55 38 5 4 1)
2015 4F 8 A

ZEPEFRFR

Journal of Yunnan University of Traditional Chinese Medicine

FEHL I F Xt & {5 KR TNF-a,IL-1p FRiAH 200 °

R, B, EERA, §
(1. WIVTREEZGAC:, WL BUM 3100535 2. #HTHEE2K HER 45—

32
BERE, Wil Bl 310006)

E. BY HITEB (Polygonum Cuspidatum, PC)FI 7 XT 41 5 i 2 B (lipopolysaccharide , LPS )75 5 Wistar K
S PR 15 (acute lung injury, ALD BB IRAEN T —a( TNF-a) AR 1R (IL-1B) iKY IR , 38 T AL AFA
I eI P ERIALH . A3k 60 R Wistar KEBEHLI AL 6 4, 40 10 H 4050228 O BRAH BRI B2 i
FO IR, AU  rp R i . JERRT 24h 12h SOERUT 12h,24h 36h 235X 45 O R AL HRZH T 0.9%
A PRER K Smi/kg FEE 1 IR, BLE SR TR AIHS 6.25me/kg HEE 1 UK, FERUAR P L 300 20 51 3 BRAL B 2.6g/
kg.5.2g/kg 13¢/kg HEH 1 Ko A 48h S5 AbFER R, WOEEREAS , AT 2 AL BV A o F) ELISA ¥EAG TN ALL KB
PR S Zrf TNF-o IL-18. £ JEAUIT . 8 70 = 2 Y6 Y v TNF - 6 J3E 43501 0 (112.623.2 )pg/
mL. (110.9+4.0 )pg/mL. (108.9+3.4 )pg/mL, IL-18 ¥ A (122.4+3.9)pg/mL. (118.7+2.8 )pg/mL. (117.2+2.3 )pg/mL, 5
BRI BT AR L, B PR ALAG R 4 IL-1B ¥R T A5 4K (P>0.05) LASD , HoAqx 8 i 2 R IR (P<0.01 T P<0.05) ; FEAL
1% L A L I 2 2 TNF—o 6 43001 4 (81.9+3.9 )pg/mlL., (77.3£6.4 )pg/mL.. (76.6+2.9 )pg/mL, TL—13 ¥ £ 435
9(66.7£6.1)pg/mL. (65.1+1.9)pg/mL. (62.8+3.8 )pg/mL, AT MATAH LY, B pRALAR iRl i 4 1L-10 Ve B2 TC ] 2
AL (P>0.05) 51, 348 E R (P<0.01 88 P<0.05). 518 FEALFIFR AT 58 AE 41 R T~ TNF-o IL-1B 17725 Jalids

Vol. 38 No. 4
8. 2015

PR AT R | 3K AT RE S FEAL BRING YT S PR AV AL 22—
KR FERL; AMENERI0; NEER MRIRIEIN T A ER-1B

HESES: R2855 XHRFRERD: A

AVHERTAR 5 (AL 21l R H UL 2 fE BAE L
ALt SeTo R . HETO, 3 2 A
RPALE 2 il S5 BT 8 S M SR S I, A PR A D £
OF AR B HORFNAERR Rl B 4x B RAE N e
FEANEH] o JUH AR A8 P i BE SO, R0 il
A7 o Bhatia & B, SEAEANMIP T4 TNF-a,
IL-1B,1L-6 5 7E 25 5 4= B 5 5E W 25 G 1iE (sys—
temic inflammatory response syndrome,SIRS) %/ |
RJErhEERE N,

s 255 SR TR E ALL BiA M SRR, 1
rhid L EIRYT ALL I E S50 R Z — T
JRAL B W] R BAHBLR P AL, Al R 258 2
— o WORWITE B AEARIS FEAL GRS U 45 £ 40
PR 7K RS20, 1 ik 2 5 BE 18 5 5 0 40 i A 5
AR BETTIRAR ALL A S E KL

