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RARM & H Mak FHg & & I E B #F 2%

WE Bm it IE% a e (macrophages, M) & & M1/M2 24L& 97 £ s R IR 2R 1% 73
(CMD) #9545 A ZAN K iE 7 44 Hvh, 3% 4% 90 R Uk C57BL6 ) R B ML F R k54 9 4.
6 FEF(6WC 21) .6 FBRF K4 (6WS 1) 6 AR L (6WM 4L, %97 £ 6W) .8 A EH 21(8WC 41) |
8 AMRF R4 (8WS 41) .8 FAAEA LA (8WM 48, K97 £ 8W) | E*4 4a o A TR 20 ( 4] #& CM 20, ML 12 5 Ak
BR =AM A5 AR 0.01 mL/kg, B 1 k) AMNEE LA 4 BG A, 4 FE ks #F,5 mL/(kg - d), &%
1 %1% miR-155 #p#) 4 ( & 4R Ml 28, BBk 24 miR-155 94 7 20 mg/kg, 48 1 k), 4410 X, #
T8 B, KA NHMAFE R RGN L F Y% 4 FE (LVFS) fo £ 4 25 4 (LVEF) ,HE # &L
B WU LA, R REAE & g G UL RO AR AR AR, 0ROk I G A M) B Rk Ak e 55 JE A0 CDB8 T A
ik A3 %2 % PCR 4l L miR-155.IL-18. TNF-a.. IL-10 & 2% A & £ % B F (VEGF) mRNA £
%, R 5 6WC 44 ,6WS F# 6WM 285 AL LVEF F= LVFS 14 | ¥ % 8 iz 8 S Alm J A A @ A2 L &
Bkt % % E 2 F B A% FEL (P>0.05) ;5 8WC #» 8WS 41 1b4: ,8 WM 1.5 L LVEF #= LVFS 14 %
2T M, S g BT Bk A K A 40 L% U8 3G e, oS L 4m AR AR B AR 3G K, A AR A B R Y, CD68 T R ik 3
A2, miR-155 . IL-1B #= TNF-a mRNA & &3 4n,IL-10 = VEGF mRNA % i #, V(P <0.05, P <0.01);5
8WM 211k 45, BG 285 L LVEF \LVFS 14 = 5 Bk i fn % 58 B 38 | K 9% 2m fRLi2 3 . 20 B A A% 0@ A20% /), CM #=
BG 8.3 LR 27 ¥ 5% 29 fiZ 18 .CDB8 * & ik 348,V ,CM.BG #= Ml £8:5 L miR-155 . IL-18 #= TNF-o mRNA
KXY ;BG A= MI 225 AL IL-10 #= VEGF mRNA £ ik ¥ im, £ 5 ¥ A%t 3 &L (P <0.05, P <
0.01);5 Ml 8345, BG 285 L miR-155.IL-1B. TNF-a. IL-10 . VEGF mRNA % it £ F &%+t % & L
(P>0.05) . Z5it AMEiEfe THLi@ i TS A miR-155 842 M1/M2 #AL 4] Bkt dn % K 5% BR

