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[Abstract] Objective To analyze the dTP value in the patients with coronary heart disease (CHD) complicating diabetes
mellitus (DM) and its relationship with major adverse cardiovascular events ( MACE) and rehospitalization. Methods  Two
hundreds and seventy CHD patients were selected as the research subjects,including 136 cases of non-MD and 134 cases of DM.
Their clinical condition was recorded. The indicators such as height, body mass,blood pressure and heart rate were measured. ECG,
echocardiography,coronary angiography and other examiantions were carried out. The various indicators were detected. 11-dh-TXB2
and 6-k-PGFla levels were detected in the two groups and then dTP value was calculated. The 1-year follow-up was performed,
MACE and rehospitalization were recorded. Epdate software was used for building a database and SPSS 17. 0 software was applied
for conducting the statistical analysis. Results The dTP level in the f non-DM and DM patients were 1. 8+0. 6 and 2. 0£0. 7 re-
spectively, the difference was statistically significant(P<Z0. 05). For the non-DM CHD group, hs-CRP, systolic blood pressure, dias-
tolic pressure,lesions number and severe lesions number were correlated with dTP level(P<C0. 05). For the complicating DM CHD
group,hs CRP,blood glucose, CHO level, lesions number and severe lesions number were correlated with dTP level(P<C0. 05). Af-
ter 1-year follow-up, MACE had 33 cases (24.3%) in the non-DM group and 44 cases (32.8%) in the DM group respectively, the
difference was not statistically significant (P>>0. 05). The rehospitalized cases had 12 cases (8. 8%) in the non-DM group and 24
cases (17.9%) in the DM group respectively, the difference was statistically significant(P<C0.05). The dTP levels of MACE oc-
currence and non-MACE occurrence were 2. 3£0. 8 and 1. 8 £0. 6 respectively, the difference was statistically significant ( P<C
0.05). The dTP levels of rehospitalized patients and non-rehospitalized patients were 2. 44 1. 0 and 1. 94 0. 6 respectively, the
difference was statistically significant(P<Z0. 05). Conclusion The dTP level in the patients with CHD complicating DM is signifi-
cantly increased, suggesting that platelet is obviously activated, moreover higher dTP level increases the risk of MACE and rehospi-
talization. So the anti-platelet therapy should be strengthened.
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* 1 MAZRE—MRABE (L)

415 n (2 BMI(kg/m?) e 45 FE (mmHg) 73K JE (mmHg) IPE S C/ 5/ kD)

IE DM 4 136 63.2+10.3 26.2+3.1 134.6+£20.7 78.1£10.9 72.948.1

DM 4 134 63.6+11.4 25.9+3.2 134.6+20.8 76.9+11.2 75.2+8.6

t —0.331 0.921 —0. 006 0. 845 0.774

P —0. 741 0. 358 0.995 0. 399 0. 440

g1 AEARE—MARLE ()
13 ., hs-CRP Cr UA TG CHO LDL-C HDL-C
(mg/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)

EDM4 136 6.5+5.3 92.4+20.7 342.4497.7. 1.8+1.1 5.0+1.2 3.1+1.0 1.1+0.3
DM 41 134 7.1+4.8 87.3+24.1 338.3480.7 2.0+1.2 5.2+1.3 3.2+1.0 1.0£0.2
t —0.958 1. 891 0.375 —1. 386 —1. 066 —0.715 1.121
P —0.705 0. 060 0.708 0.052 0. 287 0.475 0.263

TRt Bl bk i 3 L e L LBk . TXA./PGL R#fr S5 7T
CHD iy &4 K & D B AR P TXA, K& PGL s A%,
11 AU AR % B2(1-dh-TXBy) /& TXA, # ke i =9 .
NZ A HF W I B R K H A A ES
BB Lk I/ HR SR AE L RE A H TXA, B % 00 Hb 2 I I /I8 R 33 Ak 7
JEH L, 6-EHTS MR R Fla(6-k-PGFla) 2 PGL & (09 14 i 7=
W RE A% 10 5 /N BRI A, 0 5 /N B A 5 1 3 B A T K S e
AN IR . Uil 11-dh-TXB, /6-k-PGFla i {f (dTP)
R A% Ty 4 VT M S R I /0N BT T RN I P R TR . B IR
(DM) £ CHD B4 fa i . CHD 4 3 DM B % il J5 & 2%, it A
25317 CHD & 9F DM & & (4 dTP 21 K B U B 52 » LA 31 %
CHD 4 3 DM R 3 ) B 1A 42k — S8 15 PRAE s