* BEME. 14D EAHEERZIRED(2011ZA029)

KR EE: 2015-06-11
EEET
NEVER AT, yangjunchaozj@163.com

XEHS: 1000-2723(2015)04-0006-04

1 #R5A*®
1.1 7k
L11 &KEsh 4

e Wistar KL 40 H, (K55 (200420 )g, T4
WP, KRB RS RS L SE 50 s A R A
AL AAKIIES : SCXK(37)2013-0016., FH#TTHIE
iR R TDIE R A K 1 RS PR SER
1.1.2 =&KX A

KIGFFEN 2 (LPS, Coil 055:B5 £ [H Sigma
ONTEIFE SR s FRAL BRI (VT4 rp B g b 24 B it )
WA LR Z T Y FIRZGH 1 g, 4°C A28 5 R
JIRE PR AL K F o ( TNF—cu ) BFEBG 28 A6 370 L K
RETATIEAN 2 18 (IL-18) EEEE Gpe k6 a5 &
(R&D AL ) ; 10% T AR R Ei K ;95% 100% 2,
P R IR R AL,

R/AVIN1988=-) , 2 W TIR N FEER AP T8 BIFSE ) < vh e BE 455 P 27



55 4 1)

TR/ NG < A RIGR O 2R K B TNF-a, TL-1 B A2

1.1.3 EZFZBMNE

Bio-Tek ELX8000 4 [ shiihriX ,37°CIH R4S,
B LR e LR A BR AR, 75
Leica A RIA MY AL, HA OLYMPUS 22 1] BX20
RIS WA R L, b [ RS 2 BT i A PR
5] GNP-9080 HUfg /K UAH IR BE 7740
12 £EFik
1.2.1  h 4440 B A By 4] 4

KEL60 HBENLS 6 4, AE41 10 H, 25 XY
AR R iR X IR, FE LG L
o TERABLHT 24h  12h K rERLS 12h 24k 36h 435
Xip 25 [ R ZH AR AL BE 2T 0.99% 4 BRER 7K 8ml/
ke EWH 1R, RN IBA THRAIN 6.25me/ke
1Y, ALK Hb e 751 4 93 30l 7 B RL B 7 2.6¢/
kg.5.2g/kg 13g/kg HEH 1 . KEE B R H LPS
(1.5 mg/kg)TIATHATLE W . S LAEERL 48h J5 ik
Freabntai .
122 WA HE RE L€

"

SR ELISA 2 45 514G 0 it o 34 35 Y8 R fiki 21 2%
i TNF-o, IL-1B &5,
1.3 %it3am

K H SPSS 17.0 GeH 84 iE 47 8504k A 28 3 #r
THEGORMEE DL B bR 22 (R +5) 0K o SR AT
RO Zmrit A m e, D/ 2 55 (LSD
PP TN [R5 22 0] A PR G LA
2 H#R
2.1 RALALN AT ZH AR A% K R AL 0% 2R 5 R

25 O REZH I 2 2S5 M e, Il 5 A4 5 b
Jiti e SRt 76 1) B TR i, ety B P A LK e o
ARG RRZ i S5 RN, TiveL N ) iz B K
I 9 AR N L i ] o 1 TR it S5 T R] S5 P 4
DL P 20 % W A B 45 R PR A BRI . B
A | R 75 2 2 7 2 i T iy ) o
HEJEL AR/ SRR AR . TR X BRI A
v AT (L 0 A VR A o I St ) B IR, R
HRA D RAEA IR E . UL 1-6.

o

BT EX B e e MR ¥ 4 . 4
B4 ERERFEA Es5 ERHBHEH

22 JEALAL A AT S B ARG K R ik P
TNF-a,IL-1PB % & ik

5573 PO IR b, AR FRZH TNF-a, IL-18
e i 4 B B THES (P<0.01) 5 SBEINS BRZH L%, 18
FEAR L 7 2 TNF—ou (499 5 24 B I B A (P<
0.01), Rt I 1L-1B W EEREAR(P<0.05 5§
P<0.01), T EAEFIEA] 1L-1p e o B 481k
(P>0.05), W Fu# 1,

