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W= BHB R EF 2 548 &om % (diabetic nephropathy, DN) s & % %% ¥ P30 45 69 2
FaH, ik ¥ 30 R4z gME KK-Ay DR, T HIEAFEF 3 A4 & DN AR Rhuo A AR 20 4077
W BEHE2 FRP DAIEA,HH6 R,B%6 X C57BL/6J DR AEFH, EFMARRAMT XS
FK0.1 mL/(10 g -d)#EF ;4 mme T4 13.33 mg/(kg - d) EF ;B EF2 F X . F. o Alsa
A ¥4 A 2% 40.66,20.33,10.17 g/(kg - d) A E#F, &R 1 kM EF,E8FWm12 B, KA
RT-PCR # A #m B2 27 IL-18.INOS.MCP-1 mRNA #: K -F, Western blot # K. % %% 2L 7§
JEZA 2% INOS & & & ik K-F. ELISA ikl fik IL-1B . MCP-1 B @ Rk KT, R 5 EF4kik, #A
28 IL-1B8. MCP-1.iINOS mRNA # % Z & & & X K-F 2% LF(P<0.01,P <0.05), HAaA b, i)
4 P &2 IL-18 . MCP-1 mRNA #f 2% & kA K-F2FTFRAP<0.01,P<0.05) ;%47 F%
XA 220 INOS mRNA # FRFREZE G AKX KFRF TFTHA(P<0.01, P<0.05), ¥ 2+ 7 &4 iINOS
MRNA #FKFE2EZTFTHP<0.01)., S A Fambkiz, b5 K7 F20 iINOS mRNA # FKF &
BaORZKFREEZTIA(P<0.01, P<0.05), ¥2F A 221 iINOS mRNA # ZK-FZF TR (P <
0.01)., &it #H¥H2 5K EDNBFAR LR KXEHRGH > TFHHTISL 4 IL-18.INOS.MCP-1
WM ERA £,
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ABSTRACT Objective To observe the molecular mechanism of Tangshenging Formula I (TSQF
Il ) on immunoinflammatory injury of diabetic nephropathy (DN) model mice. Methods  Totally 30
healthy male KK-Ay mice were fed with fat-enriched diet for 3 weeks to induce DN model. All successfully
modeled mice were randomly divided into the model group, the Valsartan group, high, middle, and low
dose TSQFII groups, 6 in each group. And six C57BL/6J mice were recruited as a normal control group.
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Deionized water [0.1 mL/(10 g - d) ] was administrated to mice in the normal control group and the mod-
el group by gastrogavage, once per day. Valsartan [13.33 mg/(kg - d) ] was administrated with TSQFII to
mice in the Valsartan group by gastrogavage, once per day. Mice in the high, middle, and low dose TSQFII
groups were administrated TSQFIl by gastrogavage [40.66,20.33, and 10.17 g crude drugs/(kg - d),
respectively ], once per day. All mice were treated for 12 consecutive weeks. The mRNA transcription
levels of IL-1B, INOS, and MCP-1 in renal tissue were detected by reverse transcription polymerase chain
reaction (RT-PCR). The protein expression of iNOS in renal tissue was detected by Western blot and im-
munohistochemical assay. The protein expressions of IL-18 and MCP-1 in serum were detected by ELISA.
Results Compared with the normal control group, levels of IL-18, iINOS, and MCP-1 mRNA transcription
and protein expression in the model group were significantly up-regulated (P <0.01, P <0.05). Compared
with the model group, levels of IL-18 and MCP-1 mRNA transcription and protein expression in the Valsar-
tan group and three TSQF Il groups were significantly down-regulated (P <0.01, P <0.05). Levels of iINOS
mRNA transcription and protein expression in the Valsartan group and the high dose TSQF II group were
significantly down-regulated (P <0.01, P <0.05). Level of iINOS mRNA transcription in the middle dose
TSQF II group was significantly down-regulated (P <0.01). Compared with the low dose TSQF Il group,
levels of INOS mRNA transcription and protein expression in the high dose TSQF Il group were significant-
ly down-regulated (P <0.01, P <0.05). Level of INOS mRNA transcription in the middle dose TSQF Il
group was significantly down-regulated (P <0.01). Conclusion The molecular mechanism of TSQF I for
improving immunoinflammatory injury of DN mice might be related to inhibiting bioactivities of IL-1B, iN-
0S, and MCP-1.

