) [ T 2 IR 2 R T kR
RO P X AT 2 2504 ] T A SR AR R | AR R
HA 24568 AR T LA 3 A 9 A, A S PR L
WFFE O R A H B A o B H A0 AT B
UEZE & S BERLE WFFE B R, A WEIE B (e
N7 PR 3 9 8 8 2 JBEIE R I T R RS TR, L4
FUUR Ao DL S AR O BEAG 45 %, W JHG A Wy 2 il O
AR AT RE A BEAL ] o

5%

1 3% 60 H Wistar K, HElE 8 J& %, SPF
%, K H 200 ~240 g, S ARAL, ShY &A% IE S

5 :SCXK ()0130001 . & i 1l Bk e 7 < 345 3 4 et
60% , 551 12% , HEWE 5% , 43 5% , 644 5% , X
E10% , KM 1% , T3 2%, & Bt 4 B i Tl
PR R R L 3 L T S B A TR A 5, i
NEPEMESR 1

2 R RANES BRI T W B (ELISAY) A
S (Lep, t5:136247 —09) ik &; M4 Kok £11
(Angll, #it5: A25364 - 09) iR 7 & 7] 50 bk & iR
(Hey, #t*5:H13269 - 09) . N Bz % 1 (ET-1, 4t 5
E26367 - 09) . TNF-a (#it5-: T46070 - 09) .IL-6 (it
5:110772 -09) \NO(#t5:N20908 -09) .p2 /#FEk
H(B2-MG, #t5:41538 —09) 17| &, ¥ bz
AR A BRA R AE ™ bt KBS Z 2K (LepR) £
TEREHLAR (41520966 - 1-AP) , I Proteintech 2
Al RBUR R Angll 1 BIZ IR (AT Z5i ik (it
bs-0630R) . SABC i 3¢ 4 1k it 7 & (4t = SP-
0023) , b ati#B 22\ ] ; DAB 2 43857 & (H#t5-: ZLI-
9031) , Lt HAZ B A B AR A FRA 7] 5 Trizol (b5
E174),5¢ E Amresco A wl; i §% 5% i 56 & (5
RRO47A) , ki# TaKaRa /A 7] ; SYBR GreenlMaster
PCR 71 & (#t5:10559520) , 36 H B [C A 7l ; IS 2
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FEILAR R 2 R 2= I s e A e B 5 5 |9 el vt A=
TAYTREARAREGK, IR, 22K
/NERTGEI I H ) 4 2R 48 (-5 BP-300A , BB %8 L 24
) ;LightCycler 480 IIZ¢J%5E it PCR Y (75 : Light-
Cycler 480 11, ¢ [E Roche #[4]) ; NanoDrop2000 i
AT A6 (75 . ND2009, 26 [E Thermo
Scientific /A7) ; Multiskan Go ftR1Y (5. 1510,
2£[E/NF]) 3 Mini-Protean Tetra HLJk 245 (%1 : Mini-
Protean Tetra,3¢[¥ Bio-Red /3 F]) ; Trans-Blot Tur-
bo #4 AL (%1 5. 170 - 4150, 35 [ Bio-Rad 24 ) ;
Fluor Chem Q 8%/ #r & %i (#5 : Fluor Chem Q,
22[H Protein Simple A#]) .