23 RALALA 2 &R K R 4L L P TNF-
o, IL-1B # &k

525 0t B Heg , ARG HEZH TNF-a, IL~18
e i 441 B W T (P<0.01 ) 5 SRS BRZH L%, 16
FEAR b A 2 TNF—o (499 5 247 B 3 B AIG (P<
0.01 5 P<0.05), JERLE A4 IL-18 FEI% (P<
0.05), M FERLAG  Fh 7l 241 TL-1p ¥ B2 W] JC B A
H(P>0.05), Wi 2,



2015 4F

= RSB R

5538 %

F1 ERBFFIEEELRS TNF-o,IL-1g RiZH
2l (x+s,n=10)

TNF-a/(pg/mlL.) IL-1B/(pg/mL)

= PopieEd) 102.3+4.5% 109.5+4.0%
AN HEZH 137.7+6.3" 125.0+7.7"
PR R 105.9+3.8% 113.9+2.3%
FERLA R 4 112.6+3.2"# 122.4+3.97
JRAL 118.7+2.8™

s 110.9+4.0"
FEAL A 108.9+3.4%

525 AR IR AR, "P<0.05, “P<0.01 ; S % BE 21
AR, #P<0.05, #P<0.01

117.2+2.37%

F2 ERFFIXIAHHELH TNF-o, IL-18 FiLH
M (x+s,n=10)

TNF-a/(pg/mlL.) IL-1B/(pg/mL)

25 X R 64.1+6.0% 53.5+4.7%
AN A ZH 89.9+12.4" 68.2+4.8"
th eSS Rt 7332217 58.5+1.1°*
JRALAIGT 2 81.9+3.97 66.7+6.1"
JEAL P A 77.3+6.4"# 65.1x1.9"
PR i R A 76.6+2.97 62.8+3.8"

525 P BB L EE, "P<0.05, 7 P<0.01 5 SRR B 21
45, #P<0.05 , #P<0.01

3 it

SHEIP R — R R ASEEAE, #7 AL
P 1 — 20 Ak USSR B 46 £10<200 B, ALL K Jié
BR 2 I 38 25 A 1 (acute respiratory distress
syndrome, ARDS), H T8 = 500697 71, ARDS
FIBET R EIA 30%~70%%, ALI Al ARDS &[] —¥%
o L RE A S B B, ALL AR S I 17 A X %
A B, TR R A T i ALT 9 HL], %FF ALL
IR IR S AT 25 WG AR YT 2B
1E ALL & JER ARDS . A3 R FRAR AR B ST 1) Stk
JRAER, H R RALTI R 2, 245w R 2,
It HIARTT RNE, 1697 F BN R R o AL A8 4 3
filij& SIRS, 17 SIRS 2L Ay BARfb i 4 B R
FRUGPIRAS 5 20 S G 8 LAt PR 7~ M AR R i 2 R
FEA R AR R E 23X SIRS i FE A d %
M A A TL-6  TNF-a 25149,

2 48 I TNF - J2 1A P4 48 i DR = 9] 15 0 4%
() Je 2l JC A AR 201 PR, J2 i3 30 98 0E S5 g A O it
PR 2RO YA P & AR RAERT, TNF—oo XFEAAZ 20