KB  ANEE T EARMAEIRE AR K9P £ K M1/M2 4L ; miR-155

Protective Effect and Mechanism of Bushen Huoxue Recipe on Coronary Microcirculation in Ovari-
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filiated Hospital of Air Force Military Medical University, the Army Medical Center in Traditional Chinese
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ABSTRACT Objective To observe the effect of myocardial macrophage phenotype M1/M2 polari-
zation in ovariectomized mice coronary microvascular dysfunction (CMD) model and the protective role
of Bushen Huoxue Recipe. Methods Totally 90 female C57BL/6 mice were assigned to 9 groups by ran-
dom digit table: 6-week control group (6WC), 6-week sham group(6WS), 6-week model group (6 WM,
ovariectomized 6 weeks ), 8-week control group(8WC) , 8-week sham group(8WS) , 8-week model group
(8WM, ovariectomized 8 weeks ), clear macrophage group (CM, intraperitoneally injected with Clopho-
some, 0.01 ml/kg, once a week), Bushen Huoxue group[ BG, given Bushen Huoxue Recipe by gavage,
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5 mL/(kg - d), once a day ] and miR-155 inhibitor group (MI, injected miR-155 antagomir, 20 mg/kg, once
a week). 10 in each group, sustained intervention for 8 weeks. Small animal ultrasound imaging system
was used to collect echocardiography to analyze left ventricular fraction shortening(LVFS) and left ven-
tricular ejection fraction(LVEF). HE staining was used to observe the myocardial structure. Wheat germ
agglutinin staining was used to observe myocyte cross-sectional area. Immunofluorescence was used to
observe coronary microvascular density, the expression of CD68 . Real-time quantitative PCR was used
to detect the expression of microRNA-155(miR-155), interleukin (IL)-18, tumor necrosis factor (TNF)-«a,
IL-10 and vascular endothelial growth factor (VEGF) mRNA. Results Compared with 6WC group,there
was no statistically significant difference in LVFS and LVEF levels, the myocardial cell swelled, inflammato-
ry cells infiltration, the cross-sectional area of cardiac cells, and coronary microvascular density in 6 WS
and 6WM groups (P >0.05).Compared with 8WC and 8WS group, LVFS and LVEF levels decreased, and the
myocardial cell swelled, inflammatory cells infiltration increased, the cross-sectional area of cardiac cells
increased, coronary microvascular density decreased, the expression of CD68 *, miR-155, IL-1B, TNF-a
mRNA increased, the expression of IL-10 and VEGF mRNA decreased in 8WM group, all the above differ-
ences were statistically significant(P <0.05, P <0.01). Compared with 8WM group, LVFS and LVEF levels,
coronary microvascular density increased, inflammatory cells infiltration and the cross-sectional area of
cardiac cells decreased in BG group; inflammatory cells infiltration and the expression of CD68 “decreased
in CM and BG group; the expression of miR-155, IL-13, TNF-amRNA decreased in CM, BG and MI group;
the expression of IL-10 and VEGF mRNA increased in BG and MI group; all the above differences were sta-
tistically significant (P <0.05, P <0.01). Compared with MI group, there was no statistically significant
difference in the expression of miR-155, IL-13, TNF-a, IL-10 and VEGF mRNA in BG group (P >0.05). Con-
clusion Bushen Huoxue Recipe may inhibit the inflammatory response of coronary microcirculation by
down-regulating the expression of miR-155 regulating M1/M2 polarization.

KEYWORDS Bushen Huoxue Recipe; coronary microvascular dysfunction model; ovariectomized
mice; M1/M2 polarization; microRNA-155
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Z " JRE A MR R S T £ S AT
B RS2 4, AR EE AR 2l Bk S BE A0 IR A 25, 5 0O L
W 4R S AE , BETT AN T CMD % A= & 2% 5 1 I 4 ff
(macrophages ,M) &I M1/M2 WAL 1E % — HEFE
RAR T EEREA, L miR-155 2 {23 M1 #
e, 3 M2 #2460 B H T TE M1/M2 B AR e 2
YU CMD Hr i B 2 % Fo 2 i 4 T . #M S
175 A & B W BH T R 2, TEIR T Ltk A A S
CMD R @3 % o IR, b 3 1M 75wl B 34 25 B
LR RO DU A8 PN Bz 40 T 25 TN BE 40 45 S R A I
N, HHT A S BT NF-xBp50 (IkBa) -IL-1B {5 %
WA K, IR A 3 gimL oy, T
IL-1B & M1 TR 05 240 i P b s A PR 727, e AR B
FEHEN CMD 1y & A4 & JEn fig 5 miR-155 4% B I
AL M1M2 B A6 A 5 DL R R B3 I B TR 46 4 5
CMD ff: AL v] RE 2 18 i 94 4% miR-155 K ik, %
M W2 L M1 /M2 A Abe Rt A F 5 400 o 1)