KEYWORDS Tangshenqging Formula II ; diabetic nephropathy ; immunoinflammatory injury ; molecu-

lar mechanism

Bl 97 B ( diabetic nephropathy ,DN) 2 bl R
I L 7 ) LI R T At s — A, ek
IE R 5 2K W % (end-stage renal disease,
ESRD) . HHiPH IR YT 3 % LAY i 0B | 1 A , 0 51
B - R ER - BEE RS, AR I A Ge B BH
IE'EEPIRE . DN (1Y A& HLHIAS 52 4 B A, 7T g
FEA A% Gy A E SR b B AU 2 AL A ™ )
W% FAAE RN, S 538 P 3 55 2 T R A BLAE
38 RAES /& DN B4R R LT, e
BHEFTE 2 S oMIRIRIG YT DN A 20 7, vl BH ok 3%
DN & I JLEF (serum creatinine, SCr) .24 h JR
%1 (24-h urine protein,24 h Upr) KR A&
(urine albumin,UAIb) 7K, Fff ifiL 7 & AH [ 5 ( to-
tal cholesterol, TC) , X% Z igf H (low density li-
po-protein, LDL) /KB TR . ME s L5
53 W], A J7 % DN Ifi X % & ( blood urine nitro-
gen, BUN) . SCr. UAIb/fX )L I ( urine creatine,
UCr) =5 I Ifil 4 ( fasting blood glucose, FBG) . H
=Mk (triglyceride, TG) .24 h Upr A %4 1y i 3%
VERIY o ARSI R T A & 7 2 FOBE IR KK-Ay
INE IR R B K F, R0 1007 2% DN 2H 41
B 5 M A I BIL A

MRS T %

1 Zh¥y  HEPE SPF %% KK-Ay /MR 30 2, AT
(30.94 + 1.67)g, ¥ A/ IES SCXK (5t) 2009 -
0004, Itk C57BL/6J /N6 H, {AkH (24.57 =
1.60) g, Al iIF 5 SCXK (5)2009 - 0007, JiFrh /I
BRCA 8 ~9 JAls, ¥y A AL nt AR B S8 sh W H AR A [
OS] o AT R A B2 R A R A S S Y e PR
Zh4H A (FHitS: KJ - DW -18 -20130603 -
03),

2 Y BEEW 2 Sl EGRFERTE
Bezy 7 BHEML, fILZE 8 30 g HEME R 40 g. M
FH30 g Bk 6 g.214E 6 g A, SiyiH
e , e A st e 25 FR 2 ] S 41, A% 80 mg x
7hix1 & mIRTR BT 1 E AT 10% , 4
WE10% , 5115 10% ,70 % 4> # & % WUk kL, iE
T2 H 6% , 55 20% , BE 11 8% , ¥k
13% ,53 % & filt 4 kLo Fl i B 4D RE I AL 5 4R
BERSCI0 sh W 8 AR A R |, 34 T HE 5 SCXKA
(31)2009 -0008, i falkh, W B At 5t &L B )
TR A BRA ]

3 RXHH5EE  RF:Mouse MCP-1 Platinum
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ELISA i %] & .Mouse IL-1B Platinum ELISA iz 7|
£ (35H eBioscience) ; Triozol (Invitrogon /A H]),
iNOS antibody, Abcam-ab3523 (1l H Abcam &
H]),One Step SYBR RT-PCR Kit (I [ Takara 2%
F]) ,GAPDH . HAn 2 A EF 519 ( 35 E Invitro-
gen( L) R AEMHARARAF ) . ALES: &R
B AL R R AEA R, RT-6000 MU HR X : TR I
TN T AN B Uv-2000: JL B AT (1
)AL A PR A F] . TC-96/G/MH (b) ¥4 PCR Y . i
ARMEA AR, JY2Y1 Bl b B B R T
WK & A PR E . DYY-10C HL Yk A% : b 5t 75 — 1%
W

4 WERITL P /N RSN PSR 2 J S,
KK-Ay /NRTE 1 g ikRFE 3 K B 2 il
b FE 3 K, E MR R 3 K, 5% 3 Al £ DN
BRI 6 H C57BL/ 6J /) Bl 45 T % i 4R R 5
P /N E BRIFEYOK. W3R 3 S, RN RS
M4 X% 24 h Upr,FBG=13.9 mmol/L,24 h Upr &
TIEH# 40, ¥ % DN BRIE S8,

