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[ ZE)EH. M DeR3(Decoy receptor 3)7E S PEIFIR & 18 45 5 1E (acute respiratory distress syndrome, ARDS) iz P44
BIME, 775 RARTIE: SRR E BPTRIT 2, WL 42 flatkrPR S s 4 MEEH 30 d FiE, 21 HleEET EEW
AFET-4, 21 BITEIR BB RATEIRH , 287 0~24 h L7 DeR3 5 ARDS K15 CEEKE MODS &HETHXE, ER.30 XL
HFET-F R 50.0%, % .4 EE ARDS FET RS HIH 23.1% .60.9%.66.7%, .+ . EE ARDS EF M DcR3 HEAHIH 1.8
(1.3~2.9) ng/mL.,2.4(1.2~4.8) ng/mL 4.0(2.9~5.5) ng/mL,P=0.048 FET-4H-S5FZTHA M DeR3 HEAHIH 3.1(2.4~5.5) ng/mL,
1.8(1.1~2.7) ng/mL,P=0.014, 3% MODS 53 & MODS B HLR M H DcR3 HE 910 3.6(2.4~5.5) ng/mL.1.8(1.1~2.9)
ng/mL, P=0.011,, Cox El|A4}#7 B/~ DeR3=2.7 ng/mL(HR=2.557,95%CI=1.016~6.432,P=0.046) .3} & MODS(HR=4.667, 95%CI=
1.751~12.443, P=0.020) . & F5 %< 165 mmHg(HR=2.737,95%CI=1.049~7.141, P=0.040) & ARDS # ¥ 30 d FET-AYJh <7 T 5 T
MAEF, it M7 DcR3 WERKS ARDS FIEEREMX, ARDS BE EHLTE DR3 REE 544 MODS D& 30 d
SR XK SA X,
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Predictive value of serum DcR3 in acute respiratory distress syndrome
Xie Zi,Hu Mingdong,Wang Changzheng,Li Qi
" (Department of Respiratory Medicine ,Xinqiao Hospital , Third Military Medical University)

[ Abstract]Objective : To explore the predictive value of serum DcR3 in acute respiratory distress syndrome (ARDS). Methods : A
prospective nested case—control study was conducted and 42 acute respiratory distress syndrome patients were enrolled. Of which,
there were 21 non survivors and 21 survivors. The Berlin definition was used as a diagnostic criteria. Sera DcR3 concentrations were
tested. Cox regression was used to evaluate the predictive value. Resulfs; Thirty day all-cause mortality was 50% and the mortality
was 23.1% for those with mild ARDS,60.9% for those with moderate ARDS,and 66.7% for those with severe ARDS. Baseline sera DcR3
levels were higher in non survivors than survivors (P=0.014). Sera DcR3 in mild,moderate and severe ARDS were 1.8(1.3 to 2.9) ng/
ml,2.4(1.2 to 4.8) ng/mL,4.0(2.9 to 5.5) ng/mL,respectively,P=0.048. Sera DcR3 were higher in non survivors than in survivors
[3.1(2.4 to 5.5) ng/mL vs. 1.8(1.1 to 2.7) ng/mL, P=0.014]. Baseline sera DcR3 in patients developed MODS were higher than those
who did not develop MODS[3.6(2.4 to 5.5) ng/mL vs. 1.8(1.1 to 2.9) ng/mL,P=0.011]. Cox regression showed that sera DcR3=2.7
ng/mL(HR=2.557,95%CI=1.016 to 6.432,P=0.046) ,developing MODS (HR=4.667,95%CI=1.751 to 12.443,P=0.020) and PaQ,/
Fi0,<165 mmHg(HR=2.737,95%CI=1.049 to 7.141,P=0.040) were independently associated with an elevated risk of 30 day all-
cause mortality. Conclusion ; Serum DcR3 level is associated with ARDS severity. Patients with higher sera DcR3 were associated
with an elevated risk of developing MODS and 30 day all-cause mortality.
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SRR 538 47 & 1E (acute respiratory distress
syndrome , ARDS) J2& /0> YE 44 DL S & b fiki 4 A1 TR
HEBOR B R T Stk IR M RAE PRI AR fi0,
2 ICU % WAEEE . BRERIST B £a8 B TRk
278 (multiple organ dysfunction syndrome, MODS) |
24 518 @R ¥4 1T (acute physiology and
chronic health evaluation score I ,APACHE I $£43)2.
RFEIAESEPR S ARDS UG A K., FrilmR EH B L
HEIRAE, JRIT RS, AR T, IRIT AR
R, Bk, BF5ES ARDS RAEREA X HEY
BIEHH ARDS Bis M EY RS WX TR A
AREEE, IERIERKFHBAE EEAIRKE S,

