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Effect of smoking on "destructive”" blood lipid before PCI in male coronary artery disease "
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Abstract: Objective To analyze the effect of smoking on blood lipid before percutaneous coronary intervention (PCI) in male
coronary heart disease(CHD). Methods The clinical data in 124 cases of CHD with PCI were randomly extracted and divided into
the smoking group (n= 88) and the non-smoking group (n= 36). The age, past disease history, triglycerides (TG), cholesterol
The LDL
level of the smoking group was(3. 12£1. 34)mmol/L, which was significantly higher than(2.540. 95) mmol/L in the non-smoking
group with statistical difference between them(P<C0. 05) ;the level of TG,HDL and LDL in the CHOL=>4. 5 mmol/L group were
(2.5+1.49)mmol/L, (0. 9940. 29) mmol/L and(3. 6 &= 1. 13) mmol/L respectively, which were hither than(1. 8+ 1. 23) mmol/L,

(0. 8840. 20)mmol/L and(2. 2£0. 69) mmol/L in the CHOL<C4. 5 mmol/L group respectively, the differences among them had

(CHOL) ,low density lipoprotein (LDL) and high density lipoprotein (HDL) were retrospectively investigated. Results

statistical significance( P<C0. 05) ; the Sperman analysis found that there was a positive correlation between the level of vascular
change with CHOL and LDL, at the same time the smoking level was negatively correlated with LDLA. Conclusion Smoking,
CHOL and LDL have a close relationship with the male coronary heart disease. Moreover, smoking can affect the lipid metabolism
and probably increase the risk of coronary heart disease.

blood lipid

Key words: coronary heart disease; smoking;

N8, A 2 5 AR 2 ik O I 9% (coronary heart disease, CHD) Bf
Wi EEEHFHNRZ— PR T AELAL(WHO) E LN 53
NFFETT SR g o WA 5 B KO RERE AL I K AR R R
VI AE 5%, B 3 48 0 I B 58 (Framingham Heart Study) §iF 52,
S I A B A 1 S 2 5 LR o R i AR 1 I [ B (HDL-C) 7K
5 UG O SCE AER I IR CHD KO “8 R 47 1
RRBISZ M . B TEJy CHD B9 BT 36 97 B oy ROT Al 82 484 &y
B AR k> CHD #9822
TP
L1 —fg¥ER BEMLIESE 2010 4F 1 HE 201148 1 ATETH
B B2 R B B 77 PCT A LA & CHD 14 145 A B
1 55 CHD S8 35 93 1) B RE 124 451 8 2 955 5] T 45 % | I AR

*  FEgWH.THE
& IHAE# » E-mail ; yangzhen080@163. com,

AT B Y7 AR R B8 BY 35T B (2012047)

Bl BEAE SR B R . B IR EE (CHOL) I % ¥ s & 1A
(LDL) 2 ML K 0 48 b7 . CHD £ 3 49 A b5 « 47 50K 3 Bk
KA G R 2 K CHD 3 B PCI&E I ik /9 5 M B .
HEBRWE PRI B D) R B A 2% b 2T 000 A% S L ek e PR
PERR B TS RR .

1.2 53k MRS T A 4 40 (CWHO) 56 F W 00 B2 BE 14 s o
(a3 T R W= 3 3N S o I N e R e R (] S
R N R - N N e A s ST N A E R
it WHO 7K #b X 12 Wi pr ME - 24 kg/m? <KBMI<C28 kg/m®
L BMI=28 kg/m’ Jy I JHE . BMI<<24 kg/m® W iE % {4 &
., BMI={ki& (k) /& &P (m®) . FTEdm . \E i 4
G — 5 A R A S CHD 12 K 40 A 5 1 3 Xt

PR A TR 2 B B0z - 32 28 g0 L 485 6 DR S B BF 58 T4



E R I E ¥ 4075 2014 45 12 A % 35 %4 23 ¥ Int J Lab Med,December 2014, Vol. 35,No. 23 e 3163 -

OB AT AT R AT A

L3 SGiteghb B ik A SPSS17. 0 #fF BEAT e it 2
. TR BT T s R LA R ¢ R T RORE R
FE 73 3R AL BR85S FTT Bk A0 46 50 T 46 4%
YERL AN R P<T0. 05 B2 R A G,

F 0. U W K s HE R LDL /K 3 5% 64 3 . BV 8 4% 22, LDL
FEBAR 5 X6F A 26 32 B0 XU A6 38 BB 7R P=0. 044<C0. 05, B BH iZ 4
PESCE NI S-S EP2S-¥ P X VINY oAl g it k]
CHOL 7K il A8 5GP, 4 A8 56 28 8500 XU A6 36 1 P=0. 550>
0. 05, W 4 /K F- A9 Al CHOL /K - JG AH 56 1, 22 5 6 48 it 2%