5 KRG TN R s
RUZHAFVPIRAL BB 2 5 K N (AR 2
Kb U B4 6 H; 1% 6 H C57BL/ 6J /NRAIE
W, IEHHAERIH T L 77K 0.1 mL/(10 g - d)
T ERYMRLE 25 T4V HR 13.33 mg/(kg - d) H#EE (4H
PR FI R 10 £5) s B 2 SR NS
WS A 254 40. 66 .20. 33 .110. 17 g/(kg - d) FIHHEH
CFHS TGRSR 20 10 5 %) o 541/ 1 ¥k/d
W ELE12

6 MRASRE T2 AJG, A SR s g
JRRT: I, 23 B ML s , - 80 C ykKAR AR A4 . B
JE ARFE/IN B TR BOSUI 1/ 2 A2 BT 2.5%
R E , A R 1/ 2 2B HLE T 10%
PERR R AR U 7 A I 3] DA A5 20 20
PP R A B 2 ARG s A LR R R AE, & RT-
PCR .Western blot J5 46,

7 KRR B

7.1 HH/NEE AL IL1B. INOS, MCP-1
MRNAFSEACERI R RT-PCR HAR . #2HUHE
HAUE RNA JG i A7 5% 5 U0 A5 i cDNA, LUy
Bitl , GAPDH N2 3 1 HhsPiltfT PCR ¥4,
£ H:42 CKIES min,95 CA5PE10 s Bk 5 s,
60 CILAfi 34 s, 340 MEFF, LN 455 )5 FIH SDS
(Sequence Detection System ) #4771 PCR i #¢
K RMAEA Ct(threshold of cycle) {H.

R HWENEGIYFS

HH FBRKE
o Elkvlg]l (bp)
L1p F# 5'-ATGGCCAAAGTTCGAGACATG-3’ 148

Tt 5'-TACGCCTGGTTTTCCAGTATCTGAAAGTCAGT-3'

iNOS [-Ji# 5'-AACATGATCGTGCGCTCTGCAAGTGCAGC-3’ 285
i 5-AAGGAATAGTGCAGACAGGCAGGA-3'

MCP-1 i 5-CGGCTGGAGAACTACAAG3’ 193
Nl 5-TCTGGACCCATTCCTTAT-3’

GAPDH i 5’-CCCATCTATGAGGGTTACGC-3' 150
i 5'-TTTAATGTCACGCACGATTTC-3'

7.2 RJH Western blot $ AR 1421 /)8 BB 2
L INOS FHHRIB KT FREUE 2H2129 30 mg, #2
BOEM e B AW B, BAE, LUk, B, B R
1:1 000 H (ol Fi Be—Pi,4 CHFF S0 H TBST ¥k
3 U B IR 1:5 000 L) # B HRP FRic il —
P, EE 2 h, TBST ¥ 3 I i ECL {0t i 4
WG, s FHEE R 0 Bt R G R A 38 45001,
gel-pro FRAFX UG AT KB 53 B o

7.3 R AL ARG I 45 20 /) BB 4H
iINOS #E FRA KT /NEUE H U & I K, £ I
PIR B Ik 4k, 3% H, O, B, HtJ5 & & , 1l °F s
BB, W, £ E, Wik 5 SABC J5
DAB .o, ik &M B Bk, A o A
A= AR AR B DR oA A € U Sy B A 5
IPP 6.0 H.# (0 B4 53t R 48, W S e 44k U1
3 BT A B PE 23k X 2 B 3 ot % B (H, 45 SRR
BIH.

7.4 HH/PNEUME T IL-18 . MCP-1 B 32ikK
SEAREIN SR A ELISA £AR . Bl -80 “CARAE Y ML i
FEAS, T e R G U B e A T A

8 SiifsFJirs R SPSS 20.0 #4745 4>
B 25 R x s Fon, 241 HLBCR F S Ry
ZEOYHT AL P LU R T LSD s, NFF A IE S A A
B ZEARFFMER HHES G K. P <0.05 AER A S

R
# R

1 HH/NRBE 4L IL-18 .MCP-1 iNOS mRNA
HSOKT R (R2) HSIERWALR, R IL-18.
MCP-1.iNOS mRNA & ik /K F & Jt & (P <
0.01), SHRERIZ AL, HVPH2 h 2 &4 IL-1B.
MCP-1 mRNA £ kK 8% T (P <0.01, P <
0.05) ,#ivbIng] sh 25 K4l . h 254 4] INOS mRNA
KA BETIH(P <0.01, P<0.05), S5HZj/h
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A, 2y kAl 2 4 INOS # SR K 2 R A
(P <0.01), 5l i, thR4d
iINOS mMRNAHGSRK R R, ZRILHRIT¥E
X(P>0.05), £ 5a 4l IL-18 .MCP-1 mR-
NA 56K L, 22 8581242 L (P >0.05) .