8

PERLAN M AT A E T, IE TS P 4L 3R38 E-
LAM-1.VCAM-1 ZEZEFEPE 7, DT {25476 31 5
(NG R vkl DR ] s R T D P B VAR
., S5 RERN AR ZHMEHE T H, TNF-a
SE R IHARIE A -, FFPTIEAY IL-1.1L-6 Al IL-10 5
AR P T35 o 5 TNF—o A2 5 R ALL
I B AT RN T2 — . [ E A BRI
WENRME A2(PLA2), WA BH 1E BSR4 B 7 A A6 AE DO Rl
iz (AA) FILIL /MRS AL - (PAF) , AA 28 iR S AL
IR EALEEE F AR B =M e R RS IR R 45
RIEAT T, 4R 5 | A 45 P 35, PLA2 A LG 2R
RIS R IR BE AR B IR, 5% ARDS B, PR,
TNF—cu 345 B8 385 v 7 4 i 8 S 88 s R 42405
A I, P E A AT A5 R AR R Cn R A B T
H,0, OH-55 ) K AP 8 1150 i 1, 15 L2l Ui 403175
& ALL O IL-18 & ALT &9 540 i) 5 5 R AE A
JT, IL-18 =R YR T HAZ A0 i A2 21 b iy B s 2
Mo P F N RER BN E WA =, il 5 TNF-
o [RIF A B T B TNF—o /5 T B W 200 A i £:F
PN Bz 4 =2, 55 TNF—o BB RVE AT . TL-1B
SRR 20 I A L A P R - (GM-CSF) B 5 75
S AR A R I A R Al RAE 2
Wi, = R H 3 R K S R RE A T, 38 T
R ICAM-1 S5R5 B 23—, A M 4 i 5 P4 e
YRR BT, 1) il R, SRR 4512

ALL R AR E T, Jili 2 B %, AORAR i, s
BRSO AATE AR JA RS, 8 AR (e ) BELT , B %
il 2, 0 ALL DI PRIE A TP i o, e a5 38
Ml Wig ASARER BT JE B B R S
Wh . 111 JEAL (PC) 2R} 2 2247 A REAAE ) e AL Y
HRARZE , ) 4% [ B4 28 i fdy (BERL (75 RL A R AT
o PRAUBREGE MR, AR IR IR BAT TS A
FfETE TG AR L8 1k 0% A XA B DI, I IR
FHF 1R 7 Ml PR NZ g 8 BRI A b B G YT R
i AR A ERAE . AL B N AT 2
PR KR KEEF R W, I
E A R RVESOR 22 REDS o A BT
IR, UMA TR RE AU B, PURAVE R, 0 22
PSR GOIESCA Bk PUMIE PR PR
REGNER A LIRIIR B TNF-a 2 5l 42
i 8, SR 107 FH B ASL R AR AL Al 2 4 Ak R U ot 2R
WM ZHZA Y TNF-a 7K, DT 45 HC A o i 2k 2%



5 4 1

TR/ NG < A RIGRI O 2R K B TNF-a, TL-1 B AR 2N

it EF AL AR T T ALLL (8 £ 30 38 28 0 St 2 it 512
JoT ) 2R HEAE SN
ABIFFE 7R, LPS BOK SR 47 Jo A8 T %) i 241

H L HE VR I ZH 21 TNF—or, IL-1B 7K P85 A

Xof B ZH 54 1 3 TR (P<0.01) , 475 il 6 3 Uk v %

AL P A 58 ] TNF -, IL-1B 380, 774 T

RAESLI o 38 S 259 PR R BRI VR, FElia

I 2FL A i Y60 E VR TR A 2 LR TNF -, TL-18 7K

A AT o I T R X B2 (P<0.01) , TE W PR AL

BRI A5 47 ) 42 ¢ DR A 3kl VR sl 2

IESONE, PRAPT

5 Lk, AR LPS FTE ALT KLY 4

iE PR F AT SR Wl TNF-a, IL-18 197742, 5

R P RE 33X ] BB SR FE AL RO T 2 ML A

YERIBLI Z—

S 3Lk

[1] Bhatia M, Moochhala S. Role of inflammatory mediators in
the pathophysiolgy of acute respiratory distress syndromel[J].
Pathol,2004,202(2): 145.

[2] Rubenfeld GD, Herridge MS. Epidemiology and outcomes
of acute lung injury[J]. Chest,2007,131(2):554-562.