2 % ES B,
2.1 WRHRZE S AR AE R E AT AL L 3 124 B A0 *1 WE A5 AER A A LDL &b &
B3 L W AH 4 88 4], AF % 35~82 & AN MH A 36 Wﬂsﬁz Wi H JE W% 4 20 1% 40 2 P
% 36~80 % . WARMALAEHR[(53. 359, 9) % 1Rk R J0 20 4F i 5 36 58
[(59.6+10.2)% MK, HAM I AEA ¢« f 5 B8 27 A ST ¥R RO S0 64102 553400 002
SL(P<C0.05), WE AR AL & 1 FE & 5 %8 60. 67 % (54/89) & F 4
AR 15 15 555 46 947 (23/49)  FL ¢ Ho o 8 7% 25 5 A1 BMI 26.0=3.03 25.6+3.8 0.5
Giit g L (P<0.05); 4 WA 41 LDL A F[(3.1+1.34)  GE/MHG/ 26/35 54/85 0-2
mmol/LIE WAL (2. 540, 95) mmol /L1 . B ¢ fa B Borze  WILEG/w 23/49 34/142 0.03
S B B L (P<C0.05) . A% 1A 5 I BE 4 % AR %5 MBI, TG(mmol/L) 1.8%1.01 2.241.45 0.14
TG.CHOL % W 4 ]l AL 22 5 4o it B L (P>0.05), CHOL(mmol/L) 4.441.45 4,041.02 0.21
2.2 WS LDL BAHE M R A AES L spearman 458 LDL(mmol/L) 3.1+1.34 2.5+0.95 0.03
T MR ] 5 LDL AR Mk & B, AR DG R B —0. 219/)
x2 WA S5 LDL.CHOL M3ES #HH X 1

SRlURUgE] AW 2R % W R 2R e 2 R A 40 LA AL P HHOC R HL

LDL(mmol/L) 3.110%1. 34 3.09240.75 2.71540.76 2.48240.76 0.044  —0.219

CHOL(mmol/L) 4.407-+1. 453 3.856+1.45 40. 2300 964 4.041+0. 927 0.550 0.061

2.3 ki 5 LDL.CHOL eS8t RAES K
spearman Al 5 J7 2 43 1 56 Ik & 5% v 42 1% 405 LDL K F Y
K E AR Ry 0. 255>>0, U8 B % 748 1M 45 %R LDL Kk
SEAEAH G, B LDL /K P8 a7 975 45 1055 2508 22 5 % A0 56 R B
XU A 56 ) P=0.02<C0. 05, U W IZ M K RECH FiT 22 s
3BT R K 9 748 14 B CHOL sk i 48 56 1k & B, AR 56
FRECH 0.224>0, BLWYE AS 1 4 BN Hl CHOL 7K 7 & 1E AH
3%, B CHOL 7K 5 5 157 995 25 I 45 508 22 . X 4 9 28 55000 3m)
KB i) P=0.02<C0. 05, Yt BHIZ A R RECH St 2 X

£3 BEXRTOLEHKZFS LDL.CHOL &

ESHAXME(RE 4)

259 LDL(mmol/L) CHOL(mmol/L)
1% 2.21341. 100 3. 6454 1. 456
2 % 2.69741.220 4.1541. 140
3% 2.972240. 900 4.38241.010
P 0.02 0. 20

AH K FREL 0. 255 0. 224

x4 A[EBEEEE K F A iE LDL % i A5 bk &

W H CHOL=4. 5 mmol/L 41 CHOL<C4.5 mmol/L 4 P
T ) 55.8410. 06 53.9+11.11 0.37
BMI 26.70+4. 21 25.60+3. 44 0.162
TG(mmol/L) 2.50+1.49 1.80+1.23 0.023
HDL(mmol/L) 0.9940. 29 0.8840.20 0. 047
LDL(mmol/L) 3.60+1.13 2.2040. 69 0. 000

2.4 R[] AL B K- 4 A A U H i HkdE CHOLZ=4. 5
mmol/L 2l TG[(2.541.49)mmol/L] . HDL[ (0. 9940. 29)
mmol/L], LDL[(3. 6 + 1. 13) mmol/L] /K ¥ 4 CHOL< 4. 5
mmol/L 41 TGL(1.8=1. 23)mmol/L],HDL[ (0. 884-0. 20)
mmol/L]. LDL[(2.2+0. 69) mmol/L]4 &, H % 58 i %
7% X (P<C0.05) ; 4E % \BMI CHOL>>4. 5 mmol/L 4% CHOL
<<4.5 mmol/L 40 & H2E RG24 E XL (P>0.05),
3 i it

