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Fik 24 HUErE SD K RIRMHLECFE R L A IRTARA BRI TSG-6 T4, 541 8 Ko R4
MR 1 RERA TR 50 me/kg Yeag il &6 A BOAR gl s AR 45 T JC AR BER 7K 2 mg/ke; TSG-6 T2
PFGI5 1 h EETER 30 pg AL TSG-6, 41T YL 6 h 5 UM TS B DhRE , 16 AU 4G TR B2 PG
FFHE AKLITSY, SR FHSCI 5 5% — SR BEHBE SN (RT—PCR ) KGN B 2 2R A2 98 i 4 8 IR 7 1 4 A 25 (TL-18
IL-6)FIHIRE AL F —a( TNF-o) 3L RiA . SR ST ARYL L ARRIZ 1 37 JR 2 2 (BUN) LR (Cr)
IR K AKL FEZR 28 5 T 525 (BUN (mmol/L) : 22.64 = 2.36 Lt 7.09 = 0.65, 1=6.986, P=0.000; Cr(pumol/L):
177.28 £ 18.67 £ 60.32 + 3.11, 1=7.134, P=0.000; AKI ¥F43(43): 9.14 +0.28 [£ 0.30 £ 0.23, 1=9.013,
P=0.000], 4L T1.-18 . TL~6 Al TNF-a ) mRNA FikH] & F+5 (IL-18 mRNA:3.23 = 0.28 t 1.00 = 0.07,
t=5.874,P=0.000; IL-6 mRNA:4.16 +0.37 [t 1.00 +0.08,r=7.125,P=0.000; TNF-a mRNA: 3.85 +0.31 [t
1.00 +0.10,t=6.342, P=0.000)., TSG-6 T # 4L Ifi1 3§ BUN. Cr. AKI P-4 & B ZH4L TL-1B ., 1L-6, TNF-a [
mRNA 3k 8] BAR TAERIZH (BUN (mmol/L) : 14.07 + 5.23 [ 22.64 + 2.36,1=2.533, P=0.026; Cr(pmol/L):
112.76 + 14.81 [ 177.28 = 18.67,1=2.778, P=0.016; AKI 743 (4} ):5.35 +0.19 It 9.14 + 0.28,1=2.885, P=
0.013; IL-1B mRNA:2.26 +0.19 [t 3.23 +0.28,t=2.457,P=0.023; IL-6 mRNA:2.92 +0.29 [, 4.16 + 0.37 1=
2.975,P=0.011; TNF-a mRNA:2.58 +0.23 [t 3.85 £ 0.31,1=2.564,P=0.019). £if TSG-6 T Al
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[Abstract]  Objective To explore the effects of tumor necrosis factor— o induced protein 6 (TSG—6) on acute
kidney injury (AKI) following paraquat poisoning in rats. Methods Twenty—four male Sprague—Dawley (SD) rats were
randomly divided into sham group (n=8), model group (n==8) and TSG-6-treated group (n=8) using a randomized
number table. Rats were given an injection of 50 mg/kg of paraquat intraperitoneally (total volume was equalled to sterile
normal saline ) in model and TSG—6-treated groups. Rats in sham group were given 2 mg/kg of sterile saline. After 1 hour
of paraquat administration, rats were treated with 30 pg of recombinant human TSG-6 intraperitoneally in
TSG—-6-treated group. After 6 hours of paraquat administration, serum was collected to assess renal function, then rats
were sacrificed and renal tissues were immediately harvested. AKI score was evaluated by renal histopathology and gene
expression of pro—inflammatory cytokines including interleukins (IL-18 and IL-6) and tumor necrosis factor-«
(TNF-a) in kidney was assayed with real-time reverse transcription—polymerase chain reaction (RT-PCR ). Results
Compared with sham group, blood urea nitrogen (BUN ), creatinine (Cr) and AKI score were significantly increased in
model group (BUN (mmol/L): 22.64 +2.36 vs. 7.09 £ 0.65, 1=6.986, P=0.000; Cr (pmol/L): 177.28 + 18.67 vs.
60.32 +3.11, t=7.134, P=0.000; AKI score: 9.14 +0.28 vs. 0.30 +0.23, t=9.013, P=0.000). Moreover, the
mRNA expressions of [L-18, 1L-6 and TNF-a were significantly elevated in model group (IL-18 mRNA: 3.23 £ 0.28
vs. 1.00 £0.07, +=5.874, P=0.000; IL-6 mRNA: 4.16 £0.37 vs. 1.00 +0.08, t=7.125, P=0.000; TNF-«
mRNA: 3.85 +0.31 vs. 1.00 +0.10, 1=6.342, P=0.000). However, serum BUN, Cr, AKI score and the mRNA
expressions of IL-1f, IL-6 and TNF-a in TSG-6-treated group were significantly lower than those in model group
(BUN (mmol/L): 14.07 £ 5.23 vs. 22.64 + 2.36, t+=2.533, P=0.026; Cr (pmol/L): 112.76 + 14.81 vs. 177.28 +
18.67, 1=2.778, P=0.016; AKI score: 535 £0.19 vs. 9.14 + 0.28, 1=2.885, P=0.013; IL-1 mRNA: 2.26 +
0.19 vs. 3.23 £0.28, 1=2.457, P=0.023; IL-6 mRNA: 2.92 +0.29 vs. 4.16 £ 0.37, 1=2.975, P=0.011; TNF-«
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mRNA: 2.58 +0.23 vs. 3.85 £0.31, 1=2.564, P=0.019). Conclusion TSG-6 attenuates AKI following paraquat

