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[ Abstract ] Objective To investigate risk factors of cerebrogardiac syndrome(CCS) following severe traumatic brain injury
(sTBI). Methods
September 2019 were enrolled, among whom CCS occurred, in 60 cases(54.7%). The risk factors of CCS following STBI were

Sixty patients with sTBI admitted in the\ First\People's Hospital of Jiande between September 2016 and

analyzed with multivariate logistic regression; and the réeeiver pperating characteristic curve(AUC) was used to assess predictive
value of variables for CCS occurrence. Results GCS«score(OR=0.490, 95%CI:0.343-0.702, P=0.002) and serum C-reactive
protein(CRP) level(OR=1.135, 95%CI.1.038-1.242, P=0.012) were independent risk factors for CCS following sTBI. The area under
ROC curve(AUC) of GCS score and serum”CRR far predicting CCS was 0.799(95% CI:0.710-0.871, P<0.001) and 0.700
(95% CI:0.604-0.785, P<0.001), respectively.
serum CRP level can be used for predictionf CCS occurrence.

Conclusion CCS incidence following sTBI is rather high, the GCS score and
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J5 12 h WA BEA% H7 3T BF B2k 1 32 (Glasgow coma scale,
GCS) P4 <9 4 1Y sTBI (& 106 1, % 67 i, & 39
5 4E 1S 18~73 2, AR IE 39(28,49) % s il 51 44,
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1 72 ), WG4 24405 o4 151, fii N K SE B0 17 41, ik
P RS e H i 79 48], B RSO SR Ok 81 i), R R
(>S5 mm)73 fil 5 A Ay PR AE < W4 9 s ik R 72~176
(120.2+30.3) mmHg, & K H 3 Ik 44~116(76.2+
20.5) mmHg, AR5 11 ], .03 32~136(84.3+21.3){K/min,
A 35.0~39.5(36.420.8) °C, FFIE 45l % 7~29(16.6+
4.1) ¥ /min, ML ESLFNE 67~97(90.124.9)%., ¥ 168 14
STBI £ 4320 CCS 41(58 i) Ak CCS(48 1 ) B4 .
PAIAFRE: (DAER =18 %5 (2)IMEZE AR A] <12 h;
(3 )53 i il /0 LAt 5B 457 TC 7™ F A3 o HEBRAR E : (1) BR
FE O H AL LR 2R 5 (2) BIR A0 JE 5 00 an 0 JUL AR
B ek U L0 T 3 O R AR 5 (3) R E L
A5 RAEZE I H IS5 2 R SR 5 (4) A IFREIE |
PREGIE FMEPE B G B . AR EARBEACHEZ

AR E A=
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12,1 YERMRSE B A DR DT, SO R AR R

FHAE A A BERTE] (GCS P4 B IR R AR FH
R AL 1L WBC MU FT CRP ¥ 2 45 5200 % 4
FTEbR.

122 KTk SREEBF AR 5 ml ##IKi0, Bt
Je BT L A R A 4 Sl e o A (b [ s A
BRY7 a8 M A PR F], #L5  VITROS) , R HIb 22256 1
I L 7E N Ak A0 K AT A28 ( n—terminal B-type natriuréet—
ic peptide, NT-proBNP) 7K~ (i £ 36 [ BARL It K12
W w1 A = ) AL O WL VLES ZE 1 T Ceardiac troponin,
T T )7k Gl & 28 [ B 2R 2 i RIS TR W) A 7 ) 5 flf
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HZ AT (Fi =% RS AL #IS- . Roche Cobas ¢
701 ), SR FH Eb oL A0 i 775 UL P 3% 1 9 ) T 68 crea—
tine kinase isoenzyme , CK-MB ) 7K~ (355 & Fi 2[R A
AR

1.2.3  CCS Wbt ARG REAE 5T Irik 2 Wibs 12
Wr CCS, 24 IR AEARARPE U I, 8L A 2R, O L
I 25D L RS 8 2S5k NT-proBNP (>125 pg/ml),
¢Tn I (>0.04 ng/ml)F1 CK-MB(>22 IU/L) eIl 15
PRI 5 B2 CCSH,