CHD J2& &5 3 i SE R 52 0 AATTAE TG 19 32 R0 =2
— &4 O M CHD WfE K H &K 15 200 ZF, Hod i 4 | i
JI§ I E B R & 25 CHD iR 4 R IR A B XA
fa B E L Ml [(53. 359, 9) % 5 3 WR 40 41 4F #
[(59.610.2)% MK, H ¢ fa I B 2 5 H G it 228 L (P<0.
05) . $&7 [FIREF 55 WA ] fe 55 2k CHD J 35 19 4 0 4F % 42
FPREIE 6 4F th kit — L IGTEM 2 CHD MR EAFHEZ

CHD Fy4p3 1A% il J2 3 Jik o5 A A AL BE SR L T LDL X BE B iy



+ 3164 -

FFliE¥4F 2014 4 12 A% 35 %% 238 Int ] Lab Med,December 2014, Vol. 35,No. 23

SRR CHMIER MR REEERHEEZ—.
A X LDL,CHOL /K& 85 47 521 2 6 AT S 75 A0 g Al —
% 5% CHD %97 MNE 1258 E B M4 LDL /K T4 4k
WA . H 22 A SE it 2 T L (P<C0. 05) X 5 F5E[3]—
M R A TR CO AR HE TG Ftm, JE iy T RE 4 17 & B
U7 P 386 o0 J PR IO TR SR IR K R A R TG R A 2
J B 2 IR B (VILDL) , [6] B fig 28 AR 5 [ (LPL) 3% 4 [
iK. i VLDL TG B> . i — B2 ik TG Frmi. FRAMH
TG.CHOL W4 Z [ 22 R 4o 1124 & X (P>>0. 05) . {F I M 41
TG.CHOL W& FAEWMA™ . A4 R 445 R RAES K
spearman A 5 J5 1% 43 A7 56 Wk 1 5% 5 42 1l 40K B 5 LDL A
Pk Kk LR 1L 4E HC 2% B R LDL 5 75 5% 5L IE AH 36, B LDL
KO- 5 L 95 8 I R M 225 40 M e bk R B 0 R O A A S
CHOL 7K (9 A0 56 1 . & BR W6 2 9 25 L% 40 CHOL & 1E A
5, B CHOL /K - . 5 22 L B A 22 . 138 W1 %t 30 ik ok 4
ik CHD i & » B 7E W 48 19 4% ¢ & CHOL, LDL i 72 9]
B fE R B 7, Jt H CHOL J&4h 57 /& K B 2575 HL I 2% 19
CHOL,LDL /K5 CHD (¥ 55725 0 & 5 91 8 1% IE A % .

BT ER AW AN K CHOL,LDL #8% 5 CHD k4. &k
JE& AR AW AE X LDL Al CHOL S Anfaf §% 0 7 A 52 6 25 58 3k
B H 240 LDL[ (2. 540. 95) mmol/L14 E % 4840 LDL[ (3. 1
£ 1. 3O mmol/LIME&, H 2 54 Gi 2% & L (P<C0. 05) , 1t W M
JEA] RLsg m i g LDL 5% . B R HAE S 8L spearman #H 56 J5 ¥
SIHTKR N 5 LDL AH 56 . & B0 AR 9 5 Al LDL 2 67 A8
5, B4 A0 2, LDL A (R IR A0 X% CHOL ) 52 i B AH 36 1
YRG5 . CHOL K19 4. 5 mmol/L (3L 1E# 5. 2
mmol/L %) 1y & il 5 A, TG (2. 5+ 1. 49) mmol/L 7],
HDL[ (0. 9940. 29)mmol/L], LDL[(3. 6+1.13)mmol/L]%
Bk CHOL>=4. 5 mmol/L 0% CHOL< 4.5 mmol/L 2
TG[ (1. 84 1.23) mmol/L ], HDL[ (0. 88 %+ 0. 20) mmol/L ],
LDL[(2.240. 69) mmol/L] &, H 2 54 4 it % & . & A
Friedewald 24208 W) &1, 24 6 [ B K T 4. 3 mmol/L, & B

