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ZAEAMO S AR PRI SR HCY J2 hs-CRP KRG RBFSE *

BEERY % HY kKeER? AHRHT HER?
(1 R =k rput E B AE 2R, % % 404000; 2 5 E =k fhury B B g E 248} % % 404000)

BE B REF LT ESIL(ACS) B F b 8 (UA) 5 & fig | B A ¥ &5 (HCY ) Z A4 C & B & & (hs-CRP) K -F- #)
%R kR 2014 4 2 A %) 2017 4 9 A R E R Zak P8 BIRAEZ 47 9% 5 ACS B 59 BIE AR 3t %0 AMS LR
B (AMI) &2 32 4], Bp 5 AMI 28 R 4802 Ao 28 (UAP) %% 27 48], Bp b UAP 4. % it F) 2 30 ) 2 4%, Fo 4 2 Atk A 69 42 i & R
FAE Sy sF AL, 2L &40 UA (HCY (hs-CRP K- A B i fig K -F , 3 547 & & UA 5 fig HCY & hs-CRP K -FeyAa ke, ZR:
AMI 28F= UAP 2844 UA HCY % hsCRP K-F3 3 T4, B AMI 41 X% F UAP 28(P<0.05), AMI Zife UAP 4049 % o ] B2
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TG % LDL 34 2 E49%,5 HDL 2 #i 48£(P<0.05), #if:% % ACS &% UA HCY .hsCRP.TC. TG % LDL K-F3%%: % ,HDL
KA, B UA 5 fig \HCY vA % hsCRP ¥ A A 845 6948 X2, 16 R T 23K HAF A T 2 il fe 5, a2 A T ACS & 4 4
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Relationship Research between Blood Uric Acid and Blood Lipid, HCY and
hs-CRP Levelsin Elderly Patients with Acute Coronary Syndrome*
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ABSTRACT Objective: To study the relationship between blood uric acid (UA) and blood lipid, homocysteine (HCY) and hyper-
sensitivity C reactive protein  (hs-CRP) in elderly patients with acute coronary syndrome (ACS). Methods: 59 elderly patients with ACS
who were treated in Chongaing Three Gorges Central Hospital from February 2014 to September 2017 were selected as the subjects, 32
patients with acute myocardia infarction (AMI) were recorded as AMI group, 27 patients with unstable angina pectoris (UAP) were
recorded as UAP group.30 volunteers who were received physical examination in our hospital at the same period were selected as the
control group. The levels of UA, HCY and hs-CRP and blood lipids in each group were compared, and the correlation between UA and
levels of blood lipids, HCY and hs-CRP was analyzed. Results: The levels of UA, HCY and hs-CRP in AMI group and UAP group were
significantly higher than those in the control group, and the AMI group was higher than that of the UAP group (P<0.05). The levels of to-
tal cholesterol (TC), triglyceride (TG) and low density lipoprotein (LDL) in AMI group and UAP group were significantly higher than
those in the control group, and the AMI group was higher than that of the UAP group (P<0.05). The level of high density lipoprotein
(HDL) in AMI group and UAP group was lower than that of the control group, and AMI group was lower than that of the UAP group
(P<0.05). According to the analysis of the correlation of Spearman, UA of patient was positively correlated with HCY, hs-CRP, TC, TG
and LDL, and which was negatively correlated with HDL (P<0.05). Conclusion: The levels of UA, HCY, hsCRP, TC, TG and LDL in the
elderly patients with ACS are all higher, the level of HDL was lower, and UA has good correlation with blood lipid, HCY and hs-CRP. It
can be tried as a key monitoring target in clinical trials, so it can be applied to the diagnosis and treatment of patients with ACS.
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HETTE B A AN 52 R B2 58 2 T A ZEME 1 #2 , ACS 2 — 2
FARRKRSRMIGREE S, KIS 200 U (A-
M1) AFEEFLLZR (UAP) DL O IR R FE A I O, % R 1
e HA AN R0, SEARSR A R ), SOEVE A AR 5
BB T KR A O A TR 2% 1 R i AR — AN EE AL, HLal R
fig (uric acid, UA )t f2 5k ik & 25 o 1 88 Ak T8 28 ) B 2 5 T
RWA (HIRFEFR 5 B AE ACS S TEAE MR SCER 0 fr it —
AR E o [ B2t 24% ( homocysteine, HCY ) J2 5.0 il i &
P R AR B — bR, A BT /MR R NG
B, TS & e, X T ACS B T & 2 — MU s A=
fetricra, A C e i 1 (hypersensitivity C reactive pro-
tein, hs-CRP)j2 MU i) 412 48 [, 5 30 Iikok R A A0 A T2 1L
HEFER , R 22RO 08 B0 (1) TR FR AR, A
T L 530 ACS /& UA 51§ \HCY J hs-CRP 7K ¥
KFR, BIEAIIK L ACS B M2 1AL UL WIS bR (14 PR Fn
Bl A SR, BRGE T

