136 ISSN 1007-3949 Chin J Arterioscler, Vol 27,No 2,2019

- IR - [XEHE] 1007-3949(2019)27-02-0136-05
D- AR PRV R iR D 550 1 AH e Pk

WIREE?, XES", WIS, D8, X, KEE
(LAFEHKRFE ZBREFRAA, S R A7 MT 5100005258 M AR E RS WA 7T é 4 R0 T 450000)

[XgiE] "ok, D-—FIK;, BBER;, %4A%ED; Gensini ¥4

(# E] BE ®iFD-=RMK/(D-D) BB ER(PCT) A% D(ViD) 5B smagtnktit, ik WARLE
5% B 180 WIARIE ACC/AHA i3 AR A CLRA FRBTA CEKABE SHCIARLE, IRE Tk
FIREH(CAC) LR A 1 LREA L2 LREM 3 LHREM, 262 6] CAG EF FFEARA, R ZECma
Fo 3 B AL — R 6 AR AT A B iE D-D PCT VitD K-F o9 2 7, S HLAX A AFESUZ R £, R Bo
JH A% D-D PCT K-F % & T B4n, fuid VitD K -FAK T 28 BB 40 (P<0.05), EAZ R CLHEA FRTAH K
JAH At S U SEZ F  D-D PCT K-FARAKIE & | VitD R-FARAKEAK(P<0.05) . K& BRI BimE 40938 %,
D-D PCT 7K-F3 &, VitD K-F B4k, K% Gensini ##4-6938 % ,D-D PCT K-F3& &, M VitD K-F K&, &it B
S % ik D-D PCT KPR &% EA2E mE fmst &, dde i VitD K -F 0485,
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[ ABSTRACT] Aim To explore the correlation between D-dimer (D-D), procalcitonin ( PCT) , vitamin D (VitD)
and coronary artery disease ( CAD). Methods 180 patients with CAD were divided into stable angina pectoris group,
unstable angina pectoris group and acute myocardial infarction group according to ACC/AHA diagnostic guidelines. The
patients were also divided into single vessel lesion group, double vessel lesion group and three vessel lesion group according
to the results of coronary angiography ( CAG). 62 patients with normal CAG were used as control group. The differences
of general clinical data and serum D-D, PCT, VitD levels were compared between CAD group and control group, and the
differences of these three indexes were compared among each group. Results The levels of serum D-D and PCT in
CAD group were higher than those in control group, while the serum VitD level was lower than that in control group (P<
0.05). In stable angina pectoris group, unstable angina pectoris group and acute myocardial infarction group, D-D and
PCT levels increased in turn, while VitD level decreased in turn ( P<0.05). With the increase of the number of coronary
artery lesions, the levels of D-D and PCT increased, and the level of VitD decreased. ~With the increase of Gensini score,
D-D and PCT levels increased, while VitD level decreased. Conclusion The levels of serum D-D and PCT in patients

with CAD increase with the severity of lesions, while serum VitD level is opposite.

L0 (coronary artery disease, CAD) &7k 8l WS FREH, 20945 -5E Il 3R 50 2 A 76 5000 1 Aa T Bl
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( procalcitonin , PCT) J&—Fh 25 F 5T, Ifa IR I % FH ok
VER AT IR G B bR S o 7RO A8 <R 1 vh al iy 3
PCT A S, 4E4: R D (vitamin D, VitD) j&—
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%5 D-D \PCT VitD X R BF R D AR B 9Y B
FERRITIX =35 55 56 0o A AH DG

1 #ERFFE

1.1 HARMNERSE

WHE20164E1 AZ2017451 ATRREHAL N
CAD % # 180 ], R4 2016 £ ACC/AHA & % 7
VUWrde e, K B 2 8 R E AL B (stable angina
pectoris, SAP) 41 52 ] . F # & A8 & 4 (unstable
angina pectoris, UAP ) 41 65 1 & & ¥ & AL AE 3
(acute myocardial infarction, AMI) 41 63 7], R &
AR 3 ik % (coronary angiography, CAG) 45 K, 2~
1 SRR 449 ]2 S R4 59 3 S R 4 T2
fl, LI 62 ] CAG EFHE Nt B4, HRir
e A BB A AR R AL ERE
WAL N RE B REERE RS F
YN -3 R AN SR T
1.2 IeREREER LB E=RE

