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_ ##4275209630 : MAJOR MEDICINE (CARDIOLOGY)

" KEY WORD : DIABETIC MELLITUS/CORONARY ANGIOGRAM/RENAL FAILURE / DIABETIC RETINOPATHY
CHULACHART PATRASIRIKUL : SEVERITY OF CORONARY ANGIOGRAPHIC STUDY IN NIDDM
PATIENTS WITH AND WITHOUT PROLIFERATIVE DIABETIC RETINOPATHY OR RENAL FAILURE.
THESIS ADVISOR : SMONPORN BOONYARATAVEJ, M.D, THESIS CO-ADVISOR : SUPHOT
SRIMAHACHOTA, M.D. 65 pp. ISBN §__74'-974-13-1016—1. L

Objective : Compared with nondiabetic patients, patients with ,nodjnsulin dependent diabetic mellitus (NIDDM)
have more extensive and diffused atheros:clerotic disease. Whether NIDDM patients with proliferative diabetic retinopathy
(PDR) or renal failure have more extensive and diffused atherosclerotic disease than NIDDM patients without PDR and renal

_fail_ufe have not been well characteﬁied. The objective of this study is to compare the severity of c__orohary angiogram (CAG)

. _ihNIDDM patients with PDR or renal failure with NIDDM patients without these two comp]icatioos.'

. Department. Medicine

Research des_ig_'g'__‘ and methods : Data on baseline clinical and angiographic characteristics of 59 NIDDM patients .-
with PDR or renal failure and 83 NIDDM patients without PDR and renal faijure in King Chulalongkorm Memorial Hospital"
from November,. 1999 to November, 2000 were analyzed. These NIDDM patlems underwent coronary anglogram due Lo_

acute coronary syndrome or results of noninvasive test and had been routinely evaluated eye ground by opthalmologist.

Results : NIDDM patients with PDR or.renal failure had longer duration__.o_f._’ NIDDM, higher systolic BP than .'
NIDDM patients without PDR and renal failure.‘Ox‘) angiographic characteristic, NlDDM patients with PDR or renal failure
(n=59) had left main disease (0=3;5.1%), TVD (n=31;52.5%), DVD (n=16;27.1%), SVD (n=8;13.5%),'-__n_orrnal or
nonsigﬁiﬁeant lesion (n=1;1.6%) . NIDDM patients without PDR and renal failure (n=83) had left main disease (d;3:'3 6%),
TVD (0=32;38.5%), DVD (0=25;30.1%), SVD (n=21;25.3%), normal or nonsignificant (n=31;52. 5%) Both groups of
patients are not different in prevalence of tripple vessle disease and left rnam disease. However, NIDDM pa_txents with PDR
or renal failure had much more mean + SD of total lesions, total signiﬁeant lesions, RCA lesions, RCA signiﬁcant lesions,

obtuse marginal 1 lesions, obtuse marginal 1 significant lesions, proximal RCA lesions, proximal RCA significant lesions

and total of lesions in distal vessels (distal portion of coronary arteries + diagonal branch.:_-i-f"obtuse marginal branch+ . =

posterolateral branch + posterior descending artery) than NIDDM patients without PDR and _redal..failure.

Concldsions : Both groups of NIDDM patients have no statistically significant difference in prevalence —of left
main disease and tnple vessel disease. However the presence of PDR or renal failure in NIDDM patients are assoctated

with more mu]tlple lesions and multiple significant lesions.

