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[ ABSTRACT ] Aim Fever (body temperature, BT >37.5°C) was a commonly clinic scenery in acute ST-segment
elevation myocardial infarction (STEMI) patients with primary percutaneous coronary intervention ( PPCI), while whether
it has adverse effect on those patients with short-term prognosis was still unknown.  Our study was mainly to observe its
short-term adverse effect in STEMI patients with PPCI. Method With a retrospective analysis of 282 STEMI patients
undergone PPCI, all patients’ BT peak in hospital was measured and divided into two groups, the fever group (BT >
37.5°C) and the control group (BT<37.5°C). Compared two groups in the incidence of major adverse cardiac events
(including cardiac death, non-fatal myocardial infarction and revascularization) . Results 106 patients were in the fe-
ver group with the percentage of 37. 6% (106/282). The white blood cells count, high-sensitivity C reactive protein and
troponin I levels in the fever group were obviously higher than that in the control group, the frequency of myocardial infarc-
tion in past history and the left ventricular ejection fraction were much lower in the fever group, and there was no significant
difference in hypertension, hyperlipidemia, angiography, diabetes mellitus and interventional treatment. ~ The major ad-
verse cardiac events at the sixth month were significantly higher in the fever group. Conclusion The fever is a predic-

ted factor to poor short-term prognosis in STEMI patients with PPCI.
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Wkt 4 ~8 h N, RE KR (body temperature ,
BT) V-7 1°C, JF B2k 4 ~5 K, BEEA il
HESE D WUREAE IS R T i 0 LR 5 b i 4 7
PAFTEARG, PR, 0 i A8 B A — ELA O JIURESE
Je KRR AR R AL JORE SO, 32 B fy O LA ZUARSE
2, SR AR AT SR B O IUBESE IS e B
FOCWUIRFE T B A2 A AR K
P SR TR ARG RER F AN E 6
(IL-6) FIFZ0MIA 2 10 (1L-10) 5 AMI 3% s 41
Ko ARJE, HETAA FHOCHE ST I .0 LR SE )5 18 3
AT 5 A O AN B3 1R A 2 5 A A AR
Ko AW EZH BRI ITAL 2 ST Bdhm 20
HIAEFE (acute ST-segment elevation myocardial infarc-
tion, STEMI ) £ B 42 28 J2 e R Bl ik A~ AR 97 (pri-
mary percutaneous coronary intervention, PPCI) 7R J5{4&
TR T F R I B TS #5200

1 MN&5F%

1.1 WRIFH

B M40 N 2013 45 6 Fl % 2013 45 12 A # |4
Y7 & STEMI 3f & 547 PPCI K 282 il %, H &
UTHBH B R B AE 12 h L EAT
PPCI A ; /A #3697 & 5 0 IR MR 7 5 7 72 0 BILAE 3L AR
KA RIE ; & RS2 i B,

1.2 WEHER

WEHRA BN G @it 8 8 C R
& B (hs-CRP) AL & & 1(¢Tul) % 10 i 48 47, X A&
I PPCI K J& 24 h 0 fE#8 7 4541 [ 200 % 4t i 2
# (LVEF) ],

1.3 MBEI

K EH PPCL AJE 6 MNA KB EEQERR
EHRAR(RAT ONER BALZEHE), &
T X BTE R R B R B Rt 0 LR L R X
2N REBAFHREE Q KAMNBEEFE
ATEFMELERN 3 F;FAMLEERZCHEH KT
PCI 2 K 28 IR F A
1.4 SFitFEH*

K i SPSS13. 0 4t v #h 4 2t 52 B B0 48 AT AT,
HEHK U s £, WA LB KR B,
HHRERUFRBEEMA L ET, XA X A%, 5 H
F M % A Logistic Bl A 247, P <0.05 & 7r % 57
HETTFENL,

2 % R

2.1 —RELAER

i REAN AR HE TR T , B X A\ E 282 il
12 PPCL A J5 A Be 01 8] (4 H 5 0 3 il &
T AL, L3 Hh B, e T [ A T 4 ik i {1 2o
37. 5C IR ) RIRIEAE & T 37. 5°C (IRIR = 2H)
b7 B 37. 6% (106/282) . WL H 5760 1L 45
S8 PR 2R T (LA 2R L L I R PR W A )
KTk SR AR kAR 2N R AR R R A
B MR R EER T HZE R TSI B (P>
0. 05) ; SR, BEATA O WUEEFE S 0 7 £8 35 7 1A I T
A TR BREH (0. 9% 1 6.3% ,P =0.035) ,LVEF
IR T IS T X IR (P =0.003) (£ 1), H
YA THEORT hs-CRP ¥ B2 4 T 55 21 359 v 1 0 B2
(P <0.05) ,cTnl We{E AR T & 20 5 T X HRAL (P =
0.018) , M2 IR H e DI RE B T BE | I A 77 1T 5 2%
SEZITFEN(FK2),
2.2 MBER