RAER K TS5 ARDS KAEKE,
PR ETFHERKEFPELES S MODS &4 Bt
WREZXFEAHMAN E-6, HAMEN K-8 IR
FEEF-o SRR BIAE ARDS HiE P HIHHE, BLiE
R EFRIGIFRUR AT , DeR3(Decoy receptor 3)
AMUEBRAER , A i WER, TR 5 4
RE RN KA B ARDS BA R K, AlES 5P 4
B REAR A S R 5 4519, T BEXS ARDS A IR7T
BT, R, ADFFT B BB S Z0m % BB
iiiYE DeR3 5 ARDS Ji1% /=B E & H 7 ARDS
BUR TGN E, YIRS R MEALIE ST
B E IR

1 XMHEEFE

1.1 A%

RUBEHEAAA 42 PIAMIPREALGRIERE 15 19 4]
iR ARDS,23 BftiZMNEYE ARDS, AR . 20 &t
W F B A R 1| AR, SR a5 SR LW
Pl RAARRE X, HEBRARUE  SE 3R ; 18] B PERTRBEAR ; K LA B
FH AR LB E B HER R SHtE (diEH5 . 2013020)
12 BrE% %

AHA ST N A BUREE R 2R Fxd BBAF IR Oy R FEMF
FAN 30 d 2EFET, IR E R EIET, KRG hFE T
H(21 B EFFEHQL F), iILFRE—RIERER 2%
S ERITAS T AL 24 h IINRERSY I R4E
30 RER AR SRR, A4 0~24 h REBE MIRA,
SFE MGG T-80 CHAMTRAMRA, WK . ORFEHGE R
FZIM¥E DeR3 WEESF, WA SN INENE ARDS B it
& DeR3 KB TEF ; QT ILTE DeR3 5B~ HEE
BRIERFEFR ; @Cox FIF R EARTE L2 E DI RERERE
L4 1F  APACHE I $F4) . Pa0,/FiO, ZFiR 2 K £ /5 PRAH M.

DcR3 55 ARDS SET- XU YK 2R, it ARDS Bi/S B E R,
1.3 ik DeR3 R AAR F ik

g % 4 3% W% B 32 0 <2 M0 75 DeR3 ¥k J¥ (R&D Systems,
Minneapolis, MN, USA ) , #fE iR Hi#E , 18 C~25 CER T
MM R
14 #%it#$FFk

Fi IBM 43 %] SPSS 21.0 BAAF#ATHIT 047 . FFE WAL
R RO, AP AL MO AR (Q, Q)R , A B IE
B EEE, FIE « b (x5 ) R, IESDHEOR
2] LU ¢ R s A A A PR B T R AL ] AR AR
BERK IR IR ; M OC T # A Spearman BRARSE /34T
ROC 4478 & T s XS B8 ,ROC B4 T I (AUC) HF
FIWF L7 DeR3 K HIFL - 5 E B & RIBE S ; /G W LR &
HITZIRE Cox EIEMT ; R EAEF 547 H Kaplan-Meier
%, AP IR B A S  log-rank 5, HEH/KHE 0=0.05,