x1 HBENG WS

. LR ]
R ZFR 51975 Joh(bp)
LepR  [ii#: 5'- TGACCACTCCAGATTCCACA-3’ 107
Fif: 5'- ACACTCATCCTCACAGGTTCC-3’
Jak2 [-3: 5'- GTATGCTCCCGAATCCTTGA-3' 158
Nii#: 5'- TCTGCCCTTGTTTATCATTGC-3'
Stat3 Fii#: 5'- CGCCACTCTGGTGTTTCATA-3’ 115
Fiff: 5'- CAGGAACTGCTTGATTCTTCG-3’
Socs3  Liff: 5'- GTCACCCACAGCAAGTTTCC-3’ 142
Fii#: 5'- TCCAGTAGAATCCGCTCTCC-3’
AT1 Eii#: 5'- CAGCCGTCATCTACCGAA AC-3’ 134
Fii#: 5'- GAACACGAAGCCCAGAATGT-3’
AT2 Fi: 5'- GCAGATAAGCATTTGGAA GCA-3’ 158
Fii#: 5'- AGTAAGTCAGCCACAGCCAGA-3’
PI3K i 5'-GAGGAGGACGCCAAGAAGTA-3’ 103
Fii#: 5'- TGATGCCAAGAACAAGATGG-3'
Akt Ei: 5'- TGGCACCTTTATTGGCTACA-3' 106
Fii#: 5'- CCGCTCTGTCTTCATCAGC-3’
AMPK  bJf: 5'- ATGATGAGGTGGTGGAGCA-3’ 118
Tif: 5'- AGTGAATGGTTCTCGGCTGT-3'
NF-kB p65 I-iif: 5'-GACCTGGAGCAAGCCATTAG-3’ 123
Tii#: 5'-CACTGTCACCTGGAAGCAGA-3’
IKKa  Liif: 5'-GAGTTCTGCTCGCTCTCTTGT-3’ 101
Tif: 5'-GAGGATGTTCACGGTCTGCT-3'
IKKB  Fif#: 5'-GCGGGTGATTTACTCTCAGC-3’ 120
Fiff: 5'-CGGACCACAGTCTTCTCATC-3'
IKBa [-i: 5'-AGCATCTCCACTCCGTCCT-3’ 113
Fil: 5'-AGCACCCAAAGTCACCAAGT-3’
B-actin  Fii#: 5'- CGTTGACATCCGTAA AGA-3’ 150

Ti: 5'- AGCCACCAATCCACACAG-3’

3 Sl AR ST R R b A
(50 H)FIXFBRZH (10 H) . SHESCHR[6 ], i B e
B BE AR X IR 2 MR AR R, B ORI
ISR 25 JAl, B R WEE R B e A7 00 5 g J] ) o
KEGEE K (BR2ZREM) 1T Lee's $i%L =1
H(g)"™ x 10/ K (em); & A F L 08:00—

11 :00 2 3l o T v I 4 Ok BV PRIR 2851 ol s, % 4
525 W, BB 3 min, BOEE, 12 5% K R
Wk & 5K R kO S B ik . 25 JE S, UK
I AR A X BT S(E 25 % A5 R e E JHE
TR IR SRR ™ B b i K B 22 L 4
NAERIZE , HAR R BURRIFAL A

4 RrdEds KOsk

4.1 HLABPOHRIZ G LR, 3%
S 24 (40 mglkg (R BRI, 1 JEE # K B, 43
BT . UK Bor e i E 3k, 430 3 4, — L 10%
WP R B , A S, U R R 4 pum , 3EFTIROKR
R - (HE) 3e o RS i Ak, — 1 T - 80°C VR #f
17520 2% 5% 5 & PCR (qPCR) il Western blot #
I, —13 2L 2. 5% 1% W R , 44 R B 32 sl Bk
BTG HUGEAT: it 1 #8 FIWL 58 Z2 46 LU AR 48 3 = B L 5%
FEHAT, UK A ELO VE A HE e g4 A
L e

4.2  IVERRPRRI AR KR TC . TG,
HDL-C. LDL-C /K F; ELISA #:#: i 1fiL 3 ' Lep.
Ang 1l \Hcy .ET-1 \TNF-a.IL-6 \NO.B2-MG & &,
ML 3 AL