1 #BRE5H®

1.1 — %R #EH20134F 7 A& 2014 48 6 A4EJL T K
2@ B e o e i 270 $i) CHD R 2, Hovh 136 4] 4 DM
(4E DM 41) . 134 ffil4 3 DM(DM 40), H % FH4ER (63, 3+
10.6)% .58 163 fil . 4 107 ], CHD 2 Wi : BF 45 58 3% Y938 2o 5t
AR B Wik s 5% Grbbk 3 bkopke 25 B2 K F 50 %) Ki & #1124 CHD,
DM W2 Wi #5452 — A BB ) DM 5B, 25 8 1l K
FEHE%T 7.0 mmol/L,&J5 2 h B K T84T 11. 1 mmol/
Lo HEBR T By ) DT bR A B 0 Wty 0 1 PR L RGIR V Bh A g
P T B HF B BN A 0 4 B HoAth RGBS & R
L YRS I 9 S AT o o A BT L N AR R B TR T A
SIUEM B . IR BB R AR IT A e A Tk 2
JB BE BE A 3 2 5 S AR .

1.2 ik

1.2.1 BEFRHEFR G0 H M S RE AT, S R LR A
B SRR O B i SRR R SR AR . I I R L 1)
RE M AEAR AR . LA AR AL A8 AR L 35 I B Ag L i LT (Co) L R R
CUA) 0 JUURE I B8 100 588 [ B2 CTO) L =Bt H ik (TG AR %
Ji g 2 1 E [ B (LDL-C) | 3 % B2 I8 28 1 H [ B2 (HDL-O) 45 48
B o TBURR 3 235 G K L R RS TR EDK e 58 W UL A St o 12 Ji 3
FE 5 5E LK 11-dh-TXB, K 6-k-PGFla /K, i &1 4 5
[E Cayman 1k 2% i 7 24 &, i+ 5 dTP = 11-dh-TXB, /6-k-
PGFla, f#t C W F (hs-CRP) 7K P Fa il 34 77 & 0 H 2 =
Beckman /A #]

1.2.2 BEYF PrABRERD 14, il R E A RO I 34
(MACE) & 4: R FiAEBe 6L . A5k 5T (1 MACE 45 R Fa &

AL B O B O U FE T 55
1.3 Gt b SRA EpdateV3. 1 &R 45 5 A SR 3
HBE, N SPSS17. 0 8RAFHAT G140 07 . TR T k%
R s T IR TR 4 E] LL 85 R F A ST AR AR ¢ A B T RORT R N
HB R 43 bR 2R AL HE B o A3, L P<<0. 05 Dy 2%
SHEZIFR .
2 & ®
2.1 PIHBEN RO JE DM 45 DM 4 4
B 22 7 G % B L (F /40 :85/51 s 78/56, 5" =
0.519,P=0. 534>, 21 & 4F % . 7K I 1 458 0 (BMD | i 4
JE &7 3 JE .0 2% hs-CRP.Cr, UA . TG, fiH [# B (CHO) . LDL-
C.HDL-C %4 5 A= b 36 b5 1 K L 88, 2 7 BT 2% X
(P>0.05)  AAHE M, WE 1.
2.2 WHERER dTP 08t J0#HrdE DM 415 DM 4 dTP, 45
HER:AEDM HEFH dTP K 1.84+0.6,DM 4 % dTP N
2.0E0. 7, A B EFAZRIT¥E L (=—0.2655,P=
0.008), A#Ef) CHD B3 b, i MR 182 (67, 4%) . 4v
AIRIT I ERE 146 B (54. 1%0) 20 7 i ML BB 3B A AR T B
# dTP. 25 R 8RB M ERHA dTP 4 2. 0£0. 7, & FIE#H
MEEBHE dTP.8£0.8) . ZRAGF I 2% E L (1=—2.877,
P=0.004) ;4 AJBIF B FZ 19 dTP(2. 00, D TR T A
BITHEH dTP(1.8£0.6) . ZEF H I #E X (1= —2. 464,
P=0.014),