FERETT 6 1~ H WIRLE A0 F E ER R Fi kA
RURIR TR A B = TXHIB4L (P =0.032) , P4l
BETEBE N K BE VI TR 2E RG22 3 X
(P>0.05), Pz L AR KRBT S s T
XTHRZH (P =0.031) . 16O WURESE & A= 5 5 T 95 20
ERTBEME(P=1.000) (BRI B E A5
1T B S 2R e KU R R 3 (P = 0. 067 ;38 3)

x1. BEXEREBRIBIERT S
Table 1. Baseline characteristics and angiographic findings
R ] HFEY

R (i]t:ml\;%) M(KL i(')_é )E P
W (%) 58 +9.4 56.8 £8.6  0.729
5 (1) 128(72.7%)  78(73.6%) 0.875
Wz (5 69(39.2% )  46(43.4%) 0.488
TR I (1)) 97(55.1% )  64(60.4% ) 0.387
fra Ag LA () 57(32.4%)  39(36.8%) 0.449
BHIRIE (1) 49(27.8% )  32(30.2%) 0.673
DNUEZER S () 11(6.3%) 1(0.9%)  0.035
LVEF 48.0% +9.5% 45.5% +8.6% 0.003
W 4 FE ( mmHg) 120 +23 118 25  0.752
DE(]/4Y) 79 £15 74 £12 0.043
R S AR () 102(58.0%)  69(65.1%) 0.235
237 () 92(52.3%)  63(59.4%) 0.242
ZIE ST B () 173(98.3% ) 103(97.2% ) 0.526
THBE () 1.32+£0.38  1.34+0.42 0.824
TCE W (Hi) 7(4.0%) 4(3.8%)  0.932
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2. MAEMUREER
Table 2. Hemotologic findings

E YR REFEAE PE
FAAE 4 x 1012/1) 10.4+2.8 12.6+3.7 0.024
MLEH (/L) 129 £20.3 128.3+17.2 0.348

205.9 +£38.5 197.2 +35.8 0.286
9.37+3.9 14.6+4.8 0.018

/MR x 10°/1)
MUASE A 1(pneg/L)

SR [ (mg/dL) 197 +53.8 192.8 +43.2 0.153
LDLC(mg/dL) 130.7 +32.7 132.3+29.4 0.231
HDLC ( mg/dL) 50.9+£12.8 52.8+11.6 0.062

HAh =15 (mg/dL)
hs-CRP(mg/L) 11.8+6.9 18.9+8.4 0.028
TYRAEYIRE SR (mm/h) 16.7+5.9 23.6+6.8 0.037
RN FRAILHE R (U/L) 68.9+36.9 89.5+26.4 0.079
AR B RE(U/L)
JULIEF (mg/dL)

113.9+72.8 110.7 £69 0. 086

47.9+25.9 52.8+22.4 0.095
1.2+0.9 1.4+0.8 0.324

&3 6 NAKIHER

Table 3. Six-months clinical outcomes

Z M XL ETHEA P{E
FEOMEARNRFE(H])  8(4.55% ) 12(11.32% ) 0.032
FET () 1(0.57%) 2(1.89%) 0.559
P IMZ () 4(2.27%) 8(7.55%) 0.031
L JIVREBE (15]) 3(1.70% ) 2(1.89%) 1.000
TEHANMBRIER(F)  0(0.00%) 2(1.89%) 0.067

2.3 %EZE Logistic B39 %7

ZHE Logistic [BH 45387 &P, STEMI H 2 PP-
CI RJGREVT 6 4~ H B EZO A B R kA%
H5ARJG IR T (OR = 2.135,95%CI 1.236 ~
3.247,P =0.036) K FR % (OR = 2.586, 95%CI
1.426 ~4. 172, P =0. 028 ) K Hif F% 3 AE Jy st vk 0 AL
FEAE ) R JC L% (OR = 1.985,95% CI 1.024 ~
2.896,P =0.042) FEAEI WA,