' _ Field of study.. Medicine

Academic year 2000 '
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Mesuiamide
BDR o= Background diabetic retinopathy
BP = Blood pressure
BW = Body weight
CABG = Coronary artery bypass graft
CAD = Coronary artery disease
CAG = Coronary angiogram
Cr = Creatinine
DBP = Diastolic blood pressure
DR = Diabetic retinopathy
DVD = Double vessel disease
GFR = Glomerular filtration rate
HDL ' = High density lipoprotein
HT = Hypertension
LAD = Left anterior descending artery
LCX = Left circumflex artery
LDL = Low density lipoprotein
M = Left main artery
IMD = Left main disease
MI = Myocardial infarction
NiDDM = Non insulin dependent diabetic mellitus
PDR v = Proliferative diabetic retinopathy
PTCA | = Percutaneous tranluminal corenary angioplasty
RCA = Right coronary artery
SBP = Systolic blood pressure
SVD = Single vessel disease
TG = Triglyceride

TVD = Tripple vessel disease
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UKPDS
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DCCT (Diabetes Control and Complications Trial)
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UKPDS (United Kingdom Prospective Diabetes Study)
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2. Retinal complication (Diabetic Retinopathy)
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< . X 2
3190 1 Yoanug e gl e 2 ngu
Characteristic NIDDM with PDR NIDDM withoutPDR

or renal failure(n=59)

and renal failure (n=83)

age (years) 66519 63.5+9.8
male 29 (49%) 40 (48%)
body weight (kg) 625+26 63.8 £ 103
Hx of NIDDM (years) 10579 7.1%64
CCSCclass 1 1(1.69%) 0

CCSC class 2 19 (32%) 23 (27.7%)
CCSC class 3 28 (47.5%) 35 (42.2%)
CCSC class 4 11 (20.3%) 25 (28.9%)
SBP ,mmHg 1565 £31.8 14251299
DBP,mmHg 82.9% 14.2 79.8 % 14.1
HT(>140/90) mmHg 37 (62.7%) 44 (53.%)

- Normal BP(<140/90) mmHg 14 (23.7%) 37 (44.6%)
Systolic HT(>140/<90) mmHg 8 (13.6%) 2 (2.4%)
Cholesterol (mg%) 21651363 21451418

.Cholesterol (>200mg%) 40 (67.8%) 55 (53.%)
Triglyceride (mg%) 155.7%59.3 154.7 £ 63.6
Triglyceride (>200mg%) 9(15.3%) 11 (13.3%)
High density lipoprotein (mg%) 456+ 154 427%99
High density lipoprotein (<35 mg%) 11 (18.7%) 17 (20.5%}
Low density lipoprotein (mg%) 1388 %347 140 £ 399
Low density lipoprotein (>130mg%) 30 (50.9%) 51 (64.5%)

Smoking status

No smoking

49 (83.1%)

69 (83.1%)

Current 2 (3.4%) 2(2.4%)

Former 8 (13.6%) 12(14.5%)
Rx of NIDDM at entry

Diet control 6 (10.2%) 10 (12.0%)

Oral hypoglycemic drug 35 (59.3%) 63 (75.9%)

Insulin 15 (25.4%) 6 (7.2%)

Both 3(5.1%) 4 (4.8%)

Plus or minus value are mean + SD, Other value are n(%),

SBP = systolic blood pressure, DBP = diastolic blood pressure

CCSC = Canadian Cardiovascular Society classification

PDR = proliferative diabetic retinopathy, NIDDM = non insulin dependent diabetic mellitus
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81

NIDDM with PDR

or renal failure(n=59)

NIDDM without PDR

and renal failure(n=83)

Aspirin
Beta blocker
Calcium channal blocker

ACE inhibitor

Angiotensin 2 receptor antagonist
Diuretic

Ticlopidine

Nitrate

Alpha blocker

Statin

Fibric acid derivertive

No cardiovascular drug

42 (71.2%)
22 (37.3%)
11(18.6%)
22 (37.3%)
1(1.7%)
18 (30.5%)
1(1.7%)
38 (64.4%)
3(5.1%)
17 (28.8%)
5(8.5%)
0

76 (91.6%)
43 (51.8%)
19 (22.9%)
44 (49.4%)
4(4.8%)
26 (31.3%)
1(1.2%)
54 (65.1%)
2 (2.4%)
36 (43.4%)
12(145%)
7 (9.7%)

ACE = Angiotensin converting enzyme , value are n(%)
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saraImsnszaredeya vodihelsannnuiialunadugaui 2 ngu fill
FZHU cholesterol MINANIBITNAY 200 mg% ,triglyceride mﬂm'm%‘a :