F2 KA/NREFHLIL-18.MCP-1.iINOS mRNA

FakAKEHE (xxs)
AR n IL-1B8 MCP-1 iNOS
FH 6 1.216+0.587  101.73 +14.13 106.2 £14.13
B 6 5.890+1.632% 407.97 +22.27 " 181.48 £31.04 *
SRUMH 6 2.098 £0.8382% 260.30 £14.34°2  143.96 £15.25%
fiZik 6 3.871+1.502° 287.10+14.674%  120.35+20.43444
i 6 2.508 £0.890°° 306.98 £22.314%4  121.25+15.47444
iz 6 3.054 £1.405°° 303.37 £12.92°2  173.68 £12.56

S IER AL, P <0.01; B4 AL, P <0.05, 24P <0.01; 5
HyLLE, 4P <0.01

2 HYU/NEUEE4Z INOS B kK

2.1 %1 Western blot $ AR KM /)N BB 4121
INOS R IA Kb (R 3, B 1) HiEWH L
BRI/ INOS 28 [ ik K V- B T (P <
0.01) ., SEIRIA LA, SivbHg] b 25 K4l iINOS &
HF&EXKF (P <0.01, P<0.05), H5H2i/hd
A, R4l INOS H A /K P FiH (P <0.05),
iR 4] INOS R IB K2 FRGEH, 255
B (P>0.05) ; 52y P 4] L8, th 2 R4 iN-
OS HHEIIKFETREBEH, 2R ARt E X (P
<0.05),

2.2 R AALE AR/ B 4141 INOS
FEHRRKFEE(ES, K 2) HIEWH
RIZH/IVER INOS A /K P B (P <0.05) . 5
RU g, v g 25 K4l 2 4 INOS %
KK F (P <0.05)

Hr2h ko NN U IR 20 INOS 2 1 R kK
PP A H A 25 I oG i 2E i L(P >0.05)

£33 HBH/PRBEHLP INOS HHEERKFEHK (Xx£s)
iNOS
ZH 5
iINOS(Western blot)  FEHRM6% B (il

EH# 6 12.13 £1.09 0.17 =0.01
sl 6 19.84 +1.44** 0.22£0.02*
AYbIa 6 14.76 +0.93%%4 0.17 £0.02%
RPN 6 16.51 £1.32°4 0.18 £0.02°2
helrh 6 18.12 +1.00 0.18 £0.02%
2] 6 19.62 £1.97 0.20 +0.02

He SIEH A AR, *P <0.05, P <0.01; S M4 H 4, AP <

0.05,24P <0.01; 5925/ Lhix, AP <0. 05

A B © D E F
INOS —» = S s e s — 130 kD

[B-aCHIN — ——————— 4. 3 KD
WA HIER ;B WA ; C N4V IHA ;D Hrh

2R E A2y dl  F 2/l
1 FU/NRENEH L T INOS & [ Ep ik A

&

\ - N
-~
A i ‘B C
\ o Wy
D Ry E F

HA NIEW ;B WAL C AWV D AR
41 E 2 dl ; F o b 25/l s 17 3k T dE h INOS
B2 £H4H/PNFREHL INOS FEHFEIL(MrEdfl, x200)

3 AU/NRINE IL-18 .MCP-1 E F13RB/K - L
B(F4) HIEFALK,BEAAIMTE IL-18 .MCP-1
HARIKKTEE LI(P <0.01) ; 5HEBIA i, 45
ThIRZH 2RI IL-18 . MCP-1 FEH £ kK F 2
FHFW(P<0.01, P<0.05), HZ5K /N
IL-1B8 \MCP-1 & [ 3235 /K F- 1 WG 41 [ Ll A 22 S 34 T
Fit#E L (P>0.05),

R4 BA/PNRILKE IL-18.MCP-1 ik

KFLE (xxs )