1.3 GiileghbE SR SPSS 19.0 Giit- ik ARIESSr
AT ORI M(Pos, Prs) 3675 , Z000] UK FH Mann—
Whitney U £ 45 5 1E 255041 91T 008 DA xR, 4[]
FUA R ¢ A5 5 THECPERE LB 40 b ) #oR , 4l He
BER X2 K. SR BRI R 0 i LU CCS dHANFE CCS
HBF IR TR WA T2 22 AR 5] A 22k
logistic [FIAREAL 9T 5 CCS & Az A 5 1 2l 37 f& 6 A
%, 21 ROC #h4k, 18 AUC #1 95% 1] {5 X ] ( confi—
dence intervalgCI) , 73 HT A ST G I ZE X CCS 1 Ay
{EL, MM LA G AU T R U e R, P<
005N =R A G #E X,

2N R

2.1 sTBI 3% CCS A AEE CCS 451 RS Ar i LA
106 1 sTBI H 3 &4 CCS 58 %, % CCS 5 k%4
CCS P2 B3 #5 I IRAE AR i LA L3R 1,

3R 1 AT 0L, CCS &R 54.7%(58/106) . 54k
CCS ZH 103, CCS 4H 3 GCS 143 i 3B PR A, BR b Bk

1 STBI &35 CCS AR CCS LH45 I PRAEHR B L3

& RFE b CCS 41(n=58) 4l CCS 41(n=48) Y/ Pl
PERICB /4 ,n) 37/21 30/18 0.019 0.891
AR (%) 40(32~51) 37(25~48) -1.550 0.121
R (%)] 31(53.4) 20(41.7) 1.460 0.227
KB (%)] 30(51.7) 32(66.7) 2415 0.120
NG [0H) 3.0(2.0,4.8) 3.1(2.1,4.6) -0.022 0.982
MR aF BAES (43) 4(3~5) 6(5~7) -5.378 0.000
iR (R 1 S IE 1 5405 / 40 ) 27/14/11/6 24/12/8/4 0.263 0.967
AR PRI [0 (%)]
G S it 32(55.2) 20(41.7) 1.917 0.166
T ST 1 e 38(65.5) 29(60.4) 0.294 0.588
G A I 31(53.5) 24(50.0) 0.125 0.724
=iy 34(58.6) 23(47.9) 1211 0.271
ES=g =gl 41(70.7) 31(64.6) 0.449 0.503
P 2445 38(65.5) 26(54.2) 1.414 0.234
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iR FEAR CCS #H(n=58) 4k CCS 4 (n=48) 7N/ 8 P8
F K S 9(15.5) 8(16.7) 0.026 0.872
R O I P S o 43(74.1) 36(75.0) 0.010 0.919
FRAABDR B0 2k 52(89.7) 29(60.4) 12.458 <0.001
LR >5 mm 44(75.9) 29(60.4) 2.922 0.087
Wi ik (mmHg ) 120.7 £29.1 119.6 +32.0 0.186 0.854
kB (mmHg) 77.1+19.7 752+21.6 0.462 0.648
R (%)] 7(12.1) 4(8.3) 0.394 0.530
LF(IKR / min) 81.6+21.0 87.6£21.5 -1.452 0.150
HiECC) 36.4+0.8 36.3+0.7 0.478 0.633
I AR (YK / min ) 164 +43 17.0+£3.8 -0.678 0.499
I AR A (%) 89.4+5.6 90.9 +3.7 £1.629 0.106
L 5 x 10%L) 8.1(5.8,11.5) 6.9(5.7,8.9) %1.174 0.240
LK (mmol/L) 12.3(9.6,14.3) 10.2(5.2,12.7) £2.361 0.018
1fit CRP(mg/L) 17.2(14.5,20.2) 13.6(9.4,18.5) -3.193 0.001
1. D A& (mg/L) 45(3.8,5.7) 4.1(3.3,5.3) -1.485 0.137
I £F 4/ AR (/L) 2.7(1.9,3.4) 3.0(2.4,3.5) -1.549 0.121
ML A (g/L) 119.1 £23.7 124.8 +23.3 -1.232 0.221
/MR x 10°71) 164.4 +38.5 164.0 422 0.043 0.966
A (mmol/L) 40+0.9 37+06 1.239 0.218
144 (mmol/L) 141.4£9.5 139.9+7.6 0.906 0.367

B R HO 0 S G e, UBE AN CRP MR 35 1 (1
P<0.05).