191111 200 mg%

678

NIDDM with PDR or renal failure NIDDM without PDR and renal failure

[ cholesterol >= 200 mg% E triglyceride >= 200 mg%
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PE2atl] high density lipeprotein cholesterol WounmIsim

density lipoprotein cholestersl 1 ANIMIBINAL 130 mg%

<
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64.45

NIDDM with PDR or renal failure

NIDDM without PDR and renal failure

!
| EHDL<=35mg%
|

LILDL > =130 mg%
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Canadian Cardiovascular Society Classification ‘Uﬂsiélﬂ’miiﬂm'm’nuﬁﬁﬂ
ld’ a a 4‘.’/ A
T B ugauiie 2 ngu
%
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ol s 27.74 82
; e i . 7 §_ .

NIDDM with PDR or renal failure NIDDM without PDR and renal failure

Class1 [class2 [class3 [cCiass4
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9 v . Q 0 LN
7 HEAINIINIZVIBVRYRMINA creatinine Y01 filrnlsnnnmuyilaliig

Creatinine 2+

1.5-} :

1477
4

0.54 "

NIDDM with PDR or renal failure  NIDDM without PDR and renal

failu‘re
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unugiifi s uamsmsnszeedesemuat glomerular filtration rate (GFR) w04 fjile

Tsnnnvmnusfialaif®ugauis 2 ngu

Mean +/- SD 58.08 + 18.33

GFR cc/min 60

504" 4146 + 2278

404"

30+

204"

104"

NIDDM with PDR or renal failure  NIDDM without PDR and renat

failure
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{u 27.1%), uideadiu 1 §u Gnau 8 au Al 13.5%), ifudeandnosooTin liihis:
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Lmugﬁﬁ 10 HIAINITNIZIYBYAMNKA coronary angiogram et triple vessel disease

- = 9 ¥ o vd! = = qu 1
Hay left main disease gﬁasﬂiﬂsmmm‘mﬂ“luwaauqaum 2 ngu

%

NIDDM with PDR or renal failure NIDDM without PDR and renal failure

O triple vessel disease P = 0.098

4l left main disease P = 0.581

P R A (U <0 T NS



36

o o
111l normai or non:

v
giogram

SRWUDHAMIURNA coronary an

REAINITNT

11

"%
2

TE

aalsmuinanu

]

isease

double vessel di

isease,

e vessel d

ficant, sing
wiial

signi

\J

WD UGN 2 Nl

1
TR o

%

30.1

27.12

253

X,

FFE LML ULULA L LA LA LA NN AN VLV VAN ANV Y VLN
AALALLLLLALLL LR AL AL VAL LUV VN VN UL LY
ARLLULLRA LALLM LAR A LU AUV A VAN Y AN L ANV
ALALULALALL LR LN ALV LA LA SR N AS VAN VN ALV Y
2 AR AR A A A A A A R R S AR AR
ATALLLLALLLLLLNA UL ULV LA LU VR R AV AV S Y
ALLLLLULALLLLLLA LA ULV AL ALV VLN LUV
SRALLLAALVALLUL NNV NS

=

L e s e m et e mmaa

L]

Vs s

A

Ll gl 18 F gl
B R A S AR A A
Vel ol r gl sl t g0ty d 17,74
Uil 1/l h 0l sl ol sl sl oyl et o107 00l
VN /4700000010100 01,1001 2,7
B
A Y
o PR

1
Girels

.

.

S EERRTRRRRE 1.

