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WE.BR Wit IEEAZS A 5 (CPR) R 5 6 &4 ik £ kK LB F -15(GDF-15) M45%& 4 |
(CTNDARE B #R-FEARE S oot EPRE K Z. FiE 2540 102 #) CPR £4 CPR G B 4|,
12 h.24 ~48 h # fo 7% GDF-15 /K-F 4% ¥% fn 75 GDF-15 FF & ad 18 24 3 41 ,A 28:CPR & B %].12 h.24~48 h
fo% GDF—-15 /K-F44E <1200ng/L;B 28:CPR J& 12h #= 24 ~48h GDF-15 K-FH4:H &, 4F4: >1200ng/L;C
#0.CPR /5 12 h #= 24 ~ 48 h GDF-15 /K-F#4:H % 12 24 ~ 48 h 4% 12 h B4k, B et 3 20 % % &-nd 1) fo i
CTNI AF, SFml & &mt ) £.8 FAFR R W42 (LVEDD), £ F 4t a5 4 (LVEF), 35 341 % % CPR J5 6 A A
Tl L, 455 GDF-15f= cTNI R-FEA X ZAEA(P<0.05), B cTNI & ik K-F [ 4 fe i GDF-15 #9 %
A AL, BB & 3L, LVEDD #= LVEF %4 GDF-15 #= cTNI K-Fég Eibm Tk, BARTEH T AL C
21(P<0.05), AL =% Cati, £2F A%t FEL(P>0.05); % 6 A A 4R 27,8 4884+ F 4%
F A#iA= C 20(P<0.05),A %15 C 4k, £ F A%t 53 &EL(P>0.05), GDF-15 7K-F£1(>1 800 ng/L).
CTNI ZKRFE(>1.5 ng/ml) & # L %355 T GDF-15.cTNI /& K-F28(P<0.05)., Z5if £ GDF-15 5
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Changes of serum GDF-15 and cTNI after cardiopulmonary
resuscitation and recent clinical prognosis*

Jing-xia Zhou!, Chang-an Ren? Chun-tao Liu*, Zhong Li% Xin-ying Zhang', Hai-xia Yu?
(1. Department of Intensive Care Unit; 2. Emergency Department,
Chengde Central Hospital, Chengde, Hebei 067000, China)

Abstract: Objective To explore the changes of serum levels of growth defferentiation factor-15 (GDF-15)
and troponin I (cTNI) at different time after successful cardiopulmonary resuscitation (CPR) and their
relationships with cardiac function and the recent clinical prognosis of CPR. Methods A total of 102 victims
who received CPR for sudden cardiac arrest were divided into three groups. The victims whose GDF-15 level
was under 1,200 ng/L were enrolled into group A; those whose GDF-15 level continued to increase 12 h and
24-48 h after CPR and was over 1,200 ng/L were included into group B; and group C included those whose
GDF-15 level increased 12 h after CPR but was lowered 24-48 h after CPR. Serum cTNI, left vetricle end-
diastolic diameter (LVEDD), left ventricle ejection fraction (LVEF) were detected in the three groups at
different time. The patients were followed up for 6 m and the mortality was calculated. Results The cTNI
level changed with the change of GDF-15. LVEDD and LVEF also changed with the changes of GDF-15
and cTnl levels. The mortality of the group B was obviously higher than that of the group A and the group
C (P<0.05). The mortality of the group C was slightly higher than that of the group A (P> 0.05). Conclusions
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The joint detection of serum GDF-15 and cTNI can well predict the recent clinical outcomes of the patients

receiving CPR.
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GDF-15 (il 22 : 43 7l & CPR E BN %] .12 h,
24 ~ 48 h {1 GDF-15 St [a] A AGHI 4% i ] afiL 575
CTNI fZKF0, MR 4 IfiL 7% GDF-15 7K 19 284k ik 7
Syl B R AT 6 A H BT, A 6 4 H 545
Y B TR,
1.4 SitFEFE

BT R F SPSS 200 Gtk , HHE BRI
BB+ bRz (x £ s)FRom , AR L 5 22508015
TR R LR R IR, L x 2 K56 s Kaplan-Meier 75 H]
T2 A AE 2R ; Log-rank B 36 FH 41 18] A= 47
W25 F 1 A s Z2 I Cox [0 RS ] T4 3%
T 5 I3 GDF-15 7K F- ) e 5, P<0.05 2 5
EENEI-98

2 #R

21 —mRER

KA BRI —GOR AL, E R TSR (P>
0.05), L% 1.
22 3HBEEHHINEEZATEMER GDF-15 0
CTNI 7K Eb %5

3SHBAE A MIGENZ] (12 h .24 ~ 48 h (L.