B FE AL LIS AR Sh BE L5 5 M1IM2 5 i R E
FRIRMITER TN 6 17 B Ve FALE, A
H 5 ia4 2 )5 CMD 4L AT 52 Se i Ak 4

MHETE

1 Y SPF % 8 JE#kMitE C57BL6 /MR, 14
#(20.88 £0.17 ) g iE N HEMRFE 1 A, IR 3R 0858 i
K12 h 2%, ENREEHIAE 18 ~22 C, 1 B il
1E50% ~60% , Y FIK B HEHL, S EHIES
SCXK (%)2014—002 , 4% 525 38 1 25 72 % = K 5K
I shPyrhoE A SR 2 5 2374 (No. 20150903 )

2 #ZiY *EWEMOTEIF 0.5 9 EAFE
0.5g Jifk2.5g wM1.0g 24HH0.5¢g HEF
ff0.5g 1Ei0.7g HH1.5 g EIrBURLH, />
SIS TAZIZF 10 g F#FHE10g HBE6 g B
110 g %4H10g &M 10g w109 HR
15 g, FF TN — 5 il 25 A BR 2 ) B2 it ™ it 5
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FE 2R 6 gimL IRETR .4 CIAA74

3 N HIUEE  CD31 b K B v e b i (it
5 :SAB5600061) .CD68 “ufi/INR & Fe e fi ik (5
SAB1401062) .FITC-/Rho 3ZEBk —Hr (L5 FITC1) #4
g 5 3¢ & Sigma A F], TRIzol #21U# (3£ E Invitrogen
5,5 :15596-018) \M-MLV 244540 ( Invitrogen
NS :28025-014) ,SYBR green qRT-PCR #ill]
RA & (L5 :13417000 H A TaKaRa A ) , &R
4 JI§ JF {& Clophosome (#it 5: F70101C-N, For-
muMax 2v7]) , miRNA &5 & (KR4 YR A BR 2
"], 4t 5 : FP401-01-50 ) , miR-155 41 i ] miR-155
antagomir (J"MELHARHEARAR) . 1EEZOL
BB (H A Olympus A H)) , ot 3t 5 £ B s .
NIS-Viewer EI{Z AL ##AF & 4t ( H 4% Nikon A H]),
Bio-Rad CFX96 75 & & it PCR {¥ (3£ [ Bio-
Rad A #])

4 Yo MRS 90 HMfitk: C57BL6
INRIEREMLEC T 2080 9 41, 4110 Ko 4351
6W IEH 41 (6WC) 6W fix FARZ4L(6WS) .6W AL
(6WM) .8W IE# 41 (8WC) .8W fix T-AR 4L (8WS) |
8W HiRUZH (BWM) | E Mg il Fr2H (CM) kb EF I i
H(BG) K& miR-155 M4l (M), Z M 2% Sk
(107,70 1% % B He 244 (30 mg/lkg , BB e 5 ) TRt
P/INEUS  IRFEMOE [ 7 , BEHESS ME YT T 251 em, 1
BN BT B2 R O A5 S 25 HL, e B R IR 22
il &5 /N B 22 0P BB (BT AR AUR DI BR O L, AL IR /D
VFBRIRE Bl A IR I 20 275 1 A VEAT ] kb #5651
8 JEIJG 43 B EE DA I 45 AL Ab B 5 A0 LA 2 K ek ik i
M52 R TetR. BG4 : 2 MS% k(8 ], i IR
VR AR NS 0 i T T Py e AR o ( 224 3 g/miL,
FH24F AR 1Y) 6. 45 1%, #e IR F2 T FLE , 460
B EZT 6 g/mL 45 RO TR 8 Al H/NREN,
5 mL/(kg - d), 5K 1 K, %ELE 8 Ji;CM 41: 575 3k
(111, AL TARS J& 5 A/ BUIE i 5 SR — 4
JI§ % 4 ( Clophosome ) ,0.01 mL/kg, %58 1 ¥k, i 4¢
8 JE;MI 41: 2% 30k [ 12 ], 4 L BR B F-R 8 Ji 5 1/h
U EHIK ST miR-155 415 miR-155 antagomir,
20 mg/kg, B 1 IR, %528 JH