=M AR e S dTP IR VB R BR:. 5
dTP AKHH 26 1 B £ 4345 : hs-CRP. I # . TG.CHO, LDL 7k
(P<<0.05), L5 2,

*2 B E#H dTP WHEXE RS (n=270)

ORI ARk
%t hsCRP [f TG CHO LDL

oS S S
r 0.262  0.172 0.140 0,198 0.133  0.35 0. 264
P 0.000 0,000 0.021 0,001 0.029  0.000 0.000

2.3 MMM fEdE DM 4 CHD #3% v, hs-CRP YL 4
JE BT 3R KT e R 8 o A8 50O ™ T AR B0 TP KT A
X EBH G E L (P<<0.05), Jfij%F DM 41 CHD i 3#,
hs-CRP. b .CHO 7K -, 5 Bk 3l ko 248 80 J ™ i A2 30 5
dTP KFARG 22 A G372 B L (P<<0. 05), L3k 3,
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=3 WA TP HEXE RS
215 Ziit#  hs-CRP &R ik I3 CHO i R Bl ks A2 H 56 AR Bl bk ™ T 9 A8 K
9k DM 4 r 0.251 0.154 0.155 0.113 0. 094 0.274 0.196
P 0. 000 0. 009 0. 009 0.052 0.106 0. 000 0.003
DM 4 r 0. 249 0.010 0.051 0.217 0. 140 0.333 0. 300
P 0. 000 0. 865 0.407 0. 000 0.017 0. 000 0. 000

2.4 PFEUFZER JEDM YK DM YIEBERET 14, Lk 4E 77
1 (28.5%)MACE 2, H A DM 241 33 ] (24.3%) , DM £
44 1](32.8%), DM 41 CHD £ # MACE = k& £ %5 T4k
DM 4 fH2 343 2% M X ( =2.432,P>0.05), 4k DM
20 K DM 20 f % FiAE B R A3 13. 3% (36/270) . DM 4 /i
FAEBE 17, 9% (24/134) 1% T4 DM 4 2 & [8. 8% (12/
136) 1. 22 A Geit £ 3 L (* =4. 823, P<C0. 05),
2.5 WiZHny MACE E iR 5 dTP 4047 %k MACE fy
FHABEN dTP(2.340.8) & T & MACE Ay % (1. 8+0.6),
LRGN (1=—6.126,P=0. 001) ; - 5 1 & 1 B¢
B dTP(2. 4321, 0O & FARFAEBL B & (1. 9420, 6) . 22 A 48 it
23 L (1= —4.439,P=0.001),
3 a9t i

CHD 4 3+ DM 1y £ & I PR G 25 . 3 28 2R 35 1 1 /N A3
A AT T2 WA R G0 . IEHAIRET 3K
TXA, K5 PGl KPR HEH 2 25 °F i . 107 2L R 7] 5]k
LR AL TP R AR B 845 TXA, 5 PGL 7K 2%, 75 & I
ANAR AR | A R AR R AR T R . DM R W] A Y R M
BT 45 B0 4 K 58 kR B AR AR B S R 6k
PGFla, 33 6-k-PGFla /K F It , 341 TXA, 9 il 14 1
ANARCER S G A L P R AT BE T OGS P B ) AR B AR AR iF T
PGL &A™ . M A dTP kKBt TXA, 5 PGL 1 HR A
FA L F 8 — 34T TXA, 5% PG, 9 BF 55 62495 05 Jin 4 T M = mt
L /NPT AR S