4.3 gPCR KIAH KGR K1k qPCR il 3=
ik LepR.Janus % H 4 % R i 2 (Janus Ki-
nase2, Jak2) 55 % T+ Fl % 5 #E + 3 (signal
transducer and activator of transcription 3,
Stat3) . 4 il Il 15 5 7 il £ [1-3 ( suppressor of
cytokine signaling-3,Socs3) .AT1 AT2 i ig Bt L
fi 3-8 it ( phosphatidylinositol 3 kinase, PI3K) .
2 9 & R & 1 ¥ B ( serine threonine kinase,
Akt) ZH: 5 T kBp65 (nuclear factor of kappa
B, NF-kBp65) %K T kB 40 % 19 o (inhibi-
tor of nuclear factor kappa-B kinase o, IKKa) 1%
HF kB #1184 (NF-kappa-B inhibitor B,
IKKB) %+ kB il & o W3 (NF-kappa-B in-
hibitor o, IKBa) FIHEER B 1 15 1k 25 1 B ( AMP-
activated protein kinase, AMPK) mRNA ik /K
o Trizol IEARELE Sk A RNA MR 45057 & Ul B 15
Wi S5 B cDNA . #5720 pb PCR WA R :2 x
Master Mix 10.0 pL.7K 6.0 pL.5/4% 2.0 pL.cD-
NA 2.0 pl, KN 2514:95C i PE 5 s;95C A8 Pk
10 5,60 CiEk 10 s,72C#EAf 10 s, ¥ 14 45 &
#;95CA4 1 5 s, 65 CIEfH 60 s,97 °C i ] K
140 CHH0 s, KR 222k . B
It AR 2H PR 8 A 0 #3522 57 (Fold Change) 375 .
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4.4 AR 33k AT1 Z 1K F1 LepR
Wik EZKY) A AR APt KR AT
LepR —#H1 (¥ 1:200 #iF¢) ,4Cid &, FHi R 19G
¥t .SABC, & %5 F DAB W {4, I8 K K & Y,
PBS B —HurE A B PE X R, DA B UL DL A &
FilE R B

4.5 Western blot il = 3 ik AT1 Z1k 5
Lep REEHHEIE HEZNIKAZ 100 mg, MA RIPA
ZUEW (% 1% PMSF) , vk - 24f# 5 min,12 000 r/
min E.015 min, R4 LHE . BCA AN E
W, 12% SDS-PAGE Hijk, I #:# 50 ng, PVDF
JEH FLRL R ED , & 5% Wi fs W) PBS-T =il E A 1 h,
FEE AT, AR, INASRPTR B LepR —Hi sl et K B
AT1 —$it (¥1:300% K ), LA B-actin HNZ,4 C
BB AR WHIMA L% 196G —$1(1:20 000),
ZIEME 1 h, ECL ., Fluor Chem Q THEYE. 4%

W BT
5 St W SPSS 19.0 #E1T 5 4

B, i HEGERIDA X £s Fon, #4505 18] 55 Fb R FH 4
SIAEAS t KRS, 4R AR Student’ s t KR, P <
0.05 AEFAGITFE L,

# R

1 AR BRI BRI R RSB Y
PRIEUEF B , SRR W S, S R NE IR 4
MZEBEAIR, BOIEBRIR, PIRIEIE , 15 3 F R, 1K
D I LA, 0 BELL, & BRI X IRATR
PRV TR I 376 Bl BE R4, S R, B RN, AL
P RAEFRCAHTE LR, 0 PR AL, 51 A

2 A% R Bl a4 I IR i R MR R b B
(£2)  GXFHRAL U, B R AR BN 4 s A0 6T 5K T

e 5 ~25 AW Fhi&, 2R A St B L (P <
0.05) , ¥ ik E7E 20 ~ 25 JEB BT, 2R H 5
H2EE (P <0.05) . fE@EBSFE A, P2 K BT
L, R IGEE X (P >0.05)

5 R b, B R RS 5 ~25 JalfRE B i Ft
B (P <0.05, P <0.01); Lee’s #5 % xf l 4l N
2.85 +0. 12, fiIZ Hy 3. 46 +0. 13, B ZH 25 T % Be
41 (P <0.05) , BRI S5 N 44% ,