TG 4 B2 NG S L] A o — S0 28 i e A o 4T 2 2
Mg LDL. T2 4 . CHOL J2& — Fh it 5z T MR A 19 & 16 PR3 )
MXE A48 4 LDL 20 [ CHOL U, @ # 5 00 T .CHOL 5
LDL # )6 . LDL i 5 B & {0 23 9 — #8232 24 CHOL=
4.5 mmol/ L WA X & A1 3k [R] 52 w5 2004 g o AR 18 25 L 6L A5
LDL 7 CHOL F AR I A 28 7 284k . dE— 2B 40 . 0 0 1)
5 TR mENRE AT & A4 CHD M43 78 . R 2Z 0] fg 3
CHOL 1 CHD Z [H] # AH S » PR UG B % i 26 7 6 PR 2R P A —
ASEE R WA AT T B R B A T RE 2 L TRUB R

BZ.WAE CHD W EEEF KN R Z—. s 7E
CHD ) 2 A= 2 Ji v 473 8 0 2 Ay €0 W00 T R - 21t R A 34 3
fil.oETAE Bt CHD B9 K A K R o PRI . 004 g 5 2 0 55 T
T &F ARG CHD F Bz —.

&% ik

[1] Farin HM, Abbasi F,Kim SH,et al. The relationship between in-
sulin resistance and dyslipidaemia in cigette smokers[J]. Diabetes
Obes Metab,2007,20(1) :65-69.

(2] S TRk # R 5. AR PCT 934k 5 0 5 2 4 1 40 1 2 4K
BSR4 VA BE# Be 241 . 2013, 6 (2) : 104-106.

(3] M/, il BT 55 A8 BA BB M3 T & i I /K - 3 & e K 5
WK Y 5 AR S A L) . AR v By B 25,2012, 7, 14.(4) : 333-336.

Cad Aars. e JH 55 i B D528 5l O o 09 06 3R [T ). A6 36 15 2% 5 I R
2007.12,4(12):1191-1192.

[5] Jeppesin J,H ein HO, Suadicani P, et al. Triglycer ide concentra-
tion and ischemic heart disease:an eight year folowsup in the Co-
penhagen male study[ J]. Circulation,1998,97(10):1029-1036.

(6] 2. XM, £ b2 a0 s (M. 2 M. dboan: AR T4 At
2010:216-219.

(7] Fug B, SR L 45, IR XTI ¥ o 5 8 IR 4 1 JIH [ oK 7
SEMAWEFELT ], o [ f HEH T 52012, 28(8) :669-671.

i H 3 :2014-04-13)

(355 3161 1)
B BN R L Sk bR IR A R AL A 4 UL L B A 6 B 2 e
2012,33(7) :817-818,820.

[6] 4B Hk, 22 gtz HREEFE 5. A7 B F SO b N 2L Sk I8 0 1 SRk e 3
ARV DF 98 [T, B BroAS 30 B2 2% 4% 7, 2013, 34 (4) £ 393-394,
397.

[7] B 3% BKEEFE  FMNE 5. B0 Lotk 3040 i v A 3L Sk 0K 98 06
SR (4 3 R 43 R A [0 ], v A B e R e 2 2% L 2012, 22(23)
5202-5205.

(8] fTwes BKEEYE . 2= W, 55, Ko7 2109 Bl M B Hi40 L b HPV 3
PR AR T 0. 1 s K 6 B 2 2 3, 2012, 33(13) : 1542-1544.

[9] 7ok, LAk BRR#F 5. e Bl 10 & B 390 b R 99 s % HPV
SR I DR TR A A AR AE A ()] B o A 6 P 2% A 7, 2012, 33(24)
2958-2959,2962.

(107 &b 96 .88 & A FL IR0 5 2 Ak 78 T8 B (0 JR AT 06 % S i ok [T,
S RIA P B 24, 2013,29(3) : 161-163.

[11] Z=RE 05 . Wi B, B 3000 WG R 030 47 95 2 A 5k [0 ] 92 B e I IR

&

#,2005,2(1) :19-22.

(12 F 50 XUEAE O L 45 95 0 B3 e 4 P8 850 HPV ke SR R
TS0 g %k U SE LT D, [ B A 36 P2 2% 2% 7 2013, 34(4) : 404-406.

[13] Bruni L,Diaz M, Castellsague X, et al. Cervical human papilloma-
virus prevalence in 5 continents:meta-analysis of 1 million women
with normal cytological findings. ] Infect Dis, 2010, 202 (16):
1789-1799.

(141 ¥ 75 22 YU Mg BRER AR L 56, B BUBE S IR 4128 h HPV R Ik
PRI o A B b B E 5 LT ] oh [ 0 9 4 2014, 29 (10) : 1594~
1596.

[15] Rodriguez AC,Schiffman M, Herrero R, et al. Longitudinal study
of human papillomavirus persistence and cervical intraepithelial
neoplasia grade 2/3; critical role of duration of infection[J]. J Natl

Cancer Inst,2010,102(5) :315-324.

Wi H 3 :2014-01-08)