5 WEAEIR Kk

IS LI T R 6.8 JAmE /N Blc WLk 4
IR O WL 2S5 K O LA it s 2 o A 5 ok vl ot
B HAT N AT CMD BT 5 7 %R B 1 3 ik
b ERR M, UigE CD68 il M1 . M2 Fr ik 48 5 A
M N 4 K F (vascular endothelial growth

factor,VEGF) mRNA 3%k, i858 E Ik iU & B 2 5
ELIEAA M1 /M2 Ak % G 3R 5 8 3 3 0 L miR155
ik, MEEE VR0 M1 M2 bR 2 4E B F- . VEGF
mRNA, & CD68 " ik /K-F-, 5% miR155 Xf E g4
il M1/M2 B AL 520

5.1 Ok grshae R/ A RS &
g5, f A ICE 240 (30 mg/kg, B8 IS ) PRI S5
/NG AN E 2 F 37 CHEEEE & &, 2277 M
HEATIBALEE . I 3 /NS Wy 75 R R 4, W IR
SLCE T MEE /N BUZE M AT, 2D S R A2 = 1)
1SRG FEFLR KA SR M A A ie R A%
iz B AE O, I N BRAE T TR OR AR DA R A2 ZE
AR N AR, 15 2 = B 4 4 % (left ventricular
fraction shortening, LVFS) 1 75 2 5t 1fi 43 %% ( left
ventricular ejection fraction, LVEF) ., FJ LG .0
WU HE DI RE o

5.2 DLALHZIEERS R HE L6, &£
9% /R HMOm [ 2 0 LA 2, A s s, Ul A, JR 4
4 pm Zeik T FRRRIA FE IR I A B | I AKE Gy 4,
3~5 min, 1% h R £ 51k 30 s, 1% Z KR #5
10 5,1 % HLLY a1 min WREIEEK , B DG
BT AL IR A R, AR O L BB S 4544

5.3 CNAIMIBEEE R SRS % SCER(13 ],
RMAFEINEEE R YA KT OCT L L & T
KEYI R AL U B, B2 10 pmo Ok BN
2 mmol/L A7 iR %E % 2 (wheat germ agglutinin,
WGA ) 7 35 0 L4141, 37 “ClOLEE 15 min, PBS
& 3 K, K3 ~5 min, Hoechst(10 nmol/L) £,
PBS ¥t 3 K, 5K 3 ~5 min, & i, FAEOLIRER
TR AR B R, FH ARSI JUL 24 A AT Ao

5.4 CD317/CD68 " ff1 ¢ % it Yo oo iz Il ol o 457
BRI E W 40 L B M 3R 58 G 1 S i v
W) 7 AT B AL, i —$t CD31 ™ bt K B 5
FEHTIAR(1:250 # k) ok, CD68 " fe bt/ il & w bE ik
(1: 2507 k)4 CiFE A, PBS ¥t 3 a4t
FITC-/Rho(1:200 #i#%),37 CH¢HE 1 h,PBS it
3,5 3 ~5 min, Hoechst(10 nmol/L) L%,
PBS %3 ¥k, 3 ~5 min, & H. Aot RaEL
BRI A %88 Weidner N bR ™ SE47 0 45
BEFETTEL, N B 40 L 5 P B i M 7 2 9 CD31 ™ A g
BRELE  ANE RGN B — U & T8 )R
P WUBE LSS s AR R T 8 A4 4 M A 1 I 4
HEBRAESD . 5E7E 100 545 PSR B, SR A
B X, PR S A5 ( x400) Fidsk 5 NREHLAL



o E PG RS A A 2019 4E 2 45 39 %45 2 1B CJITWM, February 2019, Vol. 39, No. 2 - 233 -