3 3

AHHFE R B N B PEAL STEMI 3 PPCL AR5
RIS S B E T IGR UG e R, MEAA
REMECIFEIL LA 4 ~8 h N, BEIRIE T
ThEs1°C R Hig 4 ~5 R iR — I AMI
Je AR T R A AR S RE RN, SO LA
WRFCAH G, SR, 30 48 R WF 5T & B, AMI AR T &
Al REARAE AV ZE A HIL T . AU T 5 B 40 34
WUFESE, T RES & O R SR Y P e B0 2R R &
AL BRI I 2 BR, AE Bl it P v A R R, R R

M 38C T 2 40°C B BEA% I =0 WILIRFE KT AR 1L
WL RPRAFSY & B, AMI 3 R AT PPCT ARG
24 h PRI T S0 U ST T BURE 5 5 A
FEUESE , AMI Ji5 7 I T 5 50 LB S8 JR AH O, IR
R RGN e 720 3 EAAFAE A
PR, AMT 5 (AT T i AS U I R A7 78 i — A
PRGN AE Ry Co WIUASE B0 TG AR ) P PR 5

ARBFFEUESE , 76 A R T i 21 28 3 v R A 0 L
FEFEE S 1Y A A R AR, BEAE B98I Ry o0 LA B
AR/ NS O U BT J5 & IR B A AR AR G, AR BF
SR, IR TE S A B P R & A O U BE 9 B
B HE B, AT B8 A9 5 R Sk BE 13 % A a0 DURE B 1) £
BRSO LR R A a0 U BE 11 8 35 /0
PRI L ) S5 B LA 5 | 2 190 WILAE BE. | A 2000 LR
b R AR AR, UL, AR T R T
AN B R 10 f5 AR O o it 2 BT 24 SR i 45 )R,

FLE0 5 K hs-CRP B (4 T 5 B S ML A
FESGTE B RAE N, 76T T = 43 R s B, ARAE
PG A LA+ FEA SN FAE B i /M 5 E
AUA IR ALY , A Bk I A 00 A R L Tk R
I, A 20 6t 4 A7 A A B AL AR R ) I A
FERI, A MO EOR: STEMI 3% PPCI R J5 —4F
FET 3 KU WU FE 1 AR 6% 2 <7 3000 R 7100 hs-
CRP RETHI 2 M etk 3l Dk 25 A 1E B & B N BB T %
B RBUS  R, X BE R LA
TSR BN SR RE S A 1A T T AR A T e Y 4 A
PETH,

AW FTHRS Bt 1 39 6] HE T~ 3 B P I 3 o A
St AR TR Y TR R KR E T 6 4
A BEDT B0 BB HEA B34 & A 5 0m TR,
WIRTE BB RETT 6 A~ H mIA 8 fi B E ity
Pz E g, Horh 3 flRE RN R, &
Gt SAE FN ARV 7E SCHRAE A LGS 95 A8 b N R 4
LI B THI B B F B R ], 3228 5 4 3 sy 5 40 i
RO R AL IR T B AR A 56 e 5
BN PR AW RASEE S I, RIAAR B
e E A BE B 2 ROAR RSB T 58 Uy TH PR 41 2%
SHGETT2E R X AR AIR T AL R S I
SR AR, FRATAT LA R & BBE A% B e &
45, I S A A S HE R BN, 80 S 4R P o
T I RS

AT FEUESE , B PR B 9B A0 ML 4 b iy e St 2 i
6 N H BT B LR B3 A A R T
K, 2T CuEWRE IR 5 STEMI &35 PPCI
ARG OV B R R AR 58 L EZOD IR R
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K PET B AFAE A S BT S AR R
HARZEMGKTG, 285 BEAERENLS
e A L AW 45 RS B A0 5 45 R
—‘@ﬁ“(’] .

AW FE L. STEMI 3% PPCI A J5 KR
e >37.5C KAEFR N 37. 6% ; RIGIRIET = 41 H
HRYEM N F (hs-CRP) FH = WA & ; STEMI S %
PPCI RJFBEVI 6 A~ H B EZLOIER RS 0F &4
AR SE AR T = W PRI ST R SZAE Ry ke L
FEAE A R A5 A7 72 B AR OG, Ik, STEMI B3
PPCI A J5 MR T 5 S HOE WS A B, X T 2
SN INSRA S 259 8 B (CAnbrain /MR R4 AT
F2) M AE B R 2RI R S 2
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