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Table 1 Demographic Data

Parameter

68.7 £ 9.7

28 (73.7%)
28 (73.7%)
27 (711%)
12 (31.6%)

Mean age (yrs)

Male, n (%)
Hypertension, n (%)
Dyslipidemia, n (%)
Diabetes mellitus, n (%)

Insulin-dependent, n (%) 2 (53%)
Ex-smoker, n (%) 22 (57.9%)
Current smoker, n (%) 6 (158%)

Obesity (BMI > 25), n
Family history, n (%)

20 (526%)
11 (289%)

(%)




variation of EPA/AA in stable angina

Table 2 Laboratory Parameters

On admission Day of PCI Day after PCI p Value
T-Ch (mg/dl) 1764 = 285
HDL-C (mg/dl) 54.1 = 154
LDL-C (mg/dl) 97.7 £ 235
TG (mg/dl) 140.7 £ 86.3 1262 = 64.8 1277 = 976 0.56
DHLA (p¢ g/ml) 331 = 126 343 = 133 339 = 145 0.08
AA (¢ g/ml) 1625 * 452 163.3 + 472 1675 * 522 0.32
EPA (¢ g/ml) 722 £ 451 714 = 436 689 = 413 0.048
DHA (u g/ml) 1434 + 587 149.8 + 585 1486 * 56.6 0.82
EPA/AA 047 = 0.34 046 * 0.34 044 = 031 < 0.01

Table 3 Prior medications

Medication n =38
HMG-CoA reductase inhibitors, n (%) 25 ( 65.8%)
Fibrates, n (%) 1 ( 26%)
DDP-VT inhibitors, n (%) 2 ( 53%)
Thiazolidine, n (%) 3( 79%)

21 ( 55.3%)
38 (100.0%)
4 (105%)
21 ( 553%)

ACE inhibitors/ARBs n (%)
Aspirin, n (%)
Beta-blockers, n (%)
CCBs,n (%)

T& % DHA OIMHHEEE I L TIZ AR, PCIY%
HEE], PCI#cEh 2 1434 + 587 ug/ml,
1498 + 585 e g/ml, 1486 + 56.6 ug/ml TH 1, 3 B
HILB CHESE TR ON R o7 (P=082). n6
NEFIE N T 5 DHLA o I i 2 13 A B i,
PCI 4 H K, PCI®ETZNEN 331£126u1g/
ml, 343 = 133 pg/ml, 339+ 145ug/ml TH Y, 3
BRI CHEZZED o7z (P=008). 2O
FERDHIE EPA/AA OZEFICFEIZHG LT E
HE LT AADIMFIREOZT LD b EPA Olfl
FIREOLR)CH 5 WHEMEDRIE S 7z

$72 TG DI EEIZ DWW TIZ AR, PCI4H
FEfEE, PCIHEITZN 2N 1407 = 86.3 mg/dl,
1262 *+ 64.8 mg/dl, 127.7 = 976 mg/dl TH Y, [tk
3B CTHIEEIT o 7275 P=056 & HEE1ER
Doz,

F72, MiaICBI LTI 36 SEBI T PCIIC TR T
v MEREN SN, 2R TIIEEIIR N A 7S A A
BINE N7z, PCLIAHEE o 72 36 BITIE, EHITH
BIWZAT Y MREN RSN BEISNIATF VT

541

T NT Y A ABEBEAT Y A 40 AR (784%),
INAF Y AABEHEAT v ST A (137%), Y u
VARABHEAT Y FALAR (20%), XT AV
27V ED3IAR 59%) THol. u—¥7L—%
X768 (184%) THiATSNTwiz., FHAT b
MEARIZ 146 K, PHYRAF » MEZ 294 mm, P
A7V FEIZ325mm Thor. %&B4HTPCI
IZ X 2O EPHEIXRRD 2 h o 7.

