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= Abstract=

Clinical Studies on Acute Pancreatitis

Myoung Ja Han, M.D., Nan Ho Kyung, M.D.

Dept. of Internal Medicine, College of Medicine, Ewha Womans University

The authors were conducted the studies based on the analysis of the clinical
and laboratory features of 145 cases of acute pancreatitis, admitted to the
department of internal medicine, Ewha Womans University Hospital, during
the period from January, 1970 to December, 1976.

The results obtained are as follows:

1) The incidence of acute pancreatitis was higher in woman than man and its
peak level was 20 years and in next, 30 years both male and female.

2) The main symptoms were severe epigastric pain(97.9%) and in next, nausea
and vomiting, radiating abdominal pain, fever, indigestion, diarrhea & consti-
pation. The physical examination most frequently showed abdominal tender-

ness (92.4%) and in next, abdominal distension, muscle rigidity, jaundice &

hepatomegaly.

3) The elevation of serum amylase above 300 somogyi unit was 71.7%, that of
serum lipase was 45.6%, that of serum bilirubin was 42.4%.

CAm/Ccr ratio was increased by more than 1.5~2 times of normal group in

acute pancreatitis.

4) In radiologic studies, localized gas distension on small bowel in 93 cases of
plain abdomen was 56.0%. Widened C-loop was 24.1% and spasticity of
duodenal bulb was 13.8% in 29cases of upper G-1 series and non-visualization
of gall bladder was 25.0% in 20 cases of oral GB series.

5) The possible etioloigic factors were overeating, undetermined, alcohol drinking
& biliary tract disease in frequent orders. And associated diseases were biliary
tract disorder, peptic ulcer & gastritis, pulmonary tuberculosis and paralytic
ileus.
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6) In 8 cases among 145 cases,

surgical operation was performed, as a result

of biopsy, hemorrhagic pancreatitis was 4 cases, pancreatic pseudocyst was 2

cases, fat necrosis was 1 case and pancreatic abscess was 1 case.

7) On the therapeutic results, recovery & improvement was 95.1%. No improve-
ment & death were 4.9% each other and relapse was 2.8%.
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SECER ﬁratag o Wzl Q9T BAF T4
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225 B¢ wEHY
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(Table, 1, 238 1)

Table 1. Age and sex distribution

Age(yr.) Male Female  Total(%)
over 60 5 5 100 6.9
50~59 5 10 15(10.3)
40~49 7 16 23(15.9)
30~39 18 25 43(29.7)
20~29 16 30 46(31.7)
15~19 3 5 8( 5.5
Total 54(37.2) 91(62.8) 145(100.0)
o, of pt.
30l 7 [ mate
. V) rFemale
20 7
L fﬂJ fl % 4 z%
10 20 30 40 50 60 7C

dA5A e Fa AFAE BHFEe] 1424 (97.
9%)24d 4 gkm 59 wAgAdE F2 s
AFEAH 2 gE &+ e 94TAe 4L T
E, B4, &3Ew, A4 Z wee] gl o
i Aol ABHoLE] 1054 (72.4%)8A4 7t
A ggton 8 kg, 2424, g

bzl e Fel meheg A sk sHTable 2).

BB
=i —F‘A’(}}?},

3) HAF A

Wy T ZolEe] 864 (59.3%), €& amylase 300
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Table 2. Clinical pictures

Symptoms No. of cases(%)
Abdominal pain, localized in 142(97.9)
Upper abdomen 121(83.4)
Lower abdomen 21(14.5)
Abdominal pain, radiating to 31(21.4)
Back 22(15.2)
Shoulders 7(4.8)
Others 2( 1.4
Nausea and vomiting 83(60.9)
Fever with or without chill 26(17.9)
Indigestion 21(14.5)
Diarrhea 1409.7)
Constipation 6(4.1)
Signs No. of cases(%)

Abdominal tenderness, localized in  134(92.4)

Upper abdomen 105(72.4)

Lower abdomen 29( 2.0)
Abdominal distension 26(17.9)
Abdominal rigidity 16(11.0)
Jaundice 12(8.3)
Hepatomegaly 12( 8.3)
Hypotension 2( 1.4
Cold sweating 1€ 0.7)

units(Somogyi)e] kel o7 104e) (71.7%)g a, B
lipasex] Ab<-2- =13 9043 414 (45.6%)4 L. 83
dransamylaseX] = =173 924]% S.G.0.T.AZ%0] 46
o] (50.0%), S.G.P.T.A-Zo] 374](40.2%)e) g5, |
A bilirubing} A48 394 (42.4%), AA Cax] A3}
=314 (33.7%) 9 =F. Amylase-Creatinine clearance
4] (CA*/Cer)e FATA A 2.3240.96% % VElYw
126418 FRAAAE A A Y A Le Foheks] A7
et A 2947t 3.36:+0.86%, A 4LQ7AR 3.26-
-0.94%, A10L74 4.7911.33% % JEM e(p<0.0
5)(Table 3, Table 4).