1 BRANs &

11 —fgEe

BRI 2014 4F 2 F 51| 2017 4F 9 H AR T K =k bl 5 B
HAZIRYT 1 59 Bl AF ACS AT AMIFE XS . I ASRIE: (1)
HRH LR DA ST ACS YA X2 WbRIERY; (2)4F
%= 60 % ; (3IWIRELILH 5 (4) BFH BILFIE ARG AU 528
BT REA HEERbRE (DA BRI i 4 (2) &
FIFEF IR 2 A EMMEE . ALBE D, 34
%], 4 25 {5 ; FE 1 60-87 %, F-44(73.68+ 1.62)% , Fife 3 A
54,1 (2.18+ 0.52)4, (A& 22-28 kg/m?, -4 (25.28+
1.94) kg/mz, AMI F3% 32 3], By AMI 41 ; UAP g% 27 4], Bl
S UAP 4, 5% [RIHAZE IR B 4 sz (K 1 fg e AR I 30 il

WFHEAH 55 19 4], £ 11 ) 4% 61-85 %, 34 (72.86% 1.48)
4. ACS B 55X IR RIEH WM . R TGt #2555
(P>0.05), AT L o AR5 B 3045 B2 Be e P23 R &5 (T
CiRiibus
12 RF*

TEAA G B 23 BIHEUIT A 520 R 6] 25 I # ik 2y 4
mL, X 3000 r/min {3 ZR 250 15 min J5 435S iy, e DL oE
B AUA80 A4 [ ZhE A BTG UA ZKF, DLGRSE L il iz
W 7E hs-CRP K-, 38 i3 A6 P8 Bk 0 8 Hey Fif g K-, Herh
I = ZE AL &% i i 1 (high density lipoprotein, HDL ) | &k
flE [E % (total cholesterol, TC)  H it =Hk (triglyceride, TG) iK%
g H (low density lipoprotein, LDL ), 4 3¢ 35 & 15 1 5 i
DG T ARG RRA R, B E L BRG0G0 S v 45
HAT o
1.3 MEZIEIR

YT 44 UA HCY J hs-CRP /KL K LG /K , 34047
BAE ACS 23 UA 5115 HCY & hs-CRP /K F-ByAH X1
14 gitEH*E

3 SPSS21.0 G b i b BEEL S , THECE B [n(%0)] 3
TR, S X2 K8, UA (HCY & hs-CRP /K- ML /K F- 4518 %
B (Xt )R, il t K4, 240 LR R 229007 3T F
. UA 5 HCY hsCRP, [MLASHEHRMAH M A1t Spear-
man J5 S AL, R e bR i B o=0.05,

2 R

2.1 &% UA HCY & hs-CRP 7k E 3ttt

KLH I UA HCY }2 hs-CRP /KA 1L 2% R 98 it 29 2%
M(P<0.05). AMI 41l UAP 41 #) UA (HCY }% hs-CRP 7K -3
e XA, H AMI 2 35 T UAP 4H(P<0.05), L3k 1,

# 1 &4 UA HCY E hs-CRP /K FEHyxtEL(x+ s)
Table1l Comparison of UA, HCY and hs-CRP levelsin each groups(x+ )

Groups n UA(umol/L) HCY (umol/L) hs-CRP(mg/dL )
AMI group 32 403.98+ 56.77*% 19.06+ 3.23** 154+ 0.33*~
UAP group 27 347.24+ 69.82* 1547+ 412 0.88+ 0.15"

Control group 30 233.18+ 60.59 10.23+ 3.09 0.23t+ 0.10
F - 23.697 8.724 3.587
P - 0.000 0.000 0.001

Note: comparison with UAP group, * P<<0.05; comparison with control group, “P<0.05.

2.2 ZARMMASKFEITLE
A LR /K- EE 25 57 2978 i 247 X (P<0.05), AMI
ZHH UAP 41 TC. TG % LDL 7K 4955 F5f idH , AMI 2
=T UAP 4 (P<0.05); AMI 44 F1 UAP 4 i) HDL sk T
M, H AMI H XK T UAP 4H(P<0.05), L3k 2,
23 4 ACSE#E UA 5 HCY hs-CRP, AEK-FHIMEK &S
MR Spearman LT R BR 4 ACSHEH UA 5
HCY .hsCRP.TC. TG J% LDL ¥/ IFAH%, 5 HDL £ HAiE
(P<0.05), L3 3.