2 &5 R

2.1 BAERAIE

42 ] ARDS BEWERBTEI K 1, 42 4] ARDS B¥FH,
2E 136, 95 23 B, B 6 B, KEDF 30 XINA 21 B3t
10,21 BFFIE 30 d R EFET-HN 50%; L BEP 2,
T ARDS 48 & 14.3%(3/21) \57.1%(14/21) ,25%(4/21)
B[ ARDS JET-% 23.1%, H ARDS FET-K 60.9% , EHE
ARDS JET-% 66.7%. FipI4MEH: ARDS 43 512% 19 fUf1 23
B, RTHSFEEREWER E WRERERITEE
X FETHELR A S IR TS (P=0.011);; B3 ZMODS
(P=0.000) fRF2(P=0.002) 7 TH7IEL ; FLT-4H LR APACHE
I3RS TAEIE 4 (B2 RS H 228 X (P=0.089).,.
22 FREHE EA i DcR3 Lk

BT 4 ¥E DeR3 ¥EAE[3.1(2.4,5.5) ng/ml]/F 7
TH4A[1.8(1.1,2.7) ng/mL](Z=~2.453,P=0.014), 3F ZMODS
B#[3.6(2.4,5.5) ng/mL]1# DcR3 W EF TR I & MODS
B #(1.8(1.1,2.9) ng/mL}(Z=-2.550,P=0.011), FFPIMEHE
ARDS M 175 DeR3 Wk 2 R 47 8 X [2.4(1.2-3.2)
ng/mL vs. 2.7(1.5~4.7) ng/mL,Z=-0.897, P=0.370],
23 LF DRI EREFERARLENKXE

B ARDS(n=13) . E ARDS (n=23) . EE ARDS(n=
6) B E IMIE DeR3 D510 1.8(1.3,2.9) ng/mL.2.4(1.2,
4.8) ng/mL.4.0(2.9,5.5) ng/mL, b5 J-T St 8=1.979,P=
0.048; EIF ARDS BEELZ M DeR3 WE S TRE ARDSAE
&, AR IS’ Z=-2.368, P-0008(KEHAEL , S20) ,
117 DeR3 5 APACHE I ##43 ) Spearman BAHE REH r=
0.349, P=0.023; 5 &/ 518 5 #Y Spearman BAHXRE N r=
-0.362, P=0.018; 5 I 4H /2 -8 ) Spearman BRFHR R ECH
r=0.756 , P=0.000,
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Tab.1 Comparison of clinical characteristics between survivors and nonsurvivors

mH FET-H (n=21) FREH (n=21) gritg PE
H5I (B ) 1417 2.100 0277
FH(3) 62 =14 6118 . 02640 0.793
HLR APACHE 1 ¥4 23+ 11 1.754% 0.089
L ATEE (mmHg) 148 £ 67 200 + 59 2.655" 0.011
3% MODS ¥k 15 16.701° 0.000
H R FEBI 14 9.722* 0.002
30d A7ratiE (d) 4(2,8) 30(30,30) 3.240° 0.000
WHE - 2.403° 0.121
FishEE ARDS %t 14 - -