3 BUAKBUMEFIEIR L (£ 3.4) WA
BRI KL 25 JE I, 50 B AL b g, SR ALK R TC
LDL-CHA & T+, 22 A Gi 45 L (P <0.05) ; 41

2 BUAKRRMIERARLE (x£s)
2157 n i [l £ (g) Wi (mmHg) #kE(mmHg)  FHEkE(mmHg)  BkEZE(mmHg)
(X 22 0 J4 232.81 +28.57 132.73 £10.68 102.26 +7.32 114.38 +6.76 33.27 £7.15
5 J# 467.26 +48.03 * 164.13 +6.38 ¢ 124.75 +5.18 " 130.87 +4.93 39.38 £5.65
10 J# 590.69 £54.35"" 155.17 £9.24 " 122.81 +9.81" 131.46 +9.52 32.88 £6.51
15 & 694.19 £54.75 " 154.63 +8.78 ¢ 126.63 +10.60 " 128.63 +9.50 34.53 £6.33
20 JH 737.75 £52.58 " 164.5+12.84 " 130.08 +10.73 134.50 +10.04 * 32.50 £7.56
25 & 844.31+£64.19" 171.63 £10.59 132.25+10.21° 139.38 +8.66 * 33.07 £6.67
X & 10 0 4 236.72 +32.03 135.23 £12.94 105.54 +8.21 113.68 +10.94 36.37 £6.28
5 JH 329.53 +40.53 136.89 +11.98 104.89 +8.61 115.56 +10.08 34.58 +6.17
10 & 476.59 +36.43 133.67 £10.59 98.22 +8.65 113.04 +10.95 35.44 +6.14
15 J# 583.73 +33.13 134.58 £15.71 103.56 +9.37 112.59 +8.66 30.81 +£6.57
20 4 659.88 +22.35 136.13 £13.73 101.13 £9.48 110.79 +9.16 37.41 +£6.49
25 & 675.28 +21.89 135.13 £12.69 100.86 +9.62 113.67 +10.32 34.84 £5.58
W SRR, *P <0.05, " P <0.01
#3 EIRRE 25 FEAARRMASKFLE  (mmoll, x s )
2H 51 n TC TG HDL-C LDL-C
TR 22 2.13+0.29" 1.15+0.27 0.41 £0.04 0.47 +0.06 *
X I8 10 1.45 +£0.20 0.76 £0.11 0.51 +£0.08 0.24 £0.02
o SXT A A, *P <0.05
F4 SARRIMEEREIREL  (x£s )
HH n AngIl' (ng/L) Lep (ng/mL)  ET-1 (ng/mL) Hcy (pmollL) NO (pmollL) p2-MG (ng/mL) TNF-a (pg/mL) IL-6 (pg/mL)
PR 22 192.44 £18.27* 6.33+0.31%.59.29+6.41" 11.08 +0.73" " 36.32+3.04* 26.61+2.42% 208.31+11.47*2727.11.+151.98 *
PR 100120.29 £17.13 2.74 £0.28 33.62 +6.67 9.68 £0.61 51.73 +6.18 17.18 £2.55 143.22 +9.36 2 183.36 +75.31

T X BT #L, " P <0. 05
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TG.HDL-C b, 2R it#E X (P >0.05); 5
X PR A, B 40 Ang 1T \Hey .Lep .ET-1 & B2-
MG JH# (P <0.05) ,NO F[#(P <0.05) ; IfiL 75 1 4%
i A7 TNF-o #1 IL-6 75 (P <0.05)

4 BHRRENMESFME(E) B
7 0 BRI B 32 2k i A8 2 R HES L 55, 9 Bz 4t e ]
T ST R B ROC T TG W R A 5 B 4 1f A e
WUZIEIE , IR G, 1048 PN B2 mT DL B 7% (e, SR 4
BT, 2 B4y ZEEL, AN ) B B, W] LK =
Y e RER M E Y . HE Y& {0 5578 %) IR 20 K B
TR RE R A5, B RS IRAR, 2 L
MM HESHE 5T, AN AZ /NS0 AR R B B bk N
R HERZEEL, v 20 LAY 40 it 2 5 S 8, 200 i A%
A IRBUE R, R

A BT FRERIZE( x2 000) ;5B Jg i FXFRE41( x2 000);C A
HE Yufa 515720 ( x200) ;D 2 HE Yefa )5 % IEZH( x200)
B 1 FURKREDENBEIES

5 HAKRMEZEMAAESALME2) X
410 WU MR 25 1 HES 221, 0 L] BR A/ I, 3l bk
L T L TG 28 20 M3 0 (2B ) o R0 40 UL A
FER, oL WLTE] B 5, I UL /N A PRI B, 38 73 JUL R
JEARTEFFWT R (2A) s AT AL LA M Bk A J) [l 2
R PR R AR , A RE 2 IR DA, O LA ]
FUHTE D i 2T AE S5 AR 2