WETA T REFWH A & f R e R
e BEE, FAXRETHEREZERASTE
4 A RFIS mL 8y 8 Bk, o 1A 7 D-
D . PCT.VitD , % 2 [ % (total cholesterol, TC) . H
= B (triglyceride, TG) K % J& fis & & JE [E B (low
density lipoprotein cholesterol, LDLC) % % & f§ & &
A8 [E B2 (high density lipoprotein cholesterol , HDLC ) 7k
FoEAMARER SR E LA R TR,
1.3 ERENBKIEF K Gensini L

W2 A A A NG o A A E R A
Seldinger % 4 JIt ) ik 3¢ 20 ik % RIAT CAG &, 2+
A& A AR BBk A £ T AT M A e R
BN ISR E L, KA Gensini iF 245
I 4l AWK 2 ko & A2 £ . Gensini T AR v 7R 20
ficn 4 46 i B AR R E R E <25% 38 0 1 4, 26% ~
50%1% % 2 4 ,51%~T5%8 4 4 2, 76% ~90% 2
8 2,91% ~99%1% K 16 4~ ,100%1%, K1 32 7 ; &4+
AR T UL H A B A E R HJE A e BT O R B
Jik o &% 72 K Gensini 4,

14 SFitEFE

K JH SPSS 19.0 it 3, 1B F A KA xss
£R,WALE R LSD B3, £ 4 R K 7 £
ST, ML P<0.05 £ RAESITFE X,

2 &% R

2.1 BORAESITRE—RIEIREE
2 MR MR S LDLC . TC 2 R 14 1E S
B (P<0.05) , HAa K EER(EL),

*® 1. BRA ST RA—MRIERILE
Table 1. Comparison of general indexes between CAD

group and control group

FAEHI) 107 35 0.170* 0.680
HR(R) 61.32+11.89 61.26+11.52 0.142 0.975
WA 5 (5] 63 9 9.258" 0.002
o I S (491 80 15 7.931* 0.005
W BRI s (1) 35 7 2.138" 0.144
HDLC(mmol/L) 1.32+0.27  1.35%0.37  6.196 0.530
LDLC(mmol/L)  2.52+0.73  2.17+0.40  18.839 0.000
TC( mmol/L) 4.85+1.01  4.07x0.60 13.598 0.000
TG ( mmol/L) 1.87+0.54  1.83x0.62 1.495 0.571
a g X2 {E, AN FAH,

2.2 WBNVEASXEA D-D.PCT VitD 7K FEELER
SO D-D (PCT /KB & & F X B4, VitD
TKSF-B AR T X BB 4H (P<0.05;3 2)

* 2. EivRE 53R A D-D PCT, VitD 7K FELb &
Table 2. Comparison of D-D, PCT and VitD levels between
CAD group and control group

mi H FEOEZH (n=180) X4 (n=62)
D-D(mg/L) 0.60+0.22" 0.26+0.05
PCT(pg/L) 0.065+0.020" 0.034+0.004
VitD (nmol/L) 44.06+13.47* 62.09+16.01

a k) P<0.05, 5% R4 LK

2.3 #&%8 D-D PCT.VitD 7K FLLE

AMI 2 D-D \PCT 7K-F-7& T SAP \UAP 4, VitD
JKEAR T SAP \UAP 4 ; UAP 4 D-D .PCT /K5 T
SAP 41, VitD /KT SAP 41 ;SAP 41 D-D \PCT /K
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SEE TR, VitD KRR TR (£ 3)

% 3. %4 CAD £33 D-D PCT,VitD 7k F th 1
Table 3. Comparison of D-D, PCT and VitD levels in CAD

patients of each group

4 % n D-D(mg/L) PCT(pg/L) VitD(nmol/L)
SRR 62 0.26+0.05  0.034x0.004  62.09+16.01
SAP 4] 52 0.35%0.08"  0.042+0.005" 52.34%13.52°
UAPZ 65 0.59£0.10"  0.062+0.008" 44.05+12.06"
AMIZL 63 0.82+0.15™ 0.088+0.009" 37.25+10.89""

a N P<0.05, 5% B4 b ;b o P<0.05, 5 SAP ;¢ N P<
0.05,5 UAP 4 IL#,

24 AEBRHEKFEEZEHEE D-D,PCT, VitD
b/ &0 5%

3 RAR D-D PCT K- F 1 A4
2 SRS, VitD KPR T 1 SO AR 4R 2 3%
A4 32 SREAS 4 D-D  PCT K-35 T 1 s
41, VitD KR F 1 SRRl (£ 4)

* 4. TEBK KB LT HEZE D-DPCT, VitD K FELER
Table 4. Comparison of D-D, PCT and VitD levels in pa-
tients with different coronary artery lesions
A n D-D(mg/L) PCT(pg/L)
PO 62

