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ABSTRACT Objective: To investigate the clinical characteristics and diagnosis of the hyperlipidemic severe acute pancreatitis
(HSAP) patients, and provide evidence for the diagnosis and treatment of severe acute pancreatitis. Methods: A retrospective analysis of
101 cases of acute pancreatitis patients in our hospital from September 2008 to September 2013 was made to analyze the outcomes of
hyperlipidemic severe acute pancreatitis patients. Results: HSAP gender groups only Triglyceride (TG) had statistically significant
difference (P<0.05); the level of TG of HSAP after administration of anti-hyperlipidemic drugs in the short term was almost back to
normal compared to other SAP, lower than other SAP group in recovery time of enzyme and White blood cells got the difference
statistically significant (P<0.05). HSAP and HMAP phase comparison between two groups of amylase, lipase, triglyceride had no
significant difference (P>0.05). Conclusions: The level of TG in patients with HSAP may have some correlation with the patient's gender;
HSAP disease outcome may be associated with triglyceride levels; triglyceride levels cannot directly decide the hyperlipidemic acute
pancreatitis severity.
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Table 1 Comparison of serum lipase, amylase, enzyme recovery time, triglyceride in different gender of HSAP patients(x+ s)

Gender Amylase (W/L) Lipase (p/mL) Enzyme recovery time(d) Triglyceride (mmol/L)
Female 836.04 £ 124.38 2702.52 171.61 4.08+ 0.87 449+ 122
Male 57728 + 88.13 2430.01 £ 146.90 393+ 0.66 684 1.71*

i 5k R, * P<0.05
Note: Compared with female group, * P<0.05.
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Table 2 Comparison of amylase, lipase, white blood cell and enzyme recovery time between HSAP and other SAP group(xt s)

Amylase (/L) Lipase(u/mL) White blood cells(10°) Enzyme recovery time(d)
HSAP 455+ 53.18 1958.55+ 119.51 13.88 = 2.72* 458+ 0.71*
Other SAP 802.79 £ 96.29 2698.68 + 255.36 17.07 = 2.96 630 1.50

it SEH M SAP AEELE, * P<0.05
Note: Compared with Other SAP, * P<0.05.
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Table 3 Comparison of amylase, lipase, triglyceride, enzyme recovery time, white blood cells between HSAP and HMAP groups(x+ s)

Amylase(p/L) Lipase(p/mL) Triglyceride(mmol/L) Enzyme recovery time(d) White blood cells(10°)
HSAP 455+ 113.18 1958.55+ 151.51 836+ 1.26 473+ 0.72* 13.88+ 1.72%
HMAP 676.19+ 131.28 2807.13+ 214.02 8.74+ 1.21 377+ 0.88 1096 £ 1.96

i¥:5 HMAP A#H Lk %, * P<0.05
Note: Compared with HMAP group, * P<0.05.
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