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Abstract Background: Postprandial triglyceride levels (PPTG) in plasma is a better indicator of atherogenesis. One has to subject
the patients to multiple times to draw the blood sample i.e. 2, 4, 6, 8, 10, 12 hours after meal which is not only
cumbersome but not feasible many time as patient may not be willing for such an investigation. Methods and Materials:
Place of study was out patient department of Medicine, SVS Hospital, Mahabubnagar, Telangana State. Fifty cases of
known ischemic heart disease (Group 1) and another 50 age and sex matched individuals (Group 2) were included in the
present study. Blood withdrawn was analyzed for blood sugar, blood urea, serum creatinine, serum lipid profile. Blood
drawn after 2 hours was tested for blood sugar and lipid profile; later on the lipid profile was tested after 4, 6, 8, 10 and
12 hours. Observations: The present study reveals there has been an elevation in plasma TG following normal meals in
both groups though diseased group demonstrated a significantly high rise in PPTG levels. The rise was noted mainly up
to 4 or 6 post prandial period; later there was a decline in the levels. Summary and conclusions: 1) The present study
demonstrated an elevated PPTG levels were associated with CAD. 2) 4 hours after meals can safely be considered as
PPTG levels for all practical methods as it avoids multiple blood drawings to the fussy patients and can performed an
OPD (outpatient department) procedure.
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INTRODUCTION were included in the present study. Blood withdrawn was
Coronary artery disease (CAD) is common ailment and is analyzed for blood sugar, blood urea, serum creatinine,
multi factorial;l though mainly due to dyslipidemias and serum lipid profile. Blood drawn after 2 hours was tested
atherosclerosis . Hokanson and Austin demonstrated for blood sugar and lipid profile; later on the lipid profile
triglyceridemia as independent risk factor, even if serum was tested after 4, 6, 8, 10 and 12 hours. The data then
total chozlesterol and low dense lipoproteins (LDL) are not  transferred to excel sheet and accessed for any change in
clevated”.  Zilversmit  established  post  prandial the two groups. The data was analyzed with paired‘t’ test
triglyceride 3(PPTG) as a better indicator for and linear regression. Coefficients of variation (CV) were
atherogenesis”. There had been multiple studies to  determined by taking the SD divided by the mean using

highlight this post prandial phenomenon3’4’5 &

. But Post  the root mean square approach.
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RESULTS AND OBSERVATIONS

Table 1 describes the age wise distribution in both the group. Youngest was 30 years of age while the oldest was 63.
There was no difference between the two groups.

Table 1: Distribution of subjects by Age group
Group-1: Patients with C.A.D.  Group 2: Controls

Age group in years

Number % Number %
30-40 18 36 16 32
41-50 16 32 20 40
51-60 14 28 12 24
61-70 2 4 2 4
Total 50 100 50 100
Mean = SD 45.16+9.4 45.6 £9.34

Range 30-61 30-63

F=0.25p=0.97
Table II shows various biochemical parameters in the two groups. Obviously the study group showed significant
difference in FBS, PPBS, fasting and post meal (4 hours) TG between the groups. Other parameters did not show any
variation in this study.

Table 2: Mean + SD values of studied parameters in Diabetes with complication and controls
Group-1: Patients with complication  Group 2: Controls cases  ‘p’ value

PARAMETER MEAN SD MEAN SD

FBS 205.2 71.4 85.1 9.07 <0.001"
PPBS 294.68 103.48 114.44 13.8 <0.001°

Urea 29.64 5.2 26.8 291 0.42

Creatinine 1.07 0.19 0.84 0.16 0.084

Total Cholesterol 196.6 32.9 156.8 19.08 0.076
Triglyceride Fasting 223.43 61.8 126.08 24.86 <0.001°

HDL 31.8 7.5 44.92 5.23 0.078

LDL 120 30.2 86.6 21.7 0.35

VLDL 44.6 12.3 25.2 4.97 0.092
Triglyceride Post Meal (4 hours) 407.2 109.8 211.3 40.8 <0.001°

The following table IIT highlighted the serum TG levels at regular intervals of 2, 4, 6, 8 and 12 hours following a meal.

Table 3: Showing the mean values of triglycerides at various intervals

Parameter Group 1 Group 2
Fasting triglyceride levels 223.4+61.8 126.08 + 24.86
2 hours after meals 407.2 +109.8 211.3+40.8
4 hours after meals 411.24 £+ 98.65 216 +35.84
6 hours after meals 378 +78.68 208 + 28.88
8 hours after meals 308 + 104.22 194.22 +24.44
10 hours after meals 242.6 £ 66.86 134.66 +22.88
12 hours after meals 219.8 £ 64.40 124.78 +22.88

The graphic distribution of the values of TG levels reveal a raise in levels of TG up to 4 hours steadily and then a plateau
or decline in the levels and by 8 — 12 hours it was almost like the fasting levels. The same pattern was observed in both
groups though the levels were significantly more in diabetic patients with CAD.
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Figure 1: Showing the graphic representation of the mean values of triglycerides at various intervals

DISCUSSION

The present study reveals there has been an elevation in
plasma TG following normal meals in both groups though
diseased group demonstrated a significantly high rise in
PPTG levels. The rise was noted mainly up to 4 or 6 post
prandial period; later there was a decline in the levels.
Stampfer et al. (1996) earlier studied 266 diseased cases
and 308 control individuals showed that plasma TG levels
measured 3 to 4 h after a meal were better than fasting
plasma TG levels at predicting future cases of myocardial
infarction®. The relationship between elevated TG
concentration and the risk of CAD has been well
documented (Krieger 1998, Sharrett er al. 2001)™*’.
Some studies highlighted elevated PPTG as “forgotten”
risk factor by Austin'® and Gotto''. However,
postprandial TG measurements are related to the
development of atherosclerosis'>". Zilversmit opined the
increased levels of non-fasting TG may indicate the
presence of increased levels of atherogenic remnant
lipoproteins®, which can penetrate the endothelial cell
layer and reside in the sub endothelial space which is a
CAD risk factor'*'>161718,

SUMMARY AND CONCLUSIONS

The present study demonstrated an elevated PPTG levels
were associated with CAD. Four hours after meals can
safely be considered as PPTG levels for all practical
methods as it avoids multiple blood drawings to the fussy
patients and can performed an OPD procedure.
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