P14 M54, Gt e BUH PR A it 4579 B

5.5 SEWFYEGER PCR - BUE LR TR-
Izol I G HELE RNA & & 5, il R % ik i) &
¥ RNA F2#% 55 cDNA ¥ cDNA FH2¢ 6 & Bk il
k57 & (SYBR Green) 7& Bio-Rad CFX96 LAt %¢ )G
FEH PCRAY L #EAT R AR mRNA [R5, N
£ H:94 CAEME 2 min,94 °C 20 5,60 C 34 s,
44 AEIR ; B Je s ik il 2 s

&1 SLME R PCR AYSIYIFSIR

£ SIS -3) AL
(bp)
B-actin -Ji#: CTGTATTCCCCTCCATCGTG 20
il : TACTCCTGCTTGCTGATCCA 20
VEGF  Ii#:AGGCAGACTATTCAGCGGACTC 22
Fi: CTCAAAACCGTTGGCACGA 19
IL-18  Lii#:GCAACTGTTCCTGAACTCAACT 22
il : ATCTTTTGGGGTCCGTCAACT 21
TNF-a  FJi#:CGCGGATCCATGAGCACTGAAAGCATG 27
Ti: CCGCTCGAGTCACAGGGCAATGATCCCAAAG 31
IL-10 k7. TTTAGGCGAGAAGCTGAAGG 20
Ti%: TCTTCACAGGGCAGGAATCT 20
U6  Iiif:CTCGCTTCGGCAGCACA 17
T : AACGCTTCACGAATTGCGT 19
miR-155 [{if:ATGGTTCGTGGGTTAATGCTAATCGTG 27
T i%: GTCGTATCCAGTGCAGGGTCCGAGGTATTCGC 5
ACTGGATACGACACCCCTAT

TE A M B B A R A AR RE R IL-18.
TNF-a F1 M2 %1 E 0§ 41 ff b5 35 220 B F IL-10 &
VEGF ik, [A]4% /e M1 5 M2 B = g4 i 850

6 itk N SPSS 19.0 HFit T4
THHT I B LA x £s o, Z4110] iR B A
R EH AR LR LSD 4341, P <0.05
hESAFIFEE L

# =X

1 #4100 LVEF . LVFS L% (F£2) §H
6WC 41 H % ,6 WS .6 WM 8WC .8WS 4.0l LVEF,

®2 HADROHIEAREHE (%, x+s)

415 n LVFS LVEF

6WC 10 47.05+1.19 56.40 +1.78
6WS 10 44.83 £1.43 57.42 +1.37
6WM 10 45.67 £1.66 57.17 £1.97
8WC 10 43.93 £1.63 55.46 +1.85
8WS 10 45.06 =1.42 54.60 =1.52
8WM 10 38.84 £1.67 4" 47.02+2.35*%
CM 10 42.14 £1.32 44.46 £2.14
BG 10 43.94 +1.564 54.71 +1.444

5 8WC 414, * P <0.05; 5 8WS 41 H. 4, 4P <0.05; 5
8WM 4 Lb#, 4P <0. 05

LVFS H 4%, Z R LGB X (P >0.05); 5
8WC F1 8WS 41 [1#,8 WM 41.0: Il LVEF .LVFS {fi 4
fit (P <0.05);5 8WM 4 %, CM 41.00JJL LVEF
LVFS iS5 K412+ & X (P >0.05),BG 410l
LVEF .LVFS {EF+m (P <0.05),

2 FUONARGE (B 1) 6WC.6WS,
6WM 8WC 8WS 41/M RO LA 6, a5 583,
I fHES 3% 55 ;8 WM 210 LA A M i, B SO BEm | R
YRR 2 0 LE] S A0 5 CM 410 ILE 20T (1)
FRAEANMIEE /D s BG 20 ILLL SR (1 S E A e 5571
PO RE B 0%

S 3k P15 O 40 A
1 HALLIASUE 4R (HE, x400)

3 HUAONApEMAEERILE(K2,5%£3) 5
6WC 41 H%z,6 WS .6 WM .8WC .8 WS 1.0 LA Jifg %
HERZE R LGt & L (P >0.05); 5 8WC F1
8WS ZH Lt %, 8WM 2R .0 L 400 M A 4 1D AR 1S K (P <
0.05) ;5 8WM 4 Hu 4%, CM 410 JUL 40 g A 4% g AR
FIG 2 L (P >0.05),BG 410> AILZH At i A% 1
B/ NP <0.05) .

