CN 43-1262/R " [E s ik alifb 44 it 2020 4F55 28 %55 3 # 247

[XEHS] 1007-3949(2020)28-03-0247-06 - eR#FE -

GGT 5Pk ST Bedia w0 JILRE HE .35 5l IR Zh Wik g 8
Je HE T e 39197 38 5% &

FHIE, 17 B, BmK
(FFHFTARE LS WA, 9 d 4 74 7 475000)

[KEIF] v-LSRBESE, LZHRSTERIZBOCMEL;, BRAWRFE; TS

[ E] BHM Hity-5ABE48H (GOT)RTF5 &M ST Bis & A MR 5L (STEML) & & &k 3h bk ok £ H
S, BREGRRB TR K R, ik S®IR282 B4 &5 B BRI IRANE ST (PCL) 49 STEMI & A48 & H A
Ko KRR A% GGT K-F ¥ STEMI % % % A EF GGT A (n=197)# & GCT A (n=85), it ksmum &
H AR IRF T (Gensini 25°) M5 1 FRNLTER T ZSRERRFAH(MACE) L AR, R FH66T4A
Gensini 5 2% T E5% GGT £48(P<0.05) , H GGT /K-F5 Gensini /4 2 EA8% (r=0.598,P<0.001), KiiF 1
ERHGCTAEHFRT 196, EF GCTART 206, HALATEH 13.83%, & GCTABFEMZ 1 A1 A
AO6AMNARELHF RTEHBESHTEF GCT L (P<0.05), AAWE WA, & GGT 28 STEMI &% 1 F T
EP R G TEF GCT 4% % (P<0.05), Cox B2 54 & ¥, KILLIP = 3 #& 5 2% (OR =2. 149,95% CI 1. 024 ~
4.508) .GGT(OR=2.408,95% CI 1.289 ~4.501) Z4F# (OR=1.063,95% CI 1.032 ~ 1. 095) 3§ 4 Fim STEMI % 3
Fet iz allE, HKFSTEMIEHAL A IAMAAO6AMAKL FHMACEA AR I ESTEF GCTA
BH(P<0.05), &it & GGT KT 5 STEMI B4 Bk bss EAL B AL BTG A — A8 %%, B& GGT K
% i4E STEMI B4 G891k 5 E e B %,
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Relationship between the level of y-glutamyltransferase and the severity of coronary
artery lesions and prognosis in patients with acute ST-segment elevation

myocardial infarction

LI Lijuan, YANG Sheng, HU Ruiling

( Department of Cardiology, Kaifeng People’s Hospital, Kaifeng, Henan 475000, China)
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[ ABSTRACT] Aim  To study the relationship between the level of y-glutamyltransferase (GGT) and the severity of
coronary artery lesions and prognosis in patients with acute ST-segment elevation myocardial infarction ( STEMI ).
Methods 282 cases of patients with STEMI underwent PCI were selected as the observation subjects.  According to the
fasting serum GGT level in the morning after admission, the patients were divided into normal group (n=197) and high-
level group (n=85). The coronary artery disease, mortality and the incidence of major adverse cardiac events were ana-
lyzed and compared between the two groups. Results The Gensini score in the high level group was significantly high-
er than that in the normal group ( P<0.05) , and the GGT level was positively correlated with the Gensini score (r=0.598,
P<0.05). Within one year of follow-up, 19 patients died in the high GGT group and 20 patients died in the normal
group, with a total mortality rate of 13. 83% . The mortality rate of 1 week, 1 month, 6 months and 1 year in the high lev-
el group was significantly higher than that in the normal group (P<0.05), the survival curve analysis showed that the 1
year mortality rate of STEMI patients in the high level group was significantly higher than that in the normal group.  Cox
regression analysis showed that KILLIP cardiac function grade (OR=2. 149, 95% CI 1. 024 ~4.508) , GGT (OR=2. 408,
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95% CI 1.289 ~4.501) and age (OR=1.063, 95% CI 1.032 ~ 1. 095) were independent risk factors for prognosis in pa-
tients with STEMT; the incidence of major cardiovascular events (MACE) in patients with high level STEMI at 1 week, 1

month, 6 months and 1 year were significantly higher than those in normal group( P<0.05).