Xf BRZH B /INERIE A TR, BREE MR B/, B /NVE TC
WA 5K (2F) 5 BB 2 m] WL /N B BE 9 5K,
ANERB AR 75K, BRAEE] B 5, ) NERAE A |
PRI ZE 40, TR FE/NVE DT 5K SRR IS PN B B AR Bl
AR A AR TR (2E) o

XU I S IR W S 2 K L
S b S FERCHRHRS A9 T 4 B 2R TE T (2D) 5 45
T T2 e S BRI i s A A, JE200 M K, 2 e

VA B DAL B R AL/ D RIS C O
TIATLLD hnd BT E BRI LS F it I
FFLEL; Hi Sk BT R AL 414

2 ARG ST AHBUR S
(HE %5, x200)

HRT DR B A, AR (2C)

6 4% 41K B E B Ik % 2k R R A K F
(E13)  Sxrifal tge, R4 R R E Sk LepR.
Jak2 . Stat3, Socs3. AT1, PI3K , Akt. NF-kBp65 .
IKKB . IKBa, AMPK mRNA 3% ik 8] & | i (P <
0.05),IKKa 3k FiH (P <0.05) ,AT2 £ik %Rk
Gl (P>0.05),

FEHAA (2-040T)
O NWAOO

T SXIR4LELEL, " P <0.05
3 FARM ISk bR Rk A

7 FHRBRESIKT AT1 Il LepR HEH KB
LLH (1514 .5,%5) A Bon R4 ik
PR TR 3 2 | BHAE SR o A 3 i)™ 2, B AR
HAR B F kb LepRATT 73 A 8011, Western
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blot 2&77 12 % wrHr 4 SRR B, 4w ig 1A kL 25 A
Ja, B A gl R ORLE B Bk 19 LepR. AT 3 3k 1
fm (P<0.05).

x5 HAUAKRRATI K LepR EHFRXKFHE (xxs)

20531 n LepR/B-actin AT1/B-actin
il 22 0.284 +0.026 * 0.347 +0.031*
of 1 10 0.212 +0.022 0.269 +0.024

0 HXHRALEL, P <0.05

44.3um

A g RIRIZ Sk LepR 3% ;B xS HR41 3k LepR
Fik;C ORI E Sk AT Z k%R ;D Jxt B4 L3k AT
ZAkRIE

B4 SARBRESPKH LepR K AT 1Y
Tk (REALGE, x200)

itk Xof M4

LopR | 102

B-actin ~ N o

AT1 39 kD

B-actin 42 kD

5 KAKRBEINKT LepR.AT1 EEFEILHEIKE

oo

9 1 2 JEG I 2 1 I i DL TR 2 — - g PR
ML, Z P8 & IR AR T g IR H R i R
T 570 B AT R A S UM 1 (B 2k E] SRR
BUKBHRER, SEUR N IREER ,, E3RHE T, K NIZ S
PRIT H B S S M G2 17, S BORURT IS, AT Ak kAR
WGIRAT Bk B, S 80E 2R . RSB IEE i
MEZER, A=) 8BNS, JIE
o, B ASRBAT, R E 2 o (A9 ) 48 1 bl
FRBIEHZ N BEE T B IJORET T, B
Pk, Bk B o AR KIS IR E ST
ST KRB | B R ASEAUL N 8 I 5 38 00 2 BRIE 11
AR KRR R AE , IR N AT B AL A 2t
25 Jii] 114 e B TR Ak MEE 17 i R TR A i 2 00 L R g U A 3
B, AL IR B W IS SN T R RN 12 A O A
KEEERINERE, KT Lee's 880 X Il 15 B & 7
i, HAE S Rk E R i el . i 7 s, 4
LSRG W RS o BRI FRAESE IR AR 5 45 30 B b 4
By TSR A < BEIR ZE  IE RV o, LIS R AA E , G
A AR AL, SR EE AT . [ AMIFIE B OR mIR IR
5 T B e L RS R AR 24 50% 1, AT 5 14
HASERN 44 % , 55 [ M FEAHAT o

B A BRI Ang T 5 3% TR 4R B R —IfiL
HEIKK(RAS) REMETE; Hey (ET-1 7, NO f&
K, 7R N EZ 5340 P B2 D Be i Z5 6L s TNF-oc IL-6 T
PR AU F A AE R BIRES s B2-MG 1 T = 4 7R B
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