4  FYUENKHUn S HEE A (R4, K3) 5

6WC 6WS 6WM s8wC

8WS 8WM CM BG

T SR EARIT A2 o JUL AR M I, FE T Ry o UL 280 P A5 AR T
R OPRIC A AR 5 37 K B8 o JULAR i
B2 S4.oiapmsmfl (WGA, x400)
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®3 HAONAREEE A (pm?®, x£s)
2H 51 n A UL 240 e A A 1T R
6WC 10 1.67 +0.04
6WS 10 1.79 +0.04
6WM 10 1.72 +0.05
8WC 10 1.81+0.06
8Ws 10 1.79+0.06
8WM 10 2.01+0.06*%
CcM 10 2.05£0.07
BG 10 1.82 £0.054

7.5 8WC 4 #, P <0.05;5 8WS 4 L, P <0.05; 5
8WM 4 H #:,4P <0.05

6WC 21 I %, 6 WS .6 WM .8 WC .8 WS £ Jif Jik 13 Ifil.
EEEEF LG FE L (P >0.05);5 8WC A
8WS 4 Lk A, 8WM 2 5 ik ik il 48 %% B s > (P <
0.01) ;5 8WM 4 4, CM 20 56 ik £ i 4 %% 55 G B

F4  HA/PBOEMGUNE % EITR LR (X s)
2151 n TR0 AE 8 R T E
6WC 10 89.70 +0.91
6WS 10 90.40 +1.17
6WM 10 89.80 £1.25
8WC 10 87.10 +1.32
8WS 10 88.30£1.19
8WM 10 57.50 £1.72*%
CcM 10 60.70 £1.45
BG 10 80.70+1.184

T 8WC 4lEb#e, *P <0.01; 5 8WS 41 4, 2P <0.01; 5
8WM 41 b4, 4P <0. 01

8WS

8WM

Wik Frde N CD31 " £k
B3 HU/NFUEhkiE CD31 " £k
(HIZEFN, x400)

B4 (P>0.05), BG 41 5 bk i M & %5 B 14 Jin
(P<0.01),

5 KA. CD68 " Kik(%£5,K4) 58WC
1 8WS 41 He A, 8WM 1.0 )L CD68 ™ 1k B f 4 /i
(P <0.01);5 8WM 41t %, CM 410 Il CD68 ™ 3%
KB /0 (P <0.01),BG #l Ml 4] CD68 " ik 2%
SIS E L (P>0.05),

x5 HA/PMROILCDBS * FKiALE (xxs)
2157 n CD68 * k%
8WC 10 1.10 £0.23
8WS 10 0.90+0.23
8WM 10 4.50 £0.27*%
CM 10 0.80 +£0.254
BG 10 5.00 +0.26
Ml 10 4.60 +0.22

.5 8WC 4k, " P <0.01; 5 8WS A 14,2 P <0.01; 5
8WM £ Lt #, 4P <0. 01

)Ry
2

¥k Frde o CD68 * #Fik
4 K4/NEAL CD68 T ik

(RIEDIE, x400)

6 £ 4.0 Wl miR155, IL-18, TNF-a, IL-10,
VEGF mRNA FikH#(£6) 58WC Fl 8WS 41t
i, 8WM 4.0 L IL-18 . TNF-o # miR-155 mRNA 3
IRHHE(P <0.01) ;IL-10 11 VEGF mRNA ik [&(%
(P<0.05,P<0.01), 58WM 4{It4:,CM Ml FI BG
ZH0 L IL-18 . TNF-o Fil miR-155 mRNA 2 ik Y [
(P <0.01),CM 41 IL-10 VEGF mRNA %352 R c5:it
23 L (P >0.05) ,MI #1 BG 41 IL-10 VEGF mRNA #