AW EoR, 59 DM 44 b, DM 44 ) CHD & % dTP
BT I H S E R E A ATRIT RE W TP G W 3w
B, UL bR B I B A T D B T DL XS F DM
411 CHD B, Jt H 2 R e A 8 I R 98 B 0647 1 et IR 3l ik
A ATRYT I EE L IR T R B SRAL BT I NGRS . R AT
A ATRYT I BE TP B, AT RE 53R4T A AR I 1 78 38 e 1
BE AR SRR AL Z A L. AW B s . DM 411 I
ANAR I AR SE B S T EL R T LN AR 25 ) J5 2 5 7 AR B LN
258 B s A S R . Bochenek 259V B 5T 48 % L X F A 9F
DM [ CHD & 3 IiL/MR I P 38 58 . AL 67T 68 55 1 /N 42 3 g
AL PN R B B I AR BV FH A 56 . Price %1 BIF 5T o 3R W,
F CHD 4 3 DM 4 AJRY7 ARG I 583 . I3 &F 4 28 () s K OF
B T R 2 & 2B /N 2 W0 Hk B Je MACE (4 2k 57 f& |6 [ 26, DM
A JE CHD Ay AR YT R & & AE B/ B 25 4 $6p f d S7
FER K . Jaumdally %M B 5T R R HEAT T 9 Ak BT /N
BB ST - AER A ATRIT ARG /NI 9 36 T KSF- 75 B8 B 38 . i
DL E Py AR 358 : CHD 4 9F DM S & I B 3 ek
BBk ATRIT ARG BB R4 T SR AR B /N 25 IR T

AW A 7R » hs-CRP B . TG.CHO, LDL /K, 5 Rk

B ko A2 H e R Bl kO™ E R AR B R AR S dTP A6, X T
Ik DM 41, hs-CRP W4 Fe &7 38 H oK T e IR 3l bk v 28 %5 8% ™
FHLES dTP A, 1Mix T DM 4/ CHD & # . hs-CRP,
4% W CHO 7K ek 3l ko A2 B0 % ™ i A8 80 5 TP A 6.
HY T L R K R AR ER AL R s o AR gk 5 dTP
¥, 5 Ma 5 BB 4 R — 80 1] W dTP RE S K B /MR
TG AE KT o 2 I A T 1R 2l Jok oS A B Ak 7 A 3K . A TP R B X0
L5 PG B B A7 75 . Osmancik 202 B 55 45 412 7%, 1 % K SF
TG KFZ5Mm/ Mk, DM 41 CHD @& R A 1 f
T G A AR G b S T OCIBE T 0 /N B 2 (FL R R A I /N AR T AL AR
BE B &5 F 4k DM iy CHD B0,

FEREBEYT 1A, 5 R A DM 4t . DM 41 & A4
MACE S5k A F2 4 1 3 e 3, f8 3 T U0 A B 38 1) ol 3
KA MACE J i 3k AE Be 9 & 35 15 B i dTP B & /& F 8
MACE &4 R AR THRAEBE B #E . UL dTP 8w, ok &4
MACE B XU B PR B 9 7T B M B K . Asher 250 B 55 4
WoR, CHD 8 3§10/ AR I7 0 8ORAF A8 A TR 22 5L W
DM, (= 4 J5i 1 18 BRI B ) RE R 42 55, S 50PN 2 3R 9T
BB A B, AT S B % MACE By & 2B Wi G 8 .
Alexopoulos™ i 5 45 i . %t T 75 KUK 19 A BE, 4 ST B4 1o 7
O WU BE (DM 1 1 B 9 8 47 0 A S5 I A 3 A 180 O Y
B ML/ N 25 WA T LRI YT o B R T R S i 4
BT L /N W24 ) e S A% TR AT T LA B TR IR 1Y
48] 0t /N B A 7R L T L E R M R R I AT A .

gi ERriR . dTP i Jh & 5 CHD #5 1% 19 /™ & 4 . MACE &
FHUAE BE A 56, T IZ 46 hn R 8 255 & TR0 L/ AR ) 5 B 4 K2 Ty
A8 T A~ 7 T A 52 R 5 S 4 T 3 A LN BRI AR KO L B 1% 5
LG PR B 7843 TE AR, LAE SR AL i /MR IR YT .
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