FiIEYE ARDS B3 7 - -

HBHERATE R AR + FREE (c 2 5)BM(Q1,0:) o a: FHRBLIHE ;b BBWFI B o WA BAG RS IR

2.4 i DcR3 R4 158 APACHE Il #% 2+ ARDS &4 7
J6 Hm 1A
ROC £k aniE 1./ 2 FiR, LAY DeR3 ¥R 2.7 ng/mL
S FAE, Bl ARDS 30 X&EET-HREE SRESFIN
66.7%F 76.2% , AUC=0.721(95%CI=0.563~0.879) , P=0.014,,
L APACHE 11#¥4) 19 434 5HE , Hilll ARDS 30 R2FFET:
HIREE S RESHN 57.1% 61.9%, AUC=0.612(95%CI=
0.438~0.787),P=0.213, A-EHE 165 mmHg FAEH , Tl
ARDS 30 d £FEET- MR EE PR ESHIHT1.4%.76.2%;
L 173 mmHg R B8, REBER 81.0% 5 FEH 71.4%;
AUC=0.732(95%CI=0.568~0.897) , P=0.010,, LAl #% DcR3 ¥
2.9 ng/mL N FE, Tl &4 MODS WREUE N 64.7%,
BRE N 76.0%, AUC=0.734(95%CI=0.580~0.888) , P=0.011,
ROC #i£kin/E 3 F17% ; DeR3=2.9 ng/ml. B & 4 MODS K|
% & T DcR3<2.9 ng/mL B # , OR=4.714(95%CI=1.255~
17.709) , P=0.022,
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Fig.1 ROC curve for 30 day all-cause mortality prediction
by DcR3 and APACHE || in ARDS
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Fig.2 ROC curve for 30 day all-cause mortality prediction
by PaO/Fio, in ARDS
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Fig.3 ROC curve for predicting development of MODS in ARDS

25 ARDSZ2#30d4RATHERE

ZEE Cox BIFAHTLER(F 2) B ARDS BE MTE
DcR3=2.75 ng/mL, EATEH <165 mmHg. 3 & MODS K&
#,30 d 2EFET-XEHE LML INE 4 FT7R, M1EDeR3
Bt 2.7 ng/mL B H 30 XFERE BET DeR3<2.7 ng/
mL BB # (x*=9.357,P=0.020),
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%2 ARDS BE3I0d£RAFET-HXER

Tab.2 Factors associated with ARDS 30 day all-cause mortality

HE BEESW ZERELSN

HR (95%CI ) Wald P HR (95%C1 ) Wald P
DcR3=2.75 ng/mL 2,578 (1.018 ~6.531) 4.120 0.046 2.557(1.016 ~ 6.432) 4.117 0.046
Pa0,/Fi0,<165 mmHg 2.705(1.027 ~7.127) 3.834 0.044 2.737(1.049 ~ 7.141) 3.893 0.040
APACHEI =19 1.691 (0.631 ~ 4.532) 1.178 0.296 - - -
F & MODS 3.289(1.070~ 10.114) 4363 0.038 4.667(1.751 ~ 12.443) 9.881 0.020
HEHRI 2.019(0.647 ~6.302) 1.556 0.226 - - -

. KEBRMEINT : DeR322.75 ng/mL A 385 ( PaO/Fi0, ) <165 mmHg  APACHE Il i#4} =19 .3 & MODS FRARFEHME R 1, TR 0,

FET- =1,71% =0, — AT

L0 & DcR3 < 2.7 ng/mL
w3 DcR322.7 ng/mL
0.8+
#
LS
5 06
B
124
0.4~
Log Rank P=0.02
0.2.4
T T T T T T T
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AEFERSTE (d)
4 DcR3 /KRR ETFHLE
Fig.4 Survival curve for DcR3
3 3 it

DcR3 AR N IEIRSE I T3k 6(TR6) \M68,
& 33kD Al 4T, B TNFRSF6B %K 20q3.3 4
5, T W E M g U] %5 DeR3™, DcR3 6 Z %
JEZEH R4 INEIE AE, DeR3 Al 445 & FasL,
WHAEME T, SHYHRYER FasL 5 DeR3 F
B, B R EREGTE IR TV BE T B, W1 BB R BURF R
BB RICT- S E  DeR3 WE— LR
VAR T, RRAEEER (IREAEY) | B B gt
R EMIREY , SRIEHBERF XD, A,
Huang Z"BF5TIESE DeR3 BEME DRI 4R R Fred
80 DcR3 L EA B RIEAY, X —1EH 5 EIRIE
HFZE L D240, 5FE 52 EER <,
B, R0 1f 75 DeR3 ¥R EELFT BEH B) T ARDS
J& PHd K& MODS TA#