35+

30"

2547

2047

1547

10-4~

P

N

NIDDM with PDR or renal failure

iDDM without PDR and renal failure

= 0.641
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Coronary arteries NIDDM with PDR NIDDM without PDR

or renal failure(n=\59) and renal failure(n=83) p value
All coronary arteries
total no. of lesions 213 233
mean + SD 3.61 £ 1.85 2.80% 1.64 0.007*
total no. of significant lesions 193 211 |
mean + SD 3.27+2.05 2.54% 1.64 0.020*
Left main
total no. of lesions 3 3
mean + SD 0.05 1022 0.03£0.19 0.67
total no. of significant lesions 3 3
mean + SD 0.05£0.22 0.03£0.19 0.67

Left anterior descending

total no. of lesions 76 93
mean + SD 128 £0.77 1.12£0.67 0.169
total no. of significant lesions 67 81
mean + SD 1.13£0.80 0.97 1 0.66 0.196

Left circumflex

total no. of lesions 53 66

mean + SD ' 0.89+0.75 0.7910.76 0.427
total no. of significant lesions 50 62

mean + SD 0.85 £ 0.76 074078 0.446
Right coronary

total no. of lesions 80 ' 74

mean + SD 1351 1.02 0.89 % 0.85 0.004*
total no. of significant lesions 73 67

mean + SD 123 1.10 0.80 £ 0.83 0.013*

S w

* Ty Ay NEaR P <0.05
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sunfveIdmIuseslsnluduidion right coronary AundsvesdiuIuseslsaniivddgiu

¥
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1 1 ~y lé =y =Y i el 3
nnnlufihonunusia ldfisdugauniivedszamamuyInsdiosisivnse lae

dlenSsuifiousnausumiaiiinsauvewvnaeuduionlnlsus wvusvoudu
18399 left anterior descending MALALYUY diagonal 1 118 diagonal 2, FMTVUVUIVBUTUIEDA
left circumflex '1ALANUUS obtuse marginal 1 obtuse marginal 2 LI8¥ obtuse marginal 3 HYUI
voudUiden right coronary lAunuua posterolateral 181& posterior descending MU A
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M5191 6 HEAITIHAI 9 HAZHUYHITOIFHIRRA left anterior descending coronary

artery Y935 18913 2 ngw
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Location of artery NIDDM with PDR NIDDM without PDR

or renal failure(n=59) and renal failure(n=83) p value
Proximal
total no. of lesions 38 i 49
mean + SD 0.64 £ 0.48 0.59 £ 0.52 0.533
total no, of significant lesions 36 44
mean + SD 0.61 1049 0.53 £ 0.53 0.360
Middle
total no. of lesions : 22 29
mean + SD 0371049 0.35 £0.50 0.782
total no. of significant lesions 20 26
mean + SD 033 £ 048 0.31 £ 049 0.756
Distal
total no. of lesions 7 6
mean + SD 0.12%0.33 0.07 £ 0.26 0.349
total no. of significant lesions 5 3
mean + SD 0.08 £ 0.28 0.04 £0.19 0.250 -
Diagonal 1
total no. of lesions 8 7
mean + SD 0.14 1 0.35 0.08 +0.28 0.331
total no. of significant lesions 5 7
mean + SD 0.08 0.28 0.08 1028 0.993
Diagonal 2
total no. of lesions ) 1 1
mean + SD 0.0210.13 ; 0.01X0.11 0.809
total no. of significant lesions 1 0

mean+SD : 0.02+0.13 0 0.321
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159N 7 HAAITIUA AUV IVBUTHINOA left circumflex coronary artery Y84

vy o Y
fihwtis 2 ngu

Location of artery NIDDM with PDR NIDDM without PDR
or renal failure(n=59) and renal failure(n=83) p value