poisoning by suppressing inflammatory response.
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AT S RV . GoTaq Wil PCR {7 & (£
Promega 3 F) ) X H B FE A cDNA $E47 52T 473 i
Mo SIIFH): A % -18(IL-18,109 bp): I
i 5'-TCCTCTGTGACTCGTGGGAT-3', Fiif 5'-TC
AGACAGCACGAGGCATTT-3'; 1L-6 (142 bp): I
i 5'~AGAGACTTCCAGCCAGTTGC-3', F i 5'-AG
CCTCCGACTTGTGAAGTG-3'; M IR FE H F -«
(TNF-at, 128 bp): I % 5'-TCGTCTACTCCTCAGAG
CCC-3'", Fif 5'-ACTTCAGCGTCTCGTGTGTT-3";
Z B8 — IR H M &6 (GAPDH,496 bp):  Iiff
5'-CAAGGTCATCCATGACAACTTTG-3', Rl 5'-GT
CCACCACCCTGTTGCTGTAG-3', SZBf PCR K 4%
. FHAZ 4 95 °C 2 min, 28 95 °C 3 s, 1Bk 60 °C
30s. HIFFEE mRNA FIXFF A 27229 S 14
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R 1 TSG-6 X H R P K BT BUN.Cr K1

Ko AKT PS35I (% £ )

151 LS BUN Cr AKI 343
(H)  (mmol/L) (pmol/L) (41
FARL) 8 7.09+0.65 6032+ 3.11 0.30+0.23
FERIZH (2) 8  22.64+236 177.28+18.67 9.14+0.28
TSG-6 T4l (3) 8 14.07 £5.23 112.76 + 14.81 5.35+0.19
IR EEN 302.101 223.350 341.901
PAE 0.000 0.000 0.000
A1 : 289 t/PAE 6.986/0.000  7.134/0.000  9.013/0.000
1:309¢/PfH  3.982/0.003 4.024/0.001 3.498/0.005
2:31 /P 2.533/0.026 2.778/0.016 2.885/0.013

L TSG-6 MMEIRIEIN T - o i5FE 6,BUN NIKZEA,
Cr HAILEF, AKT by 2 B 4
22 'BHLSURBLEAEAL OB T ER  ITF RS
ZHAVLERHE IR, A LB A4 78 0L 7K e AR AR S5
AT AR 6 b, ] LT /NS B R 2 A



FPE G HR 2URUEE S 2014 4E 6 48 26 555 6 ] Chin Crit Care Med, June 2014, Vol.26,No.6 « 407 -

Ji 23 AR PE TRBE s 000 B PR A 5 ) B e I 7K
53 T LA A% [ 45 , AN ZE RIS 5% 5 B80T DL /)N
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TNF-a ] mRNA FiAKCFHI I & TR FARA (Y
P<0.01);TSG-6 T i )5 IL-1B .IL-6 Al TNF-« fY
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mRNA FIRMFM (x + s)

a3 shykk  IL-1B IL-6 TNF- o
(H) mRNA mRNA mRNA
BRFARL4(1) 8 1.00£0.07 1.00+£0.08 1.00+0.10
FERIZ (2) 8 323+028 4.16+0.37 3.85+0.31
TSG-6 +HiizH(3) 8 226+0.19 292+029 2.58+0.23
FAi 152.968 123.094 165.517
Pia 0.000 0.000 0.000
ZMELEE 1 2 69 ¢/P{E 5.874/0.000  7.125/0.000  6.342/0.000
1:30 /P 3.546/0.004 4.784/0.001  4.605/0.002
2:3 1 ¢/PMH 2.457/0.023 2.975/0.011 2.564/0.019
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A i
AHERWNAEEREP IR REEZIE(—)

2 PEAtiH473 (acute lung injury, ALI)
P2 A LAH S 46475 ( ventilator induced lung injury, VILI)
PRI HLAH T % (ventilator—associated pneumonia, VAP)
X PEAF R R (community acquired pneumonia, CAP)
BB 3R ASPE 92 ( hospital acquired pneumonia, HAP )
18 P B ZE B

(chronic obstructive pulmonary disease , COPD)
APENI IR AR

(acute respiratory distress syndrome, ARDS )
2B #1473 (acute kidney injury, AKI)
B RAE LR AR

(systemic inflammatory response syndrome, SIRS )
ZarH DR LR G

(multiple organ dysfunction syndrome , MODS )
ZonBE e ( multiple organ failure, MOF)
HE 2 PR AR 22 (severe acute pancreatitis, SAP )
Z% B 1513 (acute gastrointestinal injury, AGI)

SR RN aSEy SN Glasgow coma score , GCS )
&P EFFUS P43 (Glasgow outcome score, GOS)
Ty fb 2Pk AR FE2E 3 (simplified acute physiology score, SAPS)
AP I SRR LI R G

(acute physiology and chronic health evaluation, APACHE )
¥R B W TT4) (sequential organ failure assessment, SOFA )
455 7 o 0 ( injury severity scale, ISS)
Jiti 98 7 B FR P R L ( pneumonia severity index, PSI)
ftive 4545 2 P55 8 (index of quantitative assessment, [QA )
IR RS AL B PES) (restlessness score, RS)
HEFIPE4> (Ramsay sedative score, Ramsay )
Riker FAFFHIEES)TF4) (sedation—agitation scale,SAS)
22 NBHE4 (emergency internal medicine score, REMS)
SIHMEEEAE T KU 7y

(the mortality in emergency department sepsis, MEDS 43 )
o1 [H BRI 2 B R PFE53 (confusion, uremia,

respiratory rate, BP, age 65 years, CURB-65 #£47)