934 8] E-XupeddF F5d &gEAe] 524 (6.
0%), HAEAS 435 AFe] Ll (L1%)ge. =
3 29416l A $1A29E, 20404 FdzdEs 44
A 3, widened c-loopr} 74](24.1%), Aol = AT

Table 3. Laboratory findings on admission

No. ofcasesd

Laboratory data %

Pexamine
Hemoconcentration{>50%) 8/145 5.5
W.B.C. (>10,000/mm?) 86/145 59.3
Serum amylase(Somogyi units)

>300 104/145 717

<299 41/145 28.3
Serum lipase (>1.0 Unit) 41/90  45.6
Serum transaminase(S-F unit)

SGOT(>40 Units) 46/92  50.0

SGPT(>35 Units) 37/92  40.2
Fasting blood sugar(>120mg%)

(for 1 in-U) 23/92  25.0
Serum calcium(<4.5mEq/L) 31/92 33.7
Bilirubin(>1.5mg%) 39/92 42.4
Alkaline phosphatase(>>4 units) 38/92 41.3
Hyperlipemia(>250mg %) 3/92 3.3
Glycosuria(>+) 36/145 24.8

2] spasticitysl 4ef] (13.8%)el A viebya gd-$d 4
Qo] 5] (25.0%), 24 24 (10.0%)g - (Table 5).

5) Rl B Fo HEES

FEeddeor FH=EHE AL 340] 484 (33.1%) =
Al FHA Bt eH, o oohg danla, 25, ZEAd
g, 5%, 894 o)y =W (Table 6).

T8 PHAZL F=AE ] 194](13.1%)EA 7+
A wkokel(Table 7).

6) 13|zt

2 199 1~1090] 1164](80.0%) 84 714 @
sk} (Table 8).

Table 4. Amylase/creatinine clearance ratio

SubjectsNo)  SArim mylase 24 bus wrine - Serum crcatinine 24 hrs urine G Corxcio
Normal(ib) 92125 2,267+ 697 1.1+0.2 1,213-+252 2.325-0.96
Acute pancreatitis

(0~2 days)(8) 205156 5,8714-1, 396 1.040.2 9611348 3.36:0. Sé
(2~4 days)(12) 116474 5,3327-1,128 1.040.2 1, 1214256 3.26+0.94
(4~10 days)(6) 11840 5,623+ 605 1.120.3 1,095:-191 4.79-1.33
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Table 5. Roentgenographic findings

X-ray findings No. of cases/

Examined
Chest P-A view
Pleural reaction change 7/145 4.8
Diaphragm elevation 7/145 4.8
Pneumonitis 1/145 0.7

Plain abdomen
Gas distended small bowel

with or without fluid level 52/93 56.0
Calcification of pancreas 1/93 1.1
Loss of psoas shadow 7/93 7.5

Upper G-I series
Spasticity in the duodenal bulb 4/29 13.8

Widened C-locp 7/29 24.1
Peptic ulcer 1/29 3.4
Duodenal diverticulum 3/29 10.3
Ascaris worm in small intestine 5/29 17.2
Hypertrophic gastritis 3/29 10.3
Oral GB series
Nonvisualization of GB 5/20 25.0
GB stone 2/20 10.0

Table 6. Possible etiologic factors

Etiologic factors No. of cases(%)

Overeating 48(33.1)
Undetermined 40(27.6)
Alcohol drinking 34(23.4)
Biliary tract disease 19(13. D
Ascariasis 3¢e.n
Trauma 100.7)

Table 7. Associated diseases

ated di No.of cases

Asgsociated diseases Moo Fomale T( (2 %1
Biliary tract disease 9 10 19(13.1)
Peptic ulcer and gastritis 2 5 7(4.%
Pulmonary tuberculosis 5 2 7(4.8
Paralytic ileus 4 2 6(4.1
Hypertension 2 4  6(4.1)
Diabetes mellitus 3 1 4( 2.8
Hyperthyroidism 0 1 1(0.7
Liver cirrhosis 1 0 1(07
Trauma 1 0 1(0.7)

Table 8. Days of stay in hospital

Days No. of cases(%)
1~10 116(80.0)
11~20 22(15.2)
21~30 1 0.7)
>31 6( 4.1)

7) WEISHEY A

A Askd Fgo] WA H2H AL A
YAt LAY 4, ALEF 2, A
1, kg Ao] legixh (Table 9, Fig.2~Fig. 5).

8) XRHH

HY A SR E v HE0A 549 7
o] (95.1%)8 3 A 291 (1.4%), A uke]
2)4 tH(Table 10).