Proximal

total no. of lesions 21 28

mean + SD 036048 0.3¢4 £0.50 0.825
total no. of significant lesions 20 28

mean + SD 0.34 = 0.48 0.34 = 0.50 0.984
Middle

total no. of lesions 13 23

mean + SD 0221042 0.28 £ 045 0.447
total no. of significant lesions 13 20

mean + SD 0221t 0.42 0241043 0.776
Distal

total no. of lesions 4 6

mean + SD 0.07 £ 025 0.071026 0.919
total no.of significant lesions 4 5

mean + SD 0.07 £ 025 0.06 £ 0.24 0.857
Obtuse marginal 1 |

total no. of lesions 13 4

mean + SD 022042 0.05 021 0.005*
total no.of significant lesions 13 4

mean + SD 0221t 042 0.05 £ 0.21 0.005*
Obtuse marginal 2

total no. of lesions 2 2

mean + SD 0.03+0.18 0.02£0.15 0.73
total no. of significant lesions 1 2

mean + SD 0.02%t0.13 0.0210.15 0.772
Obtuse marginal 3

total no. of lesions 1 0

mean * SD 0.02£0.13 0 0.321
total no. of significant lesions 1 0

mean + SD 002 %013 0 0.321

* U hyneeda P <0.05
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MINT 8 HIASTIUAIUATHUHIVOUFUIABA right coronary artery ¥OIFLlIEMg 2

ngu

Location of artery

NIDDM with PDR

or renal failure(n=59)

NIDDM without PDR

and renal failure(n=83) p value

Proximal

total no. of lesions 28 21

mean + SD 0.47 1 0.54 0251044 0.01 %
total no. of significant lesions 25 19

mean + SD 0421053 0231042 0.021*
Middle

total no. of lesions 17 16

mean + SD 0.29 £ 0.46 0.19 £ 0.40 0.198
total no. of significant lesions 16 13

mean + SD 0.27 £ 0.45 0.16 £0.37 0.109
Distal

tota! no. of lesions 26 24

mean + SD 0.44£0.53 029 %048 0.086
total no. of significant lesions 24 24

mean + SD 0.40 = 0.53 0.29 £ 0.48 0.178
Posterior lateral branch

total no. of lesions 2 5

mean + SD 0.0310.18 0.06 £ 0.24 0.478
total no. of significant lesions 2 5

mean + SD 0.631£0.18 0.06 £ 0.24 0.478
Posterior descending artery

total no. of lesions 7 9

mean + SD 0.12£0.33 0.11 £0.31 0.851
total no. of significant lesions 5 8

mean + SD 0.09 £0.28 0.10£0.30 0.814

~ o Y =

* ITeMagynnan

@ P <0.05
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AI519N 9 SrnudumHaAvveudutealalsut3 left main @AUAY dIUNAIE AN

daawazuvuavesdibeiia 2 ngu

fumitvesduidon NIDDM with PDR NIDDM without PDR
or renal failure(n=59) and renal failure(n=83) p value

Left main

total no. of lesions 3 3

mean + SD 0.05£0.22 0.0410.19 0.670

total no. of significant lesions 3 3

mean + SD 0.05 X022 0.04 £0.19 0.670

Left main and proximal lesions

total no. of lesions 90 101

mean + SD 153+ 113 118+ 1.07 0.103

total no. of significant lesions 84 94 .

mean + SD 142+ 1.13 109+ 1.04 0.119

Proximal lesions

tétal no. of lesions 87 98

mean + SD 1471 1.10 122+ 1.08 0.114

total no. of significant lesions 81 91

mean + SD 1371110 .13+ 1.06 0.130

Middle lesions

total no. of lesions 52 68

mean + SD 0.88 £ 0.85 0.82 10382 0.661

total no. of significant lesions 49 59

mean + SD 0831085 0.71%£0.77 0.386

Distal lesions

total no. of lesions 37 36

mean * SD 0.63 T 0.69 0431063 0.085

total no. of significant lesions 33 32

mean + SD 0.56 £0.70 0.39 £ 0.60 0.126
- All branches

total no.of lesions 34 28

mean + SD 0.58 £0.88 034+0.79 0.091

total no. of significant lesions 28 26

mean + SD 0471088 0311076 0.246
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3 1 :1 v
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Aumisveuduiion NIDDM with PDR NIDDM without PDR

or renal failure(n=59) and renal failure(n=83) p value

Distal lesions and all branches

total no. of lesions 71 64
mean + SD  120%121 0.77£0.95 0.019*
total no. of significant lesions 61 58
mean + SD 1.03 1127 0691094  0.074

< o (Y

* I AN INaDaA p <0.05
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NIDDM with PDR or renal failure NIDDM without PDR and renal failure

[ medical due to non significant or not important disease P = (.286
medical due to unsuitable for revascularization P = 0.319
(dpTCA P=0.442

JcaABG P=0.306
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fnuazYedlsn unstable angina Three Principal Presentations of Unstable Angina

Rest angina Angina occurring at rest and usually prolonged > 20 minutes

occurring within a week of presentation.