3 ik

PR L, ACS F- B He LI I 5ok P4 316 R A TR B b
2RI a8 A T PR LA Pl o 2 5 ) (I ) s
HUB I A 2% 21 PR A EE2 . ACS a0 e o Fe e p 2
51, HC T 5 5 2 Fh A PR 200 B O S BB L A R
JOF /IR T £ B IR TS J 5 8 A G048 iR PR AR B,
LA ACS B3 — R, I HL A B ARt 32 Bt 4
AL R 5 B TE H ACS B KL BT R S LR
INIRILNG HCY S LU AR 5 |2 hsCRP /K- 1 FHG 56
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U2 AR SR AR B, UA JKSF TR 25 5 5 RS e ik ) 3
FERUREAL, DR ACS B9 A B —E B2 R ™. IR,

T4 ACS BF [ UA SHMAE \HCY K hs-CRP 2 [i] 1
JRF XTI ACS [ AL A3 4l

% 2 FAMMASKF3FLE(mmol/L,xt s)
Table 2 Comparison of blood lipids level ineach group(mmol/L, X+ s)

Groups n TC TG LDL HDL
AMI group 32 4.49+ 0.35%~ 2.45+ 0.88*~ 2,59+ 0.63*~ 1.05+ 0.07%~
UAP group 27 4.21+ 0.27 1.91+ 0.69" 2.30+ 0.42° 1.09+ 0.05*

Control group 30 3.88t 0.33 1.22+ 0.35 2.11+ 0.40 1.18+ 0.08
F - 5.317 3.624 3421 3.215
P - 0.000 0.001 0.002 0.004

Note: comparison with UAP group, * P<<0.05; comparison with control group, “P<0.05.

% 3 B# UA 515 .HCY & hs-CRP 7K FRtH XN
Table3 Correlation andysis between UA and blood lipids, HCY and hs-CRP levelsin patients

UA
Indexes
P

HCY 0.633 0.000
hs-CRP 0.594 0.000
TC 0.617 0.000
TG 0.596 0.000
LDL 0.602 0.000
HDL -0.587 0.001

AHF 5T 45 R WoR AMI 41T UAP 41 B9 UA HCY &
hs-CRP /K14 T X 41, H AMI 20 X &5 T UAP 40 (P<O.
05), X4/~ T ACS B PR UA HCY K hs-CRP /K- i,
L TE, EUR TS AR A, SEA LRI R . TR
A, TfER UA HCY J% hsCRP #1251 ACS B HLIRRY3h
JUK SRR BT L R it 4T B S AR b R, 1T 530 b iR 8 AR K
EEH R TR . UA B A% P IR A T A AR
W, H5 2250 MR BA R IR R , Hh ACS BE PR
R BRI R, S AR A2 30, T R RS £, DT
gl UA 7K 8 1 FH23, [l ACS B ML Hh = B R R Y
7 A Y B RIS A B AR I N T = A UA I (AR R
HUAR) UA KERBE ETF, HCY B—2K i R b B R,
HoR ) A Ak, T B0 A N R 4 45240 L 07 LAY
JERE RN, AL/ N 1 B TR S BN, e AT S M A
B ACS BRI RN, HCY [k -t A, IR i
MBI 3 2, 6 BB A K, BRI PR i 45 ACS i
FHHHCY T B3, JhAh, AMI T UAP 4R TC TG,
LDL K-35 85% B2 FH 5 , AMI 41 5 F UAP 4, HDL 7K -
BN IR REAR, H AMI 41 AR T UAP Z4(P<0.05) , iX #&/R T
ACS BB AR T AR I B 4, ELG 1% ™ R M R, 1M g 5+
HOOKFAE I o AT RN, EE A ES TC . TG.LDL & HDL 4§
MR FRAY T 5 & T ShIkok R R RE AL BEEL G 7 A | 338 177 g e
T ACS B bRl SR A XA, ™, TC &
LDL JHH 2 S EBE R N ZE, 1 HDL 7K/ THREfg
TSR N Sh K RE TR AL AT Bl BRI, W 138 i B 6

A BT e F AR 2 AR ACS BBE MG . fRJn, AHISTRYE

Spearman (& ATAHSEHERT AT, ¥ UA 5 HCY \hs-CRP.TC,

TG J¢ LDL ¥R IEAHE, 5 HDL 261 4H5C(P<0.05), X #2/R T

ZAE ACS HR ¥ 19 UA 5 HCY (hs-CRP JZ IfiL i 48 b1 14 B 3= %

%o SRR REAE T & AF ACS A HLIAP UA JKF 1 33

iR B2 g 2 P B [ e AR SR A A MU e A Ak, R S

H i FEIEF S5 T AE R, ARG 1 /N R

TSSO LA B T2 R S Dk kA B R AL B R A 229,

Li Lprik, 24 ACS IER) UA Sl \HCY K& hs-CRP
KB R B, FEFRIAE UA 5 HCY hsCRP.TC TG K&
LDL ¥R IEAHE, 5 HDL ARG, IR b mlad s il UA |
HCY hs-CRP Kz LR T b 11 7873 AR o 15 , AT AT B T
B ACS ¥ it (i A5 AL
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