27 138:
44 (3. 8-

Table 9. Pathology of pancrease in surgical
cases (8 cases)

Pathology of pancreas No. of cases(%)

Acute hemorrhagic pancreatitis 4( 5.0)

Pancreatic pseudocyst 2(25.0)

Acute serious pancreatitis 1(12.5)
with fat necrosis

Acute pancreatitis with 1(12.5)

abscess formation

Table 10. Result of treatment at the
time of discharge

Results No. of cases(%)
Recovered 2(8.3)
Improved 126(86.8)

Not improved 5@3.5)
Died 2(1.4)
Relapsed 4(2.8)
i | il s
FRAALL 5E &2 4 dAHGA5E FHem
Sl F4E3dsgend AT Y44 AL A4
2A Arke] & +4dA APl o Wager

Azt vadg F H& A3 =

FAHAEY 44 $Y=E w9 Harrisond
e 10k & 1,589 dixz Y] o] o H 4
U E424 Jelddlm sty or Albog®e uxl 56
%, A 4%, d¥d2E 300l 40971 A 70

— 256 —



%eka Bastygda Gross®¥5-¢ s ulst 2.7: 12
Y27t geeba sl el Bockuse §FE 4
ARAQL dA7h 2ERFor 9% FAAAY
A7t wekvta stdch. EEO0 mad] ddhd ¢
WAL FEo19dm 0L & 1 L2 A7 gskeh
AP FFWE 27t daireh B dig o] A
o] 20=}8t 30mol 4], = LB B34 dAtE 3084
A B0} Afelell, o=} 20w}o| A 40wy A}ele] Bgkviam
S e, AAES] 4 1 L7R Hxst et
B0 dASTE R B Fs] 2004 40z Afe] A}
o] A (77.3%) & AR St Albo'®, SV B
s} ¥l As-E vdebieh

FAAAL $sded Wi BockusPe P
AR} 3548 59 FAHe] Fadels] 3
gz sty m, Albos¥d shd 60%7F ¢EFFA-
bt

23 Hermann'® 3, 94344 10069 g
A A rt F2A3E AR 4T, GERSS
WA 334, £FAHAG Y g4 i o B
494 Atz ek F9 9 nudal F0ka
2 34 26.2%, £344% 4 A4 21.0%, FE
g} 10.5% g rhx g Z‘EESH B A 634
gz A A ge] 15e], F-gHo] 4], vjAbe] 234 E A
Astgeh. 2 B g 33.1%, w4 27.6%, 3t
S 23.4%, HEAAE 13 1%2A HL 59 B
3.9} ¥ %oty vk ‘

Bliﬁ]@# Ty wEel F4FAE LA W
AL e o 4 Opies ™ o] F431 4wl v, A
93 Wangepsteen B0 o4& o] TFEEA AF
wge] WiFE el =3 g %/é%“%%}%ﬁsq 719
22 FE3H 5 4T XE A TR AT A
A %%ﬁ ﬂi‘ﬂfvﬂ =3E 4 o% 24 M, A
g9 Aoe A4 2R Ese] FAS Qdrvtm
}71_@}% HPaA Fhohd HAzd F4AY W

rlo el

i mle pf

oft

Z 2x 4% 49X g FA 2 JFRAL L4l
TE Foag 4T4 Fobm 9. =8 Bockuss?
< FAANFYE FHY 50%0]4 4], Richs'®-& 384
F 2541 A @F3 Swle] Yvim nmslyg et Darle
5L &9 acinar celld] w3 A4 F24HEE =2

asty 1) Bobas29e 714 ¢l 438 £ Rolglm

3 Mazey5*-& 75l 4l Sl A= 3578 4
B}k Aol 2 Aldx el SF 2 J 5] FAog Eolg
B sty ek, o] 8le} Mc Cutcheon$-22* duodenal
reflux¥hd & F45tg 3, Reide*-& Oz %3
AANE e g
FAAAL Y dA5AE 29 Joshis*oOe o33
9 dle] A AER] A FRe] FTITE A A%

wow mk AEAZRE wldvta gz, Slei-
sengersi& 95%e) A BE5-&, 84%dA4 L4 T
Efnasigrl. £ 45355 84.2%, W4 o
E AR wAE29.1%, TE T4%4 e na®s 4
BREE 9],2%,TE 66.2%, WAE 30.9%¢] B3>
Z etk B agdA AEE 55 83.4% oA B T
£60.9%, WAE2L.4%% velie] FEP9 nuel
o) Z8kA vebgeh