New onset angina Angina of at least CCSC III severity with onset within 2 months of
initial
Increasing angina Previously diagnosed angina that is disﬁnctly more frequent,

longer in duration or lower in threshold (i.e., increased by at least

one CCSC class within 2 months of initial presentation to at least

CCSC III severity).
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MIUVIANNTBIVBINANITNTIVLIAIAISHIT  Noninvasive Risk Stratification

High-Risk (greater than 3% annual mortality rate)

1.
2.

9.

Severe resting left ventricular dysfunction (LVEF < 35%)

High-risk treadmill score (score <-11)

Severe exercise left ventricular dysfunction (exercise LVEF <35%)

Stress-induced large perfusion defect (particularly if anterior)

Stress-induced multiple perfusion defects of moderate size

Large, fixed perfusion defect with LV dilation or increased lung uptake (thallium-201)
Stress-induced moderate perfusion defect with LV dilation or increased lung uptake
(thallium-201)

Echocardiographic wall motion abnormality (involving greater than two segments)
developing at low dose of dobutamine (< 10 mg/kg/min) or at a low heart rate (< 120
beats/min)

Stress echocardiographic evidence of extensive ischemia

Intermediate Risk (1%-3% annual mortality rate)

1.
2.
3.

Mild/moderate resting left ventricular dysfunction (LVEF = 35% to 49%)

Intermediate-risk treadmill score (-11 < score < 5)

Stress-induced moderate perfusion defect without LV dilation or increased lung intake
(thallium - 201)

Limited stress echocardiographic ischemia with a wall motion abnormality only at higher

doses .of dobutamine involving less than or equal to two segments

Low-Risk (less than 1% annual mortality rate)

1.
2.
3.

Low-risk treadmill score {(score > 5)
Normal or small myocardial perfusion defect at rest or with stress
Normal stress echocardiographic wall motion or no change of limited resting wall motion

abnormalities during stress
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Grading of Angina Pectoris by the Canadian Cardiovascular Society Classification System

Class |
Ordinary physical activity does not cause angina, such as walking, climbing stairs. Angina
(occurs) with strenuous rapid or prolonged exertion at work or recreation.

Class II
Slight limitation of ordinary activity. Angina occurs on walking or climbing stairs rapidly,
walking uphill, walking or stair climbing after meals, or in cold, or 1n wind, or under
emotional stress, or only during the few hours after awakening. Angina occurs on walking
more than 2 blocks on the level and climbing more than one flight of ordinary stairs at a
normal pacé and in normal condition.

Class 111
Marked limitations of ordinary physical activity. Angina occurs on walking cne to two blocks
on the level and climbing one flight of stairs in normé! conditions and at a normal pace.

Class 1V
Inability to carry on any physical activity without discomfort anginal symptoms may be

present at rest.
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NONPROLIFERATIVE DIABETIC RETINOPATHY
A. Mild non PDR{(NPDR)
At least one microaneurysm
Definition not met for B, C, D, E, or F (see below)
B. Moderate non PDR
Hemorrage and/or microaneurysms(H/Ma) or soft exudate(SE), venous bleeding
(VB), and (IRMA)
Intraretinal microvascular abnormalities definitely present
Definition not met for C, D, E, or F (see below)
C. Severe NPDR
H/Ma in all 4 quadrants or
VB in 2 or more quadrants or
IRMA in at least 1 quadrant
D. Very-severe NPDR
Any two or more of C above
Definition not met for E or F
PROLIFERATIVE DIABETIC RETINOPATHY (PDR)
Composition of PDR (at least one of the following)
1. (NVD) neovascularization of the disc or (NVE) neovascularization elsewhere
2. Pre retinal or vitreous hemorrhage
3. Fibrous tissue proliferation
E. Early PDR
New vessels
Definition not met for F
F. High-Risk PDR
1.NVD > 1/3 - 1/4 disc area or
2. NVD and vitreous or pre retinal hemorrhage or