[3] Matthay MA, Zimmerman GA. Acute lung injury and the a-
cute respiratory distress syndrome:Four decades of inquiry
into pathogenesis and rational management [J]. Am J Respir
Cell Mol Biol,2005,33(4):319-327.

[4] Bhatia M. Acute pancreatitis as a model of SIRS [J]. Front
Biosci, 2009, 14(1):2042-2050.

[5] Kanamori Y, Terawaki K, Takayasu H, et al. Interleukin 6
and interleukin 8 play important roles in systemic inflam—
matory response syndrome of meconium peritonitis [J]. Surg
Today,2012,42(5):431-434.

(6] i HE & B, PIMEOR. KD IR AT SRR 1 e i AR
H TNF-a F1 IL-6 KR 52 ()] 78 56 B Bs 24,
2011,13(6):518-520.

(7] BB, BN AT B AT 1 S WO 2 M il 453
RN ST KTz [7]. ThAe a2 e aeeik , 2011,20

(8):835-838.

[8] Osman MO, Kristensen JU, Jacobsen NO, et al. A mono—
clonal anti-interleukin 8 antibody (WS—4)inhibits cytokine
response and acute lung injury in experimental severe acute
necrotising pancreatitis in rabbits [J]. Gut, 2005, 43 (2):
232.

[9] Vanderploo T, Lowry SF. Tumor necrosis factor in sepsis
mediator of multiple organ failure or essencial part of host
defense[J]. Shock,1995,3(1 ):1-12.

[10] Chollet Martin S, Jourdain B, Gibert C, et al. Interactions
between neutrophils and cytokines in bloodand alveolar
space during ARDS [J]. Respir CritCare Med,1996,154
(3Pt1):594-601.

[11] Baughman RP, Gunther KL., Rashkin MC, et al. Changes
in the inflanmmatory response of the lung during acuteres—
piratory distress syndrome: Prognostic indicators [J]. Am J
Respir Crit Care Med, 1996,154(1):76-81.

[12] Conroy DM, Francischi JN, Sirois P. Effect of tumor
necrosis factor receptor binding protein on cell infiltration
induced by lipopolysaccharide and sephadex beads in
guinea pig lung[J]. Inflammation, 1995, 19(2):233-243.

[13] Xie GQ, Jiang JX, Chen YH, et al. Induction of acute
hepatic injury by endotoxin in mice[J]. Hepatobiliary Pan—
creat Dis Int,2002,1(4):558-564.

[14] Kim GY, Roh SI, Park SK, et al. Alleviation of experi—
mental septic shock in mice by acidic polysaccharide iso—
lated from the medicinal mushroom phellinus linteus [J].
Biol Pharm Bull,2003,26(10):1418-1423.

[15] BRiE4e B2 5, B0 , A5 JRALER IR HPLC 45 80K 3%
R 3 SO 2R (J]. 253 ,2010,21(19):
1775-1776.

[16] EK R, 95A155 , KRB, PR 2T Ak A R Bt v 78 1k
TNF-a F1 PDGF 521 Y WF 5% ()] A p BE 2524 1],
2010,28(1):43-47.

(m#t.#Ha)



2015 4 pay el R s 2 %38 &

The Effection of Alum Nanoemulsion to Burn Epidermal Stem Cell’ Proliferation and Differentiation

XIONG Jiaqing', LIU Lifang®®, FAN Hongqiao®’, ZHOU Liang?, WANG Yue?, TAN Huihong?, LI Kui?
(1. Hunan University of TCM, Changsha 410007, China;
2. Brest Surgery in the First Affifiated Hospital of Hunan University of TCM, Changsha 410007, China)