F6 AACHIL-1B.IL-10 . TNF-o \VEGF .miR-155 mRNA X R BE &K (X £s)

20 5] n IL-1B8 IL-10 TNF-a VEGF miR-155

8WC 10 1.01 £0.06 1.80 +0.12 0.77 +0.06 3.47 0. 11 1.06 +0.07
8WS 10 1.06 £0.07 1.72+0.13 0.86 =0.07 3.46 0. 11 0.99 +0.07
8WM 10 2.29 +0.11*¥24 1.31+0.13"% 2.69 £0.10** 44 1.49+0.09 ** 24 2.45+0.11 744
CcM 10 1.04 £0.0744 1.06 +0.09 0.95+0.1044 1.39 +0.10 0.78 £0.0844
BG 10 1.38 +0.0844 1.74 £0. 144 1.23£0.1144 2.79 £0.0944 1.60+0.0944
M 10 1.49 £0.0944 1.65 £0.104 1.28 £0.1044 2.66 +0.0944 1.61 £0.1044
F: 5 8WC 4%, *P <0.05, **P <0.01; 5 8WS 41 1L#, 2P <0.05,22P <0.01; 5 8WM 2 4 ,4P <0.05,44P <0. 01
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KEHAI(P <0.05, P <0.01) ; 5 MI 41 H#,BG 41
O IL-1B . TNF-a, IL-10 , VEGF Fl miR-155 mRNA
FREFTGIHHEL(P>0.05),

Wit

Y25 CMD 5 &0 %, B B N A1 Il 48 40
WeEE Iz EMWR . A SRR 25 B,
Fir LA R 4 28 )5 CMD [ = 25 B3R, R4 48 5 2o
MM AER I B VA FE 1 5 S

CMD (AL H HT A T8 275 2, B [ &2 5 Pl
il B S B RUAE B 5T i & LR R )+ pirh B
EH .. BRTRShIER S Lot 2 )5 k4= CMD f£7E
BRIERES L OB otk 4a 4 )5 CMD 19 & HL il
KRB I BRI FLEL, A R jir AT I UE S, b
PG ML TIE YT Lotk 46 28 5 CMD J7 a0 e &, BRI 1Y
DGR RAEURER, OEIm REE AR s B ek 38 0 H B
ST B 5 T I & m N EE-1 KF, il NO
K BRI, SD R R 20 60 KT B
PRI AE 3495 , ol I 764 a2, i v e R — 4R R
TR, B KT T2 TR SERt b A
MR EFEAE KRB E, 27 EHTFEREMNRTH
C57BL/MB /N, B, 2 B 5 sl F2 4 1 (B2
LY ) U o B A A AR X HEE/IN BT i
PRI A A8 B B) O RO B S 40 R AS, MU &
LONEESE 6.8 JA A I [A] 5, A il /N B LZH 2R 4
¥ G AE B R 0 LR 4 D RE. 45 2R kB L o R
6 JA 5 , /MO LU 48 D RE O WLZH 24544 5 Bk A
B TCH B ARk <O 8 FJE , /N BLO LAl 2254
PR 20 e ik AR P O LR ST 2R, 9% 0 441 A 122 e 1
Z O JILAR B AE K, 5 Rk A i A 2% B ek 2D K20 L LVER
FILVFS {HFEAC, RIS /N B BP 5 CMD #2784 i
BRI . ZRERILL T 4V 2 25 05 % A CMD F) g B
A (HEHLH RN Ty A i ot — 2 AR e 3

W0 i 7R O LN SR B R A v R B B AR
FTO B R M1 M2 B AL A ] ) 3
HEREAT , B Vg4I STE BN R B9 3T, 7 5 AE AH ¢
P R R AR M R w20 A 4
iE S, 51 AR A0, AT o W bR B AR R I,
TNF-o I IL-1B 252" 5 [R] s g5 i A A0 A 14 5 I 2
R Ia) M1 Ak s M2 BY I 240 i 300 1) 5656 s B, e 17F 21
SUBE RN AR B IL-10, Ff42 fd R A AL
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