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Aim  To study the association between H-type hypertension and coronary slow flow (CSF) in patients
Methods 120 patients with hypertension and acute myocar-
dial infarction which accepted the emergency treatment of PCI in our hospital from January 2013 to July 2014 were enrolled
as the research subjects. According to the blood flow level presented during the PCI therapy, these cases were divided into
CSF group (27 cases) and non-CSF group (93 cases). Blood lipid level, high sensitivity C-reactive protein ('hs-CRP)
so did the proportion of patients with H-type
Results In CSF group, the
With Lo-

Conclusion H-type

and plasma homocysteine were tested and compared between the two groups,
hypertension.  The risk factors of CSF were screened by Logistic regression analysis.
proportion of patients with H-type hypertension was significantly higher than that in non-CSF group (P <0.05).
gistic regression analysis, H-type hypertension was found to be a significant risk factor of CSF.

hypertension is closely related to the CSF in patients with acute myocardial infarction which undergo primary PCI treatment.
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1.3 PCIA

B B9 TR B Bk 3% 5 BT R 6F 3 ik B
(Cordis /A 7] ) # 1T 4 R 20 ik B4R 20 ik B A2 8 1F, L
FAEEEITFhEEPI, TAENEEE R
% F I 8] &4k 300 mg B AR, Aots F ORI 4, SR
EH A RN F)600 mg T AR, B Ak 4 T AT R
100 [U/kg, b BBt 2 T 45 & A M b/I a %K+ 10
o MEFE MM AFTHFERAAERZETNAME ST
WA ML, FEAN, EEBANIERF R EY
KEBENLE,

1.4 EARShBK LT 52 47

B4 Z % F TN E AR s e A
T, BB AERBE TP EERE, KREDR
ik E K B TIMI L3 3F 2.3 (T2 HE) 7l H
1 R 7 A PR I S i R 1 B T A RO
PRk R — AR 2 R(F T R
Wit EAF TR M ET G M E R, KT EY A
FARHEBRAERNBZ(RDPEE, ABE) . EP
FlAGHEL, BEHFTHEL, TFETEEN
PELE 3 A K 0 R (REEE) . R ER A B E
A, CSF & X o A o A% 50 A8 5% 30 BkCAT 1 i i TIMI
<2 %,
1.5 Sit=EAH&E

£ il SPSS 15. 0 43T 30 ¢ * FT 43 B4 #E AT 4 it
FAM HERB R x2s kR, ALK EXA ¢
I TR A BRI, & E & kA
Logistic B3 4, BL P <0.05 HNEFH G F
B,

2 # B

2.1 —RRAERE

M M9 21 5 3E 12 I AL 7 AR M O e
PGB R R (AN BTHa 550 WA 5 T 05 R S IR ) |
R 25 1 O 55 5 T 25 S o ge it = L (P >
0. 05) ;12 1 3 41 5 E 12 i 37 4 76 A A F- AR B2k
JRAC ML/ A0 A HB A | B A SR i A RS
BN R S ERBE Y 5K i ) K S AR B A B0
TGt 25 (P >0.05) 5 18 L7 20 22 K B
B mAR , 2ZFARITFEX(P<0.05;5% 1),
2.2 hs-CRP /KK H BIE M /E £ & LB L8]

2 I R4 hs-CRP 7KK H 7 5 1 & A8 L 4]
WS TAMEMRA (P <0.05;%2)
2.3 ZEZE Logistic BJF4r#f

DAAEWS P30 A4 S5 48 25, it B L R R W DR s
AR K H TR I R AR bR R AR S A DR O
LIRS )28 5 fa By PR 28, LA il 9 B0 42 kg I 7%
K 25025 Logistic [BIAHTHEA T 5L | 8 AR it
S ol oy A AR IR R S =1 TEMRAR s =05
ABEDRI S =1, ORI S =05 A H B il
=1, AMEHBEME=0; 4 =60 % =1, <60 %
=0 ;A FHER =25 kg/m”® =1, <25 kg/m* =0; HiH
=hE=1.7 mmol/L =1, <1.7 mmol/L =0; & H[HE
fE=5.5 mmol/L =1, <5.5 mmol/L =0; £J§4E =20
mm=1, <20 mm =0, ZERKLH,H B 5l E MK



CN 43-1262/R " EShkAEALZ4 3 2015 4556 23 4555 10 1037

A FEFEA WA TR, o H B i Hs S 28 4K B
SR MR LR AR (P <0.05;%3) .

F1. BRASEBORA—BERRANFRERILE
Table 1. General and PCI data comparison between CSF
group and non CSF group

WiH ‘ff’znmi‘iié)ﬂ ﬂE(‘rj‘j‘-z 12019?;%)@ Pl
(%) 59.4+9.4  59.1%9.0 0.94
() 11(41%) 45(48% ) 0.48
BMI(kg/m?) 25.4+3.2 25.1+2.7 0.71
W (f51)) 7(26% ) 29(31%) 0.60
WE IR () 5(19%) 17(18% ) 0.97
W4 1% ( mmHg) 128.1+27.1 126.1+17.7 0.78
#F K (mmHg) 70.6 9.7  72.8+8.9  0.091
TC( mmol/L) 4.21+1.01  4.40£1.05  0.412
TG (mmol/L) 1.51+1.1  1.5+1.01  0.365
LDLC ( mmol/L) 2.50+0.81 2.61+0.83  0.441
HDLC ( mmol/L) 1.02+0.29 1.08£0.31  0.92
BEM(a) (g/L) 0.17+0.11  0.22+0.10  0.07
AR ALY ()

fBIT 2254 9(33% ) 27(29% ) 0.75

ACEL/ARB 6(22%) 19(20% ) 0.65

LS 20(74% ) 75(81%) 0.46

B SZAAKRELT 11(41%) 49 (52%) 0.27

EREA 23(85%) 70(75% ) 0.28
JRAL A5 (] 0.127

LAD 11(41% ) 42(45%)

LCX 6(22%) 22(24% )

RCA 10(37% ) 29(31% )
HRREAS AL (1) 0.085

blid="a 13(48% ) 47(51%)

B 9(33% ) 33(35% )

i B 5(13%) 13(14%)
HAEE A6 24(89% ) 88(95% ) 0.29
il S48 (f81]) 15(56% ) 36(39% ) 0.119
LR PNERPEY TR E] (h)  5.35+2.68  5.38+2.65  0.971
A AHE (B0 1.2+0.61  1.09+0.53  0.565
K B (mm ) 37.3+18.2 26.0+14.4  0.034

2. BMiKASIEEMITA hs-CRP /K ER H B FM/E S
HL B

Table 2. The comparison of hs-CRP and percentage of H-
type hypertension patients between CSF group and non CSF

group

1 M AR 2

e
£ =R 7N (n=2) (n=93) P1i
hs-CRP( mg/L) 13.79 +4.67  10.70 +4.57 0.042
H A 14 (56]) 19(70% ) 42(45%)  0.016

* 3. BIRAKEREENZEE Logistic B35 47
Table 3. Logistic regression analysis of the CSF multiari-
able

fa K 2% B ARMEIR Wald x> P{i OR{H  95%CI

HAEESME 1.103  0.47  5.495 0.019 3.0l 1.198 ~7.573
JEASKCE 1.224 0.45  7.228 0.007 3.40 1.393 ~8.298
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