2H 5 n IL-1B8 MCP-1

EH 6 1.216 +0.587 12.941 +2.954
PR 6 5.890 +1.632* 27.272 +4.795 "
U 6 2.098 £0.838°%  14.073 +2.096°%
LiEIPN 6 3.871 +1.502% 12.127 £3.433%%
gl 6 2.508 +0.890%4%  15.565 +3.285°%
AN 6 3.054 +1.405%%  15.120+1.7172%

W SIE WA R, P <0.01; 54 RSP <
0.05,%%P <0.01

5 S
DN S0 R i 1l 789 I e 2 — , He & AR AL
HEMAANE RS, 7T B 5 405 [ 530 DN B U /& gk
S AARAN I ST TR I 0 B A Al Ak A G il AL
T D A5 L IL-1 L IL-6 L TNF-ou 25 48 E R 177 2k,
FoH L1 B2 18 1 G 98 1 47 AL 1 1 B A4 i I
Fo FREREE TR BB MEA4Z IL-18 mRNA J DN
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BE M L1 Rk L1 it 5z ik
G5B G RG22 A0 e i A TR -
kB (nuclear facter-kappa B, NF-«B ) iffi i, fie fii &
PR 7 L DR 53 4 BRI, A R E SR . NF-
kB J& Z P A 9 AE SN A% O AT, FE L NF-xB/
Rel ZRIKEAXFAAE. #EARET,NF-«B 541 A
MHIE M 1-«B (inhibitor kB) 454 =&k, 1-xB 5
NF-kB — 3Rk I RHD X2 Stmsk it kA EH,
6 HiA% %8 A7 IX 3 ( nuclear localization sequence,
NLS) ,#l NF-«xB #EATHAS 0L o o B . 40 i [N
T3k A W A EORT DL ST 1-«B S B (IkB
kinaseB, IKKB ) # % B2 1L 1 , 1-kBow 1Y 45 5K A7 15
(Ser36 #il Ser32) £t WMk fk 1z Rk, &4 265
K fif B R A%, NF-xB 2% @8 NLS, #F A4 t% 5
RHD X [ NLS S5AH Y «B JF 51454, Ja 3 53
SR SC PR i 1 A FEIL-1 B . MCP-1 . 40 i ) 2
7311 (intercellular cell adhesion molecule-1,
ICAM-1), INOS mRNA Ky#E R IL-1p & 7] 44
MCP-1.ICAM-1 {535, B R 40 i N NF-«B 52 5
IL-1B ¥ Ja e Adifft , 456 MCP-1 1 A2 i, )8
2 MCP-1 LR 3170 . MCP-1 2 8/ W 44 i 1
FRMEH | T CC kN4 %, 7 DN 5
LU MCP-1 Ji3 8h L Wi 41 g 5 9 3 8 , M55 917
# W ( extracellular signal-regulated kinase,
ERK) 1 c-Jun & & ¥ 4 % ( c-Jun-NH2-terminal
kinase, JNK) {5t ', 5542 15 I 40 L ) 27 2 4
Moz NE, RECE 4 . 535 MCP-1 o A i i
ICAM-1 ZR3k , 1 i A% 5 0 440 f L 9k 20 200 A R0 6, il
SN A M B B 2H 25 0 W R P IR, 1 5 1 4
JHOZRh B 5 |2 PR R A P03 40, 0 A3 s P 1 i, 7 A R
JRUZ,ILAB i AT o S NF-xB 15 1L I S0 — 4
L& A B (inducible nitric oxid synthase,iNOS)
iINOS J& — & 1t A & I ( nitric oxide synthase,
NOS) {1 —A~EHY , & —%A LA (nitric oxid ,NO) 4=
B EE R, AN INOS B AKIR, B
A Y02 BRI GLA YD N A RE R LSS A B AE 1
ERABERB L ORI LI, TERE R R B
iINOS 1735 ] B 358 ,NO A= jit s '™ ' | kiti% DN
[ % &, TNF-a, T3 % (interferon, IFN) | IL-1 %54
JH TR - W 40 PR R A 0 A P B T T UL
TG4 20 ML 55 45 i INOS™ '™ fif K 40 R Bt 4 56 76 A
NO,NO A4 UG 2 . B M i3 36 1 7 W ek s 5
NO /A B VIR R o B /NERA BRI NO
TSR R 3R IN B ke, SR EB R AR U NO XA

BR/NSN &S 5K 1 B R HBRZINSI Ik, DT 65 /N ek Y
JETFE, B B /N ER m g RS, P AR MR A R G
RV R vk it S R AN T K
SIS /NERIE AL ; 55 Ah it Z2 1 NO I8 AT 3 in ek 48 = 15
HLIED I Nk B AL T, INOS 25323k M2 NO R
=571 R4 DN,