ABSTRACT: Objective To observe the regulation of alum ice nanoemulsion to burn epidermal stem cells (ESCs) of
proliferation and differentiation. Methods Using the enzymatic method to separate the material taken epidermis and dermis. using the
method of type IVcollagen to isolate and purified the epidermal stem cells.Observe the proliferation of epidermal stem cells using MTT
assay; perform change detection corresponding markers by immunofluorescence method. Results The cultured cells is double marhed
with B1 integrin and CK19 by immunofluorescence, the percent of double-labeled cells was 80.12% , The postive cells was ESCs.
MTT assay was found Alum nanoemulsion and MEBO can promote the proliferation and differentiation of ESCs, MEBO was superior
to alum ice nanoemulsion each group, but with 8.15mg/L of alum ice nanoemulsion comparison was not statistically significant (P>
0.05), Tt was significant statistical significance with the other groups (P<0.05), 8.15mg/L of alum ice nanoemulsion’s proliferation
rate was(86.498+0.333)% after 72h.Immunofluorescence found 8.15mg / L of alum ice nanoemulsion—positive cell score 4.50+0.577,
was not statistically significant comparison with MEBO (P>0.05), compared with the other groups were statistically significant (P<
0.05). Conclusion MEBO and alum were nanoemulsion ice have regulatory role in burn epidermal stem cell’ proliferation and
differentiation, 8.15mg/L. as the optimal concentration of alum ice nanoemulsion with MEBO comparison was not statistically
significant.

KEY WORDS: epidermal stem cells; alum ice nanoemulsion; MEBO; keratin 19; 1 integrin
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Effect of Polygonum Cuspidatum on Expression of TNF-« and IL-1f3 in Acute Lung Injury Albino Rats

XU Xijaoxiao', YANG Junchao®®, WANG Yuguan®, CAO Yu’
(1. Zhejiang Chinese Medicine University, Hangzhou 310053, China;
2. The First Affiliated Hospital of Zhejiang Chinese Medicine University, Hangzhou 310006, China)

ABSTRACT: Objective To observe the influence of the Polygonum Cuspidatum(PC) decoction on Acute Lung Injury (ALI) of
TNF-a, IL-1 beta expression in LPS induced Wistar rat, and to explore The PC decoction for the treatment of Acute Lung Injury.
Methods 60 Wistar rats randomly divided into 6 groups, each group of 10, respectively, blank control group, model control group,
hormone control, PC low, medium and high dose group. Building before 12 h and 24 h, 12 h, 24 h and after building 36 h
respectively to the blank control group and model control group to 0.9% saline 8 ml/kg one time to fill the stomach; Hormone control
group to prednisone 6.25 mg/kg lavage. PC low, medium and high dose group respectively for the giant knotweed decoction of 2.6
g/kg, 5.2 g/kg, 13 1 g/kg to fill the stomach by the way. Building to be put to death in the rat after 48 h, collecting samples,
measured and pathological biopsy. With ELISA method to detect ALI rats bronchoalveolar lavage fluid (BALF) and lung tissue of
TNF-a, IL-1pB. Results PC low, medium and high dose group of concentration of TNF-aare (112.6+3.2)pg/mL., (110.9+4.0)pg/mL.
(108.9+3.4 )pg/mL, IL-1Bconcentration for(122.4+3.9)pg/mL, (118.7+2.8 )pg/mL. (117.2£2.3 )pg/mL, compared with model
control group, except for the PC low dose group of IL—1Bconcentration has no obvious change (P>0.05), the rest were significantly
lower(P<0.01 or P<0.05) in BALF; PC low, medium and high dose group of TNF—aconcentration in the lung tissue(81.9£3.9 )pg/mL.
(77.3+6.4)pg/mL, (76.6+2.9)pg/mL, IL-1Bconcentration respectively (66.7+6.1)pg/mL. (65.1+1.9)pg/mL. (62.8+3.8 )pg/mL,
compared with model control group, except for the PC low dose group of IL-1Bconcentration has no obvious change (P>0.05), were
significantly lower(P<0.01 or P<0.05). Conclusion The PC decoction can inhibit the production of the inflammatory cytokine TNF-«
and IL-1pB, it could be a PC mechanism of decoction in treatment of acute lung injury.

KEY WORDS: PC; acute lung injury; LPS; TNF-a; IL-103
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