&1 HEBE-MABILER

273 AR | Flxl CPRII [ FEfESMKENI /AU WP | ARSIk
(¥ ,xx5s) i (min,x+s) (min,x+s) (K, x=s) FERE AL O / 191

A4l(n=31) 53.632 + 6.161 15/16 6.372+1.684 8.729 + 2.231 20+08 13/18

B #1(n=34) 58.586 + 7.802 16/18 6.453 + 1.668 7.672+1.171 120+13 16/19

CH4(n=37) 57.091 + 7.382 19118 7.323 +1.851 8.364 + 1.509 50 1.4 16/20

X Y F1E 2.198 1.774 2.399 2.386 2.241 2.130

Pl 0.108 0.310 0.082 0.091 0.073 0.345
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# GDF-15 Fl1 cTNI 7KV b, ok E & I & 1 1)
I 2T, 4558 . (D3 4 GDF-15 .cTNI /K [b ik, 2
A E X (F=340.968 F1 6.313, P =0.000 #l
0.003) ;@3 4l A[F]HTa] ) GDF-15 . cTNI /K F He &k,
%SGt 2F 5 X (F =645.456 Fl1 306.275,1 P =
0.000);33 £ GDF-15 .cTNI /K- 25 fk #a 4 2%
S (F=8515 F14.900, P=0.001 #10.009)., "% 2.3,

23 CPRE&MEZOGEHFKERNEZE. £ZEHM
SERIEL

SHBEE MG HZ] 12 h .24 ~ 48 h I /2
DK AR N (left ventricular end-diastolic di-
mension, LVEDD ) . 2= % §F 1L 53 5% (left ventricular e-
jection fraction, LVEF) Hu#& , R H 5 & M s 152111
2030, 455 . D3 41 LVEDD \LVEF [L#, % %4 5¢

%2 3AXRERER GDF-15 KFELLE  (ng/ll,x +5)

205 HIE 12 h 24~48h

A4l (n=31) 659.003 + 175.641 667.324 + 151.881" 677.131 + 222.978"?
B 41(n=34) 475.062 + 198.764 1.808.168 + 192.132Y? 3155.714 + 390.582"2%
C 4 (n=37) 542.033 + 170.379 1743.442 + 233.601 938.003 + 295.182V7%

WD) 5 RIZ H#r, P<0.05;2)5 12 h L4, P<0.05;3)5 A 4 b4, P<0.05;4)5 B 4 HL#¢, P<0.05

%3 3AARERER cTNIZKFELE (ng/ml,x+s)
25 Bz 12 h 24 ~48h
A4 (n=31) 0.513 +0.231 0.582 +0.201Y 0.542 +0.321"?
B#H(n=34) 0.528 +0.212 0.814 +0.331%% 27.524 + 8.347Y29
C#(n=37) 0.673 +0.271 0.719 + 0.231Y% 3.549 + 1.113Y2%

1) 5HEIZI L AE, P<0.05;2)5 12 h H#k, P<0.05;3) 5 A A 4%, P<0.05;4)5 B 4H HK#%, P<0.05

*®4 3HEAARFEREAR LVEDD.LVEF tb#  (x+s)

BpZI 12h 24 ~48h
205
LVEDD/mm LVEF/% LVEDD/mm LVEF/% LVEDD/mm LVEF/%
A% (n=31) 47.313 +5.911 55.244 + 4,383 48.244 + 4.619” 56.633 + 7.2327 46.683 + 6.0342 55.534 + 3.249"?
B #H(n=34) 44.268 + 6.723 54,872 +5743 58541 +3.712Y%  36.541 + 7.310% 61.842 + 9.08129 30.571 + 6.75829
C 4 (n=37) 46.314+5.643 53.978 + 4761 55.867 + 3.253"9  37.634 + 7.129" 58.463 + 6.48112% 49.853 + 4.072V2

WD) SR HEr, P<0.05;2)5 12 h b4, P<0.05;3)5 A 4 b4, P<0.05;4)5 B 4 HL#¢, P<0.05

it2pE Y (F=97.263 F1 116.672,% P=0.000);23 4
A[RIEHE] Y LVEDD \LVEF H#, 2 S H Sii1% X
( F =54.247 1 147.437,%] P=0.000);3)3 41 LVEDD.