Conclusion Serum GGT

level is correlated with the degree of coronary artery disease and short-term and long-term prognosis in patients with STEMI,

and high GGT level is an independent risk factor to evaluate the prognosis of STEMI patients.
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%\ié\ééﬁ%%@?Hﬂﬁfl\)\‘]éﬁ(percutaneous coronary
intervention, PCI) t STEMI # 2 282 f, 2 & % 220
B, %62 i, WRAEHEHF NG KEZTEMLE GGT
A, ¥ STEMI A& # 2 & E% GGT 4 (n=197) 1
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TIMI i1 % 4 2% . 7 2 B % 2 B (alanine aminotrans-
ferase, ALT) K4 % B & L % % B¢ (aspartate amin-
otransferase, AST) | & 2 if, (white blood cell, WBC) |
i 41 & & ( hemoglobin, HB) . i /M #2 ( platelet,
PLT) ALEF ( creatinine, CR) | H # = B ( triglyceride,
TG) 2 [E # ( total cholesterol, TC) 1K % JE g & A
fH [E B% (low density lipoprotein-chesterol, LDLC) . %
% E A5 & & JE [ B2 (high density liptein-cholesterol ,
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ular end-diastolic volume, LVEDV) & ALALEG & & T
(cardiac troponin T, <TnT) , AL B % B F T B MB
(creatine kinase-MB, CK-MB) . % & £ £ PCI i
8], DL R i & % 5K 2 4% (X B8 37 %] 7] (angiotensin con-
verting enzyme inhibitors, ACEI) fiT £ 254 B %
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PRI B AR IS BML, W40 TR L &7 5K 1, 25 I8 I
B KILLIP .y D)8 73 9% 2 4f TIMI Il 3 73 9%\ PLT
HB .CR.TG.TC,CK-MB J LDLC %3552 R E 4
THEE X (P<0.05) ;i P4 B R | i BE IR
g AR S AR R ERRZS ) R R R A
2 PCI B [a] | ALT , AST, WBC , ¢TnT . HDLC . LVEF .
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2.1

Table 1. Comparison of clinical baseline data between two groups of STEMI patients

_ H GGT 4 =) 4 ~ H 4 = GGT 4
b R e O [ e S
BEHI(%) ] 156(79.19)  64(75.29) 0.525 0.469 ||HB(g/L) 140.78+23.18 131.02x19.64 3.391 0.001
EW (%) 47.92+5.11  52.59+4.83  7.158 <0.001||CR( wmol/L) 76.1346.97  89.17+8.01 13.769 <0.001
BMI(kg/m?) 25.12+3.01  22.09+1.89 10.517 <0.001||TG( mmol/L) 1.64+0.38  1.2320.12 13.648 <0.001
LB (% ) ] 96(48.73)  35(41.18)  1.362 0.243 || TC(mmol/L) 4.4120.76  3.64+0.45 10.562 <0.001
BEIRIE[BI(% ) ] 49(24.87)  16(18.82) 1.225 0.268 ||LDLC(mmol/L) 2.88+0.56  2.3820.47 7.207 <0.001
WK S [ (% ) ] 128(64.97)  47(55.29)  2.363 0.124 |[HDLC(mmol/L) 1.05£0.34  1.01x0.20 1.230 0.220
R [B(% ) ] 42(21.32)  23(27.06) 1.103 0.294 |LVEF(% ) 55.49£10.09 56.78+9.68 0.997 0.320
W e (mmHg) 135.13+25.09 120.12+13.81 6.436 <0.001||LVEDV (mm) 50.89+6.90 51.34%7.23 0.495 0.621
# 5K (mmHg) 82.41x10.01 72.09+9.87 7.978 <0.001||cTnT( ng/L) 26.49+3.09 25.88+2.91 1.548 0.123
25 & MU (mmol /1) 8.67+2.31  9.749+1.89 4.070 <0.001||CK-MB( pg/L) 15.77+2.65 35.78+4.18 40.743 <0.001
FELR(R/) 78.1229.09 77.65+10.23 0.383 0.702 ||ACEI[ (% ) ] 76(38.58)  38(44.70) 0.926 0.336
KIRESIZPCIIE(h) 6.05+1.09  5.89=1.21  1.094 0.275 ||FIIRFI[HI(% ) ] 72(36.55) 37(43.53) 1.220 0.269
O UEFEFBROLL (% ) ] 4.982 0.083 |[fBiTZZ5W [ Bil(% )] 159(80.71)  72(84.70) 0.640 0.424
I 2 R RE 77(39.09)  35(41.18) B 2RI (% )] 108(54.82)  51(60.00) 0.647 0.421
HiBE 86(43.65)  27(31.76) TFALMAE [ BI(% ) ] 1.358 0.507
T i) B 34(17.26)  23(27.06) L3 86(43.65)  41(48.24)
KILLIP :C>IRE[ $i( % ) ] 15.303 0.002 || X3 51(25.89) 23(27.06)
1% 126(63.96)  36(42.35) =% 60(30.46)  21(24.70)
% 36(18.27)  17(20.00) AR [ (% ) ] 0.360 0.549
e 17(8.63) 13(15.29) <24 92(46.70)  43(50.59)
1 18(9.14) 19(22.36) =24 105(53.30)  42(49.41)
ALT(U/L) 41.25+10.09 42.03+9.89 0.599 0.550 |[F2hA TIMI ML FHi5324[ #1( % ) ] 0.204 0.903
AST(U/L) 129.10£10.67 131.08+12.98 1.237 0.218 | 0% 71(36.04)  33(38.82)
PLT(x10'> 4~/L) 193.12£20.89 187.74+18.79 2.044 0.042 || 1% 59(29.95)  24(28.24)
WBC(x10° /~/L) 10.67+2.12  10.52x1.98 0.556 0.579 || 2% 67(34.01)  28(32.94)
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2.2 GGT7kTE STEMI EEBRIKFT AR