E

N F TOREFENTASD S n-3 BN 52 1
AL PE R B DO FERER R Z DL TR 2 KK S & 5
ZEDHB LTV, n-3 NEABRIIEE O T
MiBED EPA BANC X 2 KHUBERAR RER DS AT C17
N, INFTOEFRELEETIHEL R,

Z ORERTIE EPA/AA H % 22 5 I e R AL 12
X YFHli S Tz, L L@ oslkimbe s 7z
& TR 70 Z2IE R AR A 037 L D S Tld 72
VI O RIS RIS & 2 288) & S I
W 20N L TOmMLIZINE TICZ .

RIETIib sz MEGA Rk ClE, ® LDL-2 L
AT U= NVIEER 2R L L, TINREF %
512k oT, 18%DLDL-2L A5 0 —VOEKTT
TEENARIE B O FIEDS 33% W S, A5 F v o—
WRYBREISRENSY, $72, 27 F U REHNC
X2 0MEA XY MO 2R TFHREE R LB E
LCASHE D H D, YU NAYF U E5I2E D0
JigE I 55 5E D FE A 3R D 34% DR T A538.0 5 729,
NS OKBEREGZ & sl a L 25 a— U
DAAT, CIEMEIEZIHITE 22 LIIRENT
w5,

-
[



W o’ F-Er

P<0.01

0.52

0.5

0.48
EPA/AA

0.46

0.44 -

0.42

0.4

on admission day of PCI day after PCI

Fig. 1 Diurnal variation of the EPA/AA ratio
The blood samples were obtained from 38patients.
The EPA/A A ratio of on admission, day of PCI,
and day after PCI were shown.p Values were
based on friedman test.
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Fig. 2 Triglyceride level
The blood samples were obtained from 38patients.
Triglyceride levels on admission, day of PCI, and
day after PCI were shown.p Values were based on
friedman test.
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Fig. 3 Changes of EPA, DHA, DHLA, and AA level.
A) EPA levels, B) DHA levels, C) DHLA levels, D) AA levels
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THE SHORT-TERM VARIATION OF THE RATIO OF EICOSAPENTAENOIC
ACID TO ARACHIDONIC ACID IN PATIENTS WITH
STABLE ANGINA PECTORIS

Toshitaka OKABE, Myong Hwa YAMAMOTO, Kennosuke YAMASHITA,
Seitaro EBARA, Shigeo SAITO, Koichi HOSHIMOTO,
Tadayuki YAKUSHIJI, Naoei ISOMURA, Hiroshi ARAKI,

Chiaki OBARA and Masahiko OCHIAI

Division of Cardiology and Cardiac Catheterization Laboratories, Showa University Northern Yokohama Hospital

Abstract —— Background: A low blood ratio of eicosapentaenoic acid to arachidonic acid (EPA/AA
ratio) is a known risk factor for ischemic heart disease, however, little is known aboutthe short-term
variation of the EPA/AA ratio. Objective: To investigate possible short-term variation of the EPA/AA
ratio in patients with stable angina. Methods: The subjects were 38 patients who had stable angina and
at least one lesion with 75% stenosis that required revascularization based on coronary angiography find-
ings. The EPA/AA ratio was determined at 3 time points: 1) on admission to hospital for the first per-
cutaneous coronary intervention (PCI) (on admission EPA/AA ratio), 2) during fasting before break-
fast on the day of PCI (day of PCI EPA/AA ratio), and 3) during fasting on the day after PCI (day
after PCI EPA/AA ratio). Results: The mean age of the subjects was 68.7 £ 9.7 years, 73.7% were men,
737 % had hypertension, 71.1 % had dyslipidemia, and 31.6 % had diabetes mellitus. On admission the
EPA/AA ratio, ratio on the day of PCI, and fasting ratio on the day after PCI were 047 = 0.34, 046 =
0.34, and 044 £ 0.34, respectively. The differences between these three values were significant (P<<0.01).
Conclusion: The EPA/AA ratio may show short-term variation. Therefore, to obtain accurate evaluation
of this ratio as a risk factor for ischemic heart disease, it may be important to standardize the timing of
blood collection.

Key words: ischemic heart disease, eicosapentaenoic acid, docosahexaenoic acid
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