ABFG UL 7 DeR3 WER RS ARDS

BERBEEREA X, RIERE, MIF DcR3 K¥
#E #E M DeR3 W RES ARDS A4 RBH X,
AWM M E DeR3 & B T3¥44 ARDS B ER 1
JRAB L

Villar 8B 5 45 R 28 ,ARDS £J% 24 h N
WEERE ST RRA X, ARERERIMm
7% DcR3 55 ARDS HUEHA %, Cox [EIF4HIESE &
FIRZEE MODS  EATREUS, M1 DeR3 WA 1
F#& ,ARDS fi# 30 REFFET-NKHEE, 415
Chen MR ZERIMNM , SEFHER APACHE I F
ST LR B AR . M¥E DeR3 Fill ARDS 8%
30 d LT EARS FTEATHEL LT APACHE
¥4}, DeR3 E&76%40 APACHE IT1¥4HH9 AUCS
14 0.721.0.732,0.612, S E A% S APACHE 1
¥4 AR F,DcR3 ATRES5 ARDS K AEREBAH X, R

. T, DeR3 1EATE T E T, REE 66.7%8AK &

I, SRR EF R E TS AR EY
LR D51 e KR -5 5% & MODS i &
WL —, BEERIIESR BN LM 1L-8
WEHE 5 MODS KAHR %, Rt BRI RN TE
MODS &4 FREERA, PRI 5 IE R
PEBE, BB B SMNE M DeR3 1R E SHPEIRIEH
F-a BN F-6 BIAHXREST AR 0.673 F1
0.66304, 7R S AE I & A [Fl B AL REE LR R &
# ,DcR3 3R AT B R R A ANGE 2 T R K
N, AT RE B R ER Al R LR RIE RN AR, ABF
RERER DeR3 5H4RN K-8 2IEMX, 57
WRICERIRE S5 R EULHEN, Yl Mm% DeR3 ¥R
A B FHM MODS k4, AHARGERER R
MODS B 3# #4817 DeR3 ¥k & TR I & MODS
B HLL DeR3 BT 2.9 ng/mL B H &£ MODS
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XU 1 35 . OR=4.714 (95%CI=1.255~17.709) , P=
0.022, LLIME DeR3 ¥EE 2.9 ng/mL Sy FE, Hil &
#: MODS FIRBUE X 64.7% , F: 57BN 76.0%,AUC=
0.734(95%CI=0.580~0.888) . 27~ DcR3 3% & Xf
MODS KAH —E WM E , AR LEERE Chen
LU AR —B, Ht, FAIR I M E DeR3 A Bh
FIEAL MODS &4 XU , LAE BRI, HiplrMODS
RA BETIFEAR ARDS FET-3 , #:l DcR3 FIRERE 4
f5 ARDS \MODS — iR r i S (B R EE L
BIESE , e DeR3 RIREA B FAYIR W W
AMELLIEYT . {5 DeR3 Hilll MODS & 4 i) REUE 5
1%, Ee A AR R R E T BMFER

HETIAH ARDS B R FibEle ZWBR 8w,
JtidE . ARDS 285 I REFE S5 i /MR ARDS &
FHiEREAEAR R, BUSWARRE, AT, AR ERE
A AMEE ARDS 117 DeR3 ZR LS ITTHE
X, A, 113E DeR3 Y] T N4MEE ARDS T
JE A,

25 LFTR , 3% DeR3 55 ARDS BE RIS ™ EE
B REE RN R R UG AESE, MiE DcR3 & ARDS
BE P BUS B F , M7 DeR3 WREEHE S, ARDS
BEFT- RS, K4 MODS XU, HEsh
AW M ¥ DeR3 A By FiF4h ARDS 1% & B K il
&, YR EYTE R MR T B e EE A
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