& GGT 41 Gensini F143 (36.15+4.01) W i 5
TIEH® GGT 41(21.24+3.09) (P<0.05) , H GGT 7k
-5 Gensini B4 2 IEAAX (r=0. 598 ,P<0.001)
2.3 GGT 7k 3t STEMI 23T iz HA /S 220

BET 1 AP0, B GGT L EIET- 19 4, IE#
GGT FET-20 i, BIET % Hh 13.83% , =5 GGT 4
BEREYT LR A 6 A K1 AR R W
=T IEH GGT 41 (P<0.05,% 2), Kaplan-Meier /=
FEMZR TR, 5 GGT 41 STEMI fE 1 4E4ET %
W FIEH GGT 4135 (P<0.05,8 1),

x2 MABEFRZHAETEMEEE[ (%) ]
Table 2. Comparison of short-term and long-term mortality

between the two groups| case( % ) |

IEH GGT 41 B GGT 4

el 2
P 1E] (n=197) (n=85) X P
1 4(2.03) 6(7.06) 4.390  0.036
1A 10(5.08) 10(11.76)  4.032  0.045
6 J 15(7.61) 13(15.29)  3.916  0.048
14 20(10.15) 19(22.35)  7.417 0.007
100},
=
¥ sof- .- BGGTA
H X?=7.647
P=0.006 — E¥GGTA
0 1 1 1 1 1 .
0 2 4 6 8 10 12
Bl ()

B 1. P4 STEMI £ERETT 1 FEFHLZ
Figure 1. Survival curve of two groups of STEMI patients

followed up for 1 year

L5 Cox PIHAMT LA | MERAFIERE
s bRy A5 DL STEMI H 3 7735 15 100y PR A5
i, 5 R KILLIP DI 2% (OR =2. 149 ,95%
CI 1. 024 ~4.508) .GGT( OR =2.408,95% CI 1. 289
~4.501) M 4 # (OR = 1.063,95% CI 1.032 ~
1.095) ¥ R Wi STEMI 2 3% 15 A9 1l 57 a6 &
(%£3),

2.4 GGT KEXF STEMI BEEREFRREHHIZ M

K STEMI B 7E 1 i1 AN H 6 A~ H K1

A MACE EARI B EE FIEW GCT 4L & (P
<0.05) , mifEREIE] S Mk & A R 2 R TG T
BH U (P>0.05,%4),

%< 3. STEMI EEFEiH 1 £F£F LT Cox [EIIAHHF

Table 3. Cox regression analysis of all cause death in 1-year
follow-up of STEMI patients

Ap b B SE Waldf§ P OR 95% CI
KILLIP (>3

. 0.765 0.378 4.096 0.043 2.149 1.024 ~4.508
REJT 2]

GGT 0.879 0.319 7.593 0.006 2.408 1.289 ~4.501
RS 0.061 0.015 16.538 <0.001 1.063 1.032 ~1.095

x4 MABRETREGRERMLLB[ (%) ]
Table 4. Comparison of the incidence of adverse events be-

tween the two groups| case( % ) ]

IEH GGT 4l 5 GGT 4

] AN BRI (n=157) (n=g5) X2 P
LJE OUEPESET 4(2.03) 6(7.06)

2 RONFEZE  4(2.03) 2(2.35)

DR 7(3.55) 4(4.70)

0TI 5 3(1.52) 3(3.53)

M MACE 18(9.14)  15(17.65) 4.162 0.041
1A OEMET 10(5.08)  10(11.76)

BRGNAESE  4(2.03) 3(3.53)

DR H 8(4.06) 5(5.88)

DI 3(1.52) 6(7.06)

& MACE 25(12.69) 24(28.24)  9.994 0.002
6 7  DIEMEIETS 15(7.61)  13(15.29)

2 ROGHAESE  7(3.55) 8(9.41)

AR 13(6.60) 5(5.88)

LI 5 12(6.09) 8(9.41)

A MACE 47(23.86)  34(40.00) 7.557 0.006
AR DIERPEFETS  20(10.15)  19(22.35)

BRONEESE  13(6.60)  10(11.76)

DR 32(16.24)  15(17.65)

LTI ZE 10(5.08) 5(5.88)