VitD (nmol/L)
62.09+16.01

0.26+0.05  0.034+0.004
1 SR 49 0.40+0.16°  0.043+0.010° 54.62+11.27°
2 RAEA 59 0.61+0.17" 0.063£0.011"  48.33+9.13"

3 IRASA 72 0.7320.20™ 0.082+0.014™ 33.38+9.78"

a N P<0.05, 54 BBALHLE b S P<0.05, 45 1 SR LA ¢y P<
0.05,5 2 SRR Lhi,

2.5 A [E Gensini ¥4 &#& D-D,PCT, VitD 7Kk F
Eb %

D-D .PCT 7K FFifi & Gensini PF- 43 F4 54 =5 111 14
i, T VitD AKSERIBEE Gensini P-4 138 155 1M FEAIG
(%£5),

% 5. I Gensini ¥4y £& D-D.PCT,VitD 7k FEb &
Table 5. Comparison of D-D, PCT and VitD levels in pa-

tients with different Gensini scores

il n D-D(mg/L) PCT(pe/L) VitD(nmol/L)

<40 el
40~80 434 84 0.64+0.16" 0.068+0.010" 43.40+11.24°
>80 43¢0 32 0.83+0.15" 0.090+0.007" 34.71+9.88"

64 0.43+0.19 0.049+0.019 49.61+14.98

a ;g P<0.05,5<40 341 L4 ;b S P<0.05, 5 40~80 43 4H b4k,

2.6 A[E D-D.PCT,VitD 7K F &£ ZE Gensini iEH
153

Gensini PE4r FE & D-D  PCT 7K S i 38 v 1 384
i, B VitD 7K B 3 SRR (R 6. R T R
8) o

% 6. R[E D-D KL E Gensini T4 LLE
Table 6. Comparison of Gensini score in patients with dif-

ferent D-D levels

| n Gensini P43
D-D ik 7K P-4 ( <0.40 mg/L) 44 19.35:10.23
D-D 7K F41(0.40~0.70 mg/L) 67  50.54+12.42°
D-D &K F41(>0.70 mg/L) 69  86.73+16.68"

a i P<0.05,5 D-D fR/K P4l b i P<0.05,5 D-D kP41
Hhas,

& 7. AR PCT /KFB#E Gensini 5 LL 1]
Table 7. Comparison of Gensini score in patients with dif-
ferent PCT levels

g @ n
PCT /K40 ( <0.045 pe/L) 39
PCT 7K F-4H(0.045~0.080 pg/L) 81

Gensini P43
23.29+11.36

48.57+14.59*

PCT E/K¥4H (>0.080 pe/L) 60  89.66+17.11%

a N P<0.05,5 PCT /K4 b ;b A P<0.05,5 PCT H/KF4
s,

% 8. N[ VitD 7k T B F Gensini {53 LLE
Table 8. Comparison of Gensini score in patients with dif-

ferent VitD levels
A | n
VitD 7K F-4H ( <35.00 nmol/L) 54

Gensini P73
92.48+19.74

VitD H17K 40 (35.00~55.00 nmol/L) 68 54.31+15.40°

VitD 7K F-4H ( >55.00 nmol/L) 58 26.47+12.64"