B, 4 K, 25 A5 X ( x=7.253,P=
0.009),B ZHA 755 C HAETERML, WA,

LVEF A8k a3 22 5 ( 1=52.632 1 136.685,3 P= + o

0.000), ¥ 4, 0.8
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2.5 7A[E GDF-15#1 cTNI RiZ/KEBEWFET
EELE

GDF-15 L 1 800 ng/L® .cTNI LA 1.5 ng/mI(AR 4
A GARUE) R BRI 53R = A R ROK 4, 22
J7 2000, 45 5 s ,GDF-15 il ¢cTNI ELAA 38 HAEH]
(F=13.328,P=0.001), RP cTNI Fik/KF-BEH Il
GDF-15 7K V(A 4k i 22 fk . GDF-15 1= K P-4 .
CTNI = 7K P4l /B FET - %634 5 T GDF-15.cTNI ik
K4 (P<0.05), W% 5,

*£5 7A[E GDF-15# cTNIl RizKEEEMTETRLLRK

251 Bilge FETE HI(%) xAME PAH
GDF-15 % 47K
[y S| 42 18(42.9)
8.509 0.004
KR 60 10(16.0)
CTNI & H /K
KA 70 19(27.1)
4,098 0.043
(R 7K-40 32 3(9.4)
3 itit
GDF-15 J& BOOTCOV 2585 — Yk 43 55 H ok,

TR T B8 A PR A% AN /Y U937CDNA U, & T
TGF- B BHEEHI—., HEBIEN T ,GDF-15 £
BLRIRTERTHI RIS £, AR AL 0 20, G450
R/ FERES, E R Gn SR B, - PR 05 0
JIE 3 B0 A 5 o 3 D R 8 ko AR T £ S5 00l
PR 5, GDF-15 K 2= 75 .0 L 40 J v 38 20 5% 58 1
BROWN %8338 , GDF-15 (4] Ifil 35 7K - ] T30 . 1ft.
GAREN, BRIV GDF-15 5.0 L4550 il ¢
# . WFFEE W, GDF-15 nIZEsk I 475 O L5 51
ek, R ZAERADZBH RSl - B, o WL
FELPR T, T SR il 2 25405 , %O LR 81 P T
AIORAFT, BCA —A~ 8 B0 WE G R 722, GDF-15
SO S AR R 2 —1, GDF-15 /K F
M 5 2 R OKOR AR ARG I 22 2 558 1043 B U
A AR DG BEAR G b DA O F R O U o ¢TI
JE DA R A EE AT . CPR 5, &
F0 LR Bl 1 B4R, cTNI B, cTNI 7E
WU 3 ~ 6 h Ty, T e A R s O UL 7 1T AR
K, B O WU B TE] A ZE 4, cTNIT ZKP-7E 115 ~
24.0 h IRIEAED, R b cTNI b0 UL 75 72 B 1Y
JI I AR e 1) SRR AR S R, HAT, A G T CPR
R LT GDF-15 /K-F-7E CPR J& AN[Al i) i A5k

DL RS cTNI ARSI R i e S0 1 T %) ot 44y
{8, I R _EBFIEAR L

ASEE AR CPR J5 IMiLi GDF-15 A [F] ] (1)
AL, B4 GDF-15 . cTNI /K F3E 17 o, 45
7% ,CPR J5 3 41135 GDF-15.cTNI /K -2 31 H 46
RARAE, E A G AR IR ER , 7F B 4 ,GDF-15,
CTNI ZKFAEE RN IG 12 h H1 24 ~ 48 h K163k,
C 4% GDF-15.cTNI /KK T B 4H . S Mt ik it
B 7 220 M4 S W7, 3 4 GDF-15 .cTNI 7K 8%
H 22553 4UARTRIEHE] ) GDF-15 .¢TNI K A
Z5 . AN, J5 25 Wi 3 B, GDF-15 il cTNI 2
BZEAER B cTNI Fk/KF-pl#E 135 GDF-15 7K
SRR AL o (RIS LVEDD A
LVEF, %% LVEDD 5 GDF-15.cTNI /K F- 2 FAH X,
Ifii LVEF 5 GDF-15 I cTNI 7K -2 ARG, 362
TR B 1 B B E Z2T) CPR 5, 23 VB[R]
R A DB A5 5 D D REAS 4, IR, 17 GDF-15
5 cTNI K- AR T -

AMGE X T A B AT 6 4~ H MR, 45
7N, GDF-15 Rk P-4 (cTNI /K -4 B E A8 TR 3
& T GDF-15 .cTNI /K -4 5 i — 2 B Jo 45 R 1
7N, B HAET R E T A 4R C 41, A BT R T C
IS5 WA AT s, A 4L FNC 48 6 4>
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5. W] CPR B 1ML i% GDF-15 cTNI 4K /K F
FIRHE PR 3 ,CPR J5 BRI %) (12 h 12 ~ 24 h IfiL
GDF-15 .cTNI ¥ R K2 Fhm RS 1 B WS A 2
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