55 27 %565 16 FEIREZZE Vol. 27 No.16
2017 4 8 H China Journal of Modern Medicine Aug. 2017

DOI: 10.3969/].i5sn.1005-8982.2017.16.014
XEHS: 1005-8982(2017)16-0066-04

RSG5 iE HEE I E R Ik R 535 -

MR EF L PRI & 2 TR OER L S P 2 L 3R SRR
(P RBAFFEFEFRMBRFER 1.2% /2 EFF/,2.546%, 84t KX 430030)

EE.HY ekt EELQRHDBYENALETEH £ L, T RERBtHniE. 5E 9
FRPESHT 2014 4 3 A1 —2016 4 3 A iZ 1 ICU IS 89 S b b 2 B 5 69 16 R TEA, MR AL o 4 08 0 B A F) B
TAL, AL IR B BT Bk o A B B B S A B A B4, AR 3 B F 8 APACHE I
5 PSSHENS AT, LR EMANSETEEE 189 41,132 4] B F A BT &, £ PRI B
5 7641, BT EF A R B E ST B 2 R B 9T 340 88 69 APACHE Il 3% PSS 35 & 5.
TEIFH, EFA%RITFEL(P<0.05);HEH P ZHA 8540 APACHE I 94 PSS #5 & e % & TR
BEEREIHM, ERA G FENL(P<0.05), &t FTHEEETF TN G ; 0BT A
Flig 2 b & EERE A ERE TG G, THEES ST hRHIA SO L, SR KT E

L,
SR P A BB MR B SRR
i E4 S R576;R459.7 XEAARIRED: A

Clinical analysis of hyperamylasemia in patients with acute
poisoning
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Abstract: Objective To study the relationship between serum amylase level and prognosis, and explore the
mechanism of hyperamylasemia in the patients with acute poisoning. Methods The clinical data of the patients with
acute poisoning in Tongji Hospital from March 2014 to March 2016 were retrospectively analyzed. The changes of
serum amylase and the isozyme were observed. The patients were divided into three groups according to the serum
level of amylase: normal amylase group, moderate amylase level group and high amylase level group. The APACHEII
sore, PSS sore and mortality were compared between the three groups. Results A total of 189 patients with acute
poisoning were included, including 132 cases with hyperamylasemia and 76 cases with increased pancreatic
amylase. Compared with the normal amylase group, the APACHEII sore, PSS sore and mortality were obviously
increased in the other two groups, and the differences were statistical significant (P < 0.05). The APACHEII sore,
PSS sore and mortality in the high amylase level group were significantly higher than those in the moderate amylase
level group (P < 0.05). Conclusions Hyperamylasemia often appears in the patients with acute poisoning. Serum
amylase can be used as an indicator of the critical condition and prognosis of the patients with acute poisoning. The
mechanism of hyperamylasemia in the patients of acute poisoning is complicated, and the diagnosis of acute
pancreatitis should be cautious.
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