M MACE 75(38.07) 49(57.65) 9.236 0.002
EBEIE I fE 22(11.17)  8(9.41)  0.193  0.661
301 it

STEMI FZL0m K SRR L Q I, IF
B G ST Bl b3 ;ST Belulv& ;s T I M B oIk
BARREE Y STEMI 3 &0 i # 23 B
13 OB RS G SRR 5 VR B = ) AR,
VA EZ RS B SN W - SN B 3. 5]
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FLRARTEAE | 5 AN B WK A2 00 L o 8 i o UL 2
By 2 20 25 PR Gl ot T A T, T AR A A
4t STEMI B3 BEAL I b 76 HLAAK & A A1 A AL
IRV P 755 T bR B0 bk ok A A A B 4 B B Az
SIPA , HE TTTE AL AR B I FR S RN SR A i /I, B
LI SE A A FEPE MM GGT & —Fh S S L hr
AR, 32 2 2k oK A e KT & 44 AR R R AR
FHUB S R M 4 W SEIE L, GGT A Sy Al i S bF
iU LA BE T 7 A b 57 A 16 R 38 5 Orvin 261 A
5t 2 534 B 2k IR Bk 25 A Ik B K B, GGT T
PETF 5 5 4 R EE O R M SE T 2 OF AH ¢ 5 Baktir
ZEOIBIESE 243 ] STEMI % 5 GGT 3% HE#F 58 %
W, SR B0 ko 28 FE B 5 MACE 9 & 4B A 6 (B
5 GGT i METCAH Sk, = F AEAE AR B 0 A5, PR T
FtfiE GGT 5 bR 30 ks 48 FF 5 i AH DG , 48 3T
RS GGT 5 STEMI 95 78 K 55 3 37 7 250 1) )6
£, BTE R Im R AR

AL W AL AR BMI 4
&Pk e  KILLIP (0> )R8 43 2% . PLT . HB ,CR TG, TC
K LDLC EHatnE A g it 245 L (P<0.05) , X 2
SAGIFE LA BT Cox [B1JH 4347, KILLIP AL
IIBES> 2% (OR=2.149 ,95% CI 1. 024 ~4.508) .GGT
(OR=2.408,95% CI 1.289 ~4.501) M 4E{#% (OR =
1.063,95% CI 1. 032 ~ 1. 095) ¥ K| STEMI %
T BTG R, ol i R T AL R
GrAss E SR A e ML AR R 22, Rl i 2 AR R
ZAEA 1S PO A B, 1A P S RE TN Ak S
Bl DRI R S kA LR E T
KILLIP (C>Dfig o 4 S e (8 380 ) s vy e AR B,
Fs 5 vy 7 R 10 WL AN A I Y 3 e T AR
BRONMESS , #4532 H PR BT N 25 I B0 45 S N
S B & STEMI)

KV GGT 5 e bR s 748 7 J32 R0 i i DA 25 1)
e, A5 2, 75 GGT 4H Gensini B4 5 T
1EH GGT 41 (P<0.05) , H. GGT /K°F Gensini F15>
B IFAX(r=0.598,P<0.001) , HE GGT 4 &K
Vil 1A 6 4H K1 FRT- R B E R TIE
# GGT 4 (P<0.05) , F/KF STEMI BFA7E 1 .1
AH 6 A K1 AER MACE k4R B TIE
# GGT 413 (P<0.05) , ¥R E /K ¥ GGT Al N
BHE IR AE R IR BT R A R F
PR, GGT KA e H BR S 2844 9 AH G g F
FH e Az G T 70 H 208 R e & R, 7 A Al i
JO7 A At R e A KR B S - DAY S LA SR AL A R
KON, #EAE LR LDL A=K 434k S st kg, 78

LDL EH T, GGT #E AMLIK AR R 2 o ik Bt e, =
500 T B, 0 A R e A AR IR AL
GGT f A AL A AE A E AL AE STEMI A& A= | & i
PR IER BN, H Galli 252 #1155 1 172 {4 STEMI
BHEENIET-S GOT EEXR KW, GCT K FAEL
W& A R K 4 BB T H A O T AR AR
ARBIFFE X GAN R T4 R k1A P4 Sk A g R 14 282
] STEMI fE & , TE A SCHEE FKEHF BB 5 )
TRYT T B A5 7 A7 A 1) 25 5% 0] B 2 (il o0 #r 45 SR i
R ZE AT AR RAEAR R UE L IR 45 R, 5
bRl B RZR AN A58 35 1 3236 B AR A
ARG B R R S A iR ZE XA AR RE A

25 B, 138 GGT /K5 STEMI &% 5wk 3)
ka8 i A0 3 B T IS A — A G, HLR GGT
IKF R VEAS STEMI 835 5 P & i Ik ST fE R R 2
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