DN J&FH B “ Bl R ik S5 1 T B i AL
KB RS PV TR R R . A R R T
S aE NI AR B 2 SR I IRIAR YT
DN AR o A7 FE i I g A A B
ML LLAE WO AE AL, T L 2R 15 RS Bk B IE
Ko EAEIE T RO IV IR SRS P
FUGR s B6A - LLAETE AR . B A BFFTIESE 1L 95 1A AE A8
REATK I , A 550 A0 Tk TS A B A0 410 o)l 3k Tk 2%
A= (advanced glycation end-products ,AGEs )
A A B, AR B /N BR G5 S B R AR 0P L
TEE 5 BB S LT NF-xB p65 i 3SRl
i DR ek U EARAE 2220 SRR M B3 2 5T ik
W IR MR PR BUE LSRR, ESE DN B E

AR I BT 55 45 SR UE S, BB 3 2 S5l sk
3% DN /N FBG .24 h Upr Z5KF, F 2 —E &%
T HEerkas . SR e, THIRITH 8 A2y
/NG FBG 7K VB B B IR (P <0.01) ,12 JEl s} rhr 2o
40 FBG /K F-HI B IEAL (P <0.05), THIAITS 8
JE Lz /N 24 h Upr KB B R AG (P <
0.05) ;12 JAI BT BE S 2 54541 24 h Upr 7K -4
R 22 R G X (P >0.05), THIAIFH 8
L BEE 2 Sk N4 ACR K] B %
fli(P <0.01) ;% 12 JHh2h 2 S /it 4l ACR
AOEH B (P <0.05, P<0.01) ., THAYFE 12
JAL BB 2 S AR KK-Ay /Ml SCr BUN,
TG B UK, H T B /N BRI I R 2 B /N
Pk g B2 RS A R R, R IL-
18 .MCP-1,iNOS mRNA #5 J 15 11 F3h K 8 3%
F9H, 385 DN AR S R F R Rism X, he
&4 IL-18 \MCP-1 mRNA %% 5 J 85 [ Rk K F 3%
T, 254 INOS mRNA #5511 335 7K F i
FETH, 2540 INOS mRNA #5 55/K 7 5835 T i,
LA B 2 S RERS I LA b R R B £, DR
B G BE RN o $E B 2 54035 DN ' it
T FHLE AT g S AR A 5 B A e R
IR0y T o SRR ZE R 25 R AL h 4L B 5 Ff
Ik INOS #2 R /K, A H 25 K55 3 AT 1 25 IR INOS
HEAG R, BB E AR E A — 80 HTRE i IR
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(]« BE PRI e 00 2 1 BT o U B 4R S R B A
LA BG5S A B T A BRI e 55
G FPRRA O, BLAb, 0T BBV I ik PG 51 J5 IR s L
il , A 7] B 5 A A A S LAt i INOS T 4 1 R 47
Ko AN, AR AL L, IL-18, MCP-1 mRNA [y
B MR AR R WL B 22 5 Ui BRI i 2 5
K N P 2 ] IL-18 \MCP-1 R AR
— 3 fHF 2GR FI 2 INOS mRNA 9% 5% iR 1 %
RKFAE 2 /N 2 0 2R R BT N 2 SR
FIE LD INOS 1 1 F B A F /N e 4L, vl g 2
AT DN BB . DN A AL il
S BEVE 2 5T 95 DN @A I R bR % v
THb R A I A A Al U e R A,
DN B, M AEdE— 25T
IEERU LTS v

(1] EWR. B2 SRR B s fe s 2 R O L
B3RS B RIF 2 or M [ D] db T db st P E 245 K
2¢, 2016.

(2] SkakBE, BI2EAE, TR, % B 2 5 0% 2 BbE
PRIEASRL/N BB DI RE R Z R [ ], dbstrh BE 25 R
#t, 2016, 39(1): 16 —19.

(31 WK, i, B, 5. B BURLYS B & Mo
PRI KKAY /NERUE BE INK {55 g m [ J ], Hde
T2k, 2016, 31(5): 1801 —1804.

(4] e, 28/ E, L KEE, . SRR HBZY-1 K
BB /NER R BE A IL-18 (IL-1B.IL-6 . TNF-o 33k 1952
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