a i P<0.05,5 VitD /KP4l g ;b S P<0.05,5 Vith 17K 41
A,

33 i

D- IR g i A P 5 1) R EEAG I 4 AR
LN TIRIRZ4F . D-D T 0L Tkl #4 8
H TR K LA B G AR A B i A JE SR R, Bl
KN E] D-D ACETH i AE SR AR T B 8
AR AT LUK BE D-D 19T, E =B oFTE k8, T
IR K M AR A S8 PR A D-D JK-F- Ik, O HLiss
TR B K R B R EANEE R
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B AESE LI HLIA BT AT B D-D AKCF T, D-D
VE R R AT ARG, HOKF T s 4 7 1 i
b T BEIRAS B AR B, ] F00Co i A R
KRR, S0 FR AP D-D AKF- T AT
ABJE H1 T M h 5 A - T, 20 PR 02 a2k 1l
PN Bz A A 2 2R PR 2 2 DR 30T 41 I - B L &R
G5 AEAHUALE T & SRS 55—y i, S i
D-D 43531 e 8% il 0 5 05 200 | 1t 48 PN B 00 L 7 A %
SEAT 5T, (e 2 e AR 2l JDk o83 B Ak, 3l bk o5 A 5 1 3
PP e R AN 7, B 25 2R RO I
WOFBOGBEIN R 4, 32U M B & D-D FHE
AR, SO AL T D-D 7K X A
P21 D-D KV T 5k DR ) &R ARG, B D-
D KR THE e O AR 2 A AR Bl ik
AR B Gensini 400, X ULEH D-D K1)
S W SEE U o 1 0 72 1) T B AR R PR, SRS
D-D, 1] A F T Lo 12 Wi

AEREFE IR, VitD B2 5560005 1Y 405 A A
SN VD S OR Z A S R AT REANR (1)
VitD B2 2 AR 55 MR T e, 2E TR B
AN, BT AL SR e 8 2R U, AT A AL B2 5
SEME BRI, T AR DR s 2 ek 0 i K B Y 0 ST 1
FURL(2) VitD RE 85 X 2100 K ke 3R - [
(renin angiotensin aldosterone system,RAS) &Gt 1T
PR, HEt = 25 530 RAS R4 B (3)
VitD BEAE {2 HE BT 48 i K - 1Y 43 WA - REARR P Bz 44 i
FUBRHPE T (0 e 3k, AT P9 B 6 AR5 (4) VitD
P L, i — A A RS N, AT A
SR A P9 Rz A4 N5 (5) VitD g S il i
V- LA A RN I I 20 B Y 3 5 L G A% i B
240 - L i e T T SO TR 4 B 5 (6) SIS
KT 25-32 454 & D[ 25-hydroxy vitamin D,
25(OH) D] #JF>12.5 nmol/L,25( OH) D ¥k F<12.5
nmol/L 575 e IR Bl Ik #5 AL AL 43 BEAH 3G, $278 VitD
AT REVSD AR SRS . AREFST AR BR  e
FIALITE VitD AP FX JRA, $27% ViD ez af
RES T IR A G, BEE VitD 7K BB,
R 7 2 R B R TEEIR Bl bk s A SR 2
Gensini P4, 13X Ui B VitD 7K S 1T B 5 0 9
WARFERE . PR BE, B VD AR, A A T
LR 2T

SEAC I 1 R A 5 9 RN B VAR OGS PCT
2 HURZS MR 3 1 1 — A A 1 B, A RN I PCT
IKPARARG, 25 20 T, L T SR e B A B D RE ™ R
W R TR, BF9E & B PCT nl B S —Ff py P51

K EBEPTR YR, PCT KT+ 5 B R AFAE T 0
A FEAFr, BRI PCT RTAE S 3800000 1 4 40 & A=
FIBbR ) D WU BEAE AR 1Y S S S 1 43
FECPCT AT, B EA & B RUSE B PCT &
AIVE RO WU BT bR i . AT 25 R R ot
CRALINTE PCT 7K X HR AL, #7R PCT KT
15 AT RE 5 e 1 & A G, Bl PCT K9 7t
15, LU AR S TR ™ E bR B ks AR S HR R
% Gensini PF7 85y, X 56 PCT 7K 7] iz B sed 0
FORGAERRRE N, R X PCT AT, A )T
LR ATIZ BT,

ZE TR, CAD B3 1 etk o0 ko A0 72 B B
I3 D-D \PCT § Tt K VitD B R 1 hn &, 8 ot
LI W 1fi 37 D-D  PCT VitD 7K F 56 0095 Y
LW, AR R B T H A RRRYE, T
KIRAEE e PRAJF 5 itE— 2R SE 2598 I IE A
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