2.2 sTBI f# k4 CCS E’Mmiﬁiﬁl?%iéﬂﬁ F e
W R R M A G422 57 19728 AR logstic [HIE 73y,
FER R 2,

FR 2 STBIEF K CCS WS IER: R ZE 0 Br

e B SE  Wadfd ~OR B 95% CI  P{H
AR SR PES -0.712 0.183 15484 0490  0.343~0.702 0.002
BNV EREEN 0.494 0.665 0.551 \ 1.638 0.445~6.036 0.458
Ik 0.042 00537 <0609 1.043 0.939~1.158 0.435
1L CRP 0.127%0460) 7.690  1.135 1.038~1.242 0.012

5% 2 WL GCS W40 F CRP W J2: sTBI JR % &
A CCS AT fa s I R (44 P<0.05).

2.3 - sTBL R KA CCS T ST 5 K P2 B 7 1 {8

—4AE ROC fiZe s, 258 UL 1.

i & 1 AT UL, GCS P4 CCS /9 AUC i 0.799
(95%C1:0.710~0.871,7=6.922,P<0.001), H. GCS 1743 <
5 T CCS REUE R 0.776, 555 5N 0.604; CRP ¥ Ji&F
WM CCS B AUC A 0.700(95% CI : 0.604~0.785, Z=
3.767,P<0.001), H CRP>14.9 mg/L, Filil] CCS f4) R £
JEh 0.724 5550 0.625,

3. Wit

STBI & /" B MR I 2 — , IR LA FIE R A
Pl STBI BRIE MR35 , o il 4k A 4 By Hofth 75

B, BIFA O T N S E A E BET, sTBI
WUE 220, CCS £ HBUTE ZPESi P2 o 2Pk i

L& , AT IRFE sTBI & , KAL) R 50%2, AuF5e
STBI J& CCS M &R N 54.7% , 5 SCHRIEAR KL, CCS
(4 BT DL S 38 I TBI A3 AFET KU, R L, #87
CCS &y R 7 X 48 5 TBI I R RAA BA B

GCS VP4 S W i 453 0 782 5 s B PP R
— AT LS PRI STBI BB K s s s RS 7, A
WFFE R I, GCS 43 sTBI Ji CCS & A By <7 G 6 A
2, IR R R 5 i S KA BB RINZ —.
C A Sh S0 & 30, TBI BB ALK CCS A & AES, A b
FE A DA — AN J7 B B, TBI 52 ] LA JI 3 A 35
o CCSMRA RIRE—1EZmit 7, sTBI J5 3
F) 2R GEE 9 N 3 i CCS & A iy B BAL I =2 —,
AR CRP ¥ BEA AT LU @ I A e B, -5 i
P75 i i 04 B 9 R s 07 A S8 B AR OGO, (R IE i
fift e T CRP MR N A58 sTBI 5 CCS & AE Ry
SET PR A R R . AR SR E S ROC - Wi GCS
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PR H CRP ¥ B X T CCS & LEAE: A {1
K, sTBI Ji5 CCS &4 A S s G IR UAE T AR GCS
W43 K CRP e BEFIM CCS AYALE WX #25 sTBI AYIAYT
IR B I PR 3 S8

BT B ARAG T 1 NT2proBNP .¢Tn I 11 CK-MB
W, (HIXSHEFRECCS iR bR A S CCS &4
(DAL BRI TR A AR SE S B R R b 3 41,
CCS Mk LE WK JRA 5428 P9 40 b R N A G, AR5 4R
Sk — Tk A 5 BB MSCE I IR L8 FH 0 8 A E 4743
B, R IR 77 48 7 A S g 7 THI AR CAB B A1, I AN fig
WPFE €CS KA PR 2 N 40 Wb RN 7 TR L, A I
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