3. NVE > 1/2 disc area and pre retinal or vitreous hemorrhage

CLINICALLY SIGNIFICANT DIABETIC MACULAR EDEMA

1. Thickening of the retina located < 500 LLm from the center of the macula or
2. He with thickening of the adjacent retina located < 500 },l m from the center of the macula or
3. A zone of retinal thickening, 1 disc area or larger in size located < 1 disc diameter from the center of the

macula
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seoza MM A msiawr [dietonly  Ulnsulin

[loral drug - [JInsulin and drug

Angina class (1 L3 Cholesteral........cccvieeene mg¥% HDL.................. mg%
(CCSC) L2 [l4 Triglyceride.................. mg% LDL............... mg%
msquyns  Oligu nildvaeiiinesoy  Dasa [Ticlid
Dmaqv (B eta blocker DClopidogrel
Dﬁwﬁqqu [INitrate LICA blocker
[IDiuretic Llot blocker
[JACEI LA 1rA
UStatin LIFibric acid
[none
Jovdlumsind Cuar
[INon Q Ml
LIS T elevate or QMI
[INon invasive test, High risk
& ST elszamet LINO DR
GFR  [J< 30 cc/min (] BDR [Jsevere [INot severe

[ 1> 30 ¢c/min [LJPDR



Angiogram data No. of lesion .............. site

No. of significant lesion .............. site .
[Inormal
[Jsingle VD Ifhad RCAlesion;  No.oflesion .............. site
No. of significant lesion .............. site
[ldouble VD
DTripple VD If had LAD lesion ; No. of lesion .............. site
[ILM disease " No. of significant lesion .............. site
If had LCX lesion ; No. of lesion .............. site
No. of significant lesion .............. site
If had Proximal lesion ; No. of lesion .............. site
No. of significant lesion ........... ... site
If had mid lesion ; No. of lesion .............. site
No. of significant lesion .............. site
If had distal lesion 3 No. of lesion .............. site |
| No. of significant lesion .............. site

Recommend of Rx

[J CcABG

[ prca

[] Medication : Due to not suitable for revascularization

[J Not significant, mild disease or unimportant disease
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Bypass Angioplasty Revascularization Inventigation (BARI) Coronary Artery Segments

and Corresponding Map Location®’

Segment Map Location

Proximal right coronary artery conduit segment
Mid-right coronary artery conduit segment
-Distal right coronary artery conduit segment
Right posterior descending artery segment
Right posterior atrioventricular segment

First right posterolateral segment

Second right pasterolateral segment

Third right posterolateral segment

O 0 N L B WN
.

Posterior descending septal perforators segment

10 Acute marginal segment(s)

11 Left main coronary artery segment

12 Proximal LAD aitery segment

13 Mid-LAD artery segment

14 Distal LAD artery segment

15 First diagonal branch segment

15a Lateral first diagonal branch segment

16 Second diagonal branch segment

16a Lateral second diagonal branch segment

17 LAD septal perforator segment

18 Proximal circumflex artery segment

19 Mid-circumflex artery segment

19a Distal circumflex artery segment

20 Lateral first obtuse marginal branch segment
20a Lateral first obtuse marginal branch segment
21 Second obtuse marginal branch segment

21a Lateral second obtuse marginal branch segment
22 Third obtuse marginal branch segment

22a Lateral Third obtuse marginal branch segment
23 Circumflex artery AV groove continuation segment
24 First left posterolateral branch segment

25 Second left posterolateral branch éegment

26 ' Third posteroateral descending artery segment
27 Left posteroateral descending artery segment
28 Ramus intermedius segment

28a Lateral ramus intermedius segment

29 Third diagonal branch segment
2%9a Lateral third diagonal branch segment

AV indicates atrioventricular; and LAD, left anterior descending.
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