AA&ERANA EA amylasex(: FEAAGAZD
o /b4 Foasta = de o]4Hx gled, nE A
AR 8] 2~3w) o] Ao m ALAw] Xwkd AR P+t
2 geh. 23 Me Corkle5*9& FA4F4498 73
3l &3 amylasex]stE 43T A 7F getw SHg
th. & Q] ¥4 amylasex]sk 300 unitso] 44l
a7 T1.7%2A EFTY g4.0%3chE wRot
FZE0L 66.2%, TP 64.4% 3 4 3t
2} 23 amylasex]d] A5 FAF A YA
FAE Arlel debie tE SEARAAE & F 3
B2, gu]ehe] 1969y LevittE*-& amylase-creat-
inine clearanced] u](CA"/Ccr)E &A435: Aol F
ARALY Al B 25F £rlm Sg3, 1 F
Warshaw$39¢] 98] 75 294 amylase €%
2] A td o] FH i glon, qu TxpENINN]
s8] o AR SAC go] FAR L Ao BT
of el FAFAY = 2660 F 23414 CA7/Cer
W7} S 4.5551.30% 24 AR 2.80 7 FoHE
gz gk, & aBFa A CA/Cernl 7 3R AE
7} 2666 A BT 1.5~28 o4 A5k

Bockus’c: 7+ Bl HEAIS FA gL FHHG
AR dAA ez AASAALY o4& veld 4 9
g sty er, B g4 AdbE el 53 At &4
A o AlE B A4 AgEe] ¢k & £3E W
Bl Ao el

FAHAAGS Antell =0l He 47 X- d?‘%

_|.L,

Ae B FF0OL w3 FAAF 2%, 24 5‘4‘
% 18.5%, #HoF 20%, =28 w3 3"35:’%_] .29,
A R gea dgd. o8 £ 220 F34

&AEA 54.7%, AA 33 1.9%, widened C-loop
24.1%, B 944 25.0% vlmst B, & s
ANA ZE v & 33 Jelde. =3 Botsford
e U XA o]AS 20~50% A saraly
o1}, B sdel A 9.4%2 gkt

FAFALY A3 daddem et Z HE A
oz ¢HAAYR™ dA Frade gdord 45 9
Ay Sas Ve 3 ALE AYsa AE,
AP A, 229 AE, % AN =AY oA
ZAUAE FAN o2 Nad B F AL 95. 1%

~— 257 —



A 95 BE 5A¢ B3 Ae =k 26 (1. 195)
24 &3F Fgd A-$eld, ol 634% 11.8%
& A el ZFEF0 ) 3364 F 34%E ek
) EFFWY powed] ws] A okl

f'j-_“l

z
=4

T

19700 1Y42g) 1976 1298 44oe] B g4l
e gdtestdd gAxlE 944, FAALA 5
F4 AR or A A 45 i A
2 o8 A4EE B4 nFT e vhdsl e 42
g

DA% g sy dl=xE & 14645 ¥ 5ol
(37.2%), S# 911(62.8%)2A ¥d9 W= 1: 1.7
olydm duw s 200 300 7F 61 4% 24 W o]
Aol A A 2o gl ).

2 dAAeRE A5HY BAEE] 142 (97.9%)
A AR Egkm, 2odg oA, TR, MR " 3
A HRARE, W, ASHEFY Folgdrl. ol ¥ &
o B AB-HokEo] 105d] (72.49%) 824 sHE wsk

B, T AEY seldh
ﬁﬂ amylasex] 300 unitse]A A<
o] 104 (71.7%)5 2, A lipasex] Ab&& s 90
< G 416]] (45.6%5) A vielitel. 9204 98 21715
AL A 8.G.0.T.5 o] 464 (50.0%),S.G.P.T.
A A& 374 (40. ze/)c»mlu} ol 9ol E4 4] A
S 31 (33.7%)0 A £ 4 iz ¥4 bilirubin
A A& 394 (42.4%)0 A vebsteh

26od] o] glofA el CA™/Cervl e AT (2.3240.96
239 1.5~2d] ]2k Frl= glel.

4 X-A AAER 98] =7 Hiciea
TR 2AEpe] 52 (56.9%)Qx, AR
<] % widened C-loopg 7¢j] (24.1%)¢]4] =2
o, AF4 2dFzded A48 206% 54
%)M A w294 Jeldch
5) ik or 5 Aozl 4] 484 (33.1
%)2A 7+ ke, 2ok denlAd, &%, $EA
AgS woigeh T2 YEiReR: PEAARD

o jo ln =

!:lm“um‘#fm

2T 53
8) A A :
1.7%

ol

_Xﬂ,oﬁ, oﬁ,

)
< (25.

o lo 8 &

£

o] 1941 (13. 1) 24 7H4 Bstor, 2ehe 2544
@ =t 94, H29, A5 o5

6) 8ol A SJad wgo] AAHY or, HAA 4
HzAegd A44, F94 gl 44, MR EFel 2
<, Akl Abzd 1o, TodgAe] 14 gl

7) ABAAL 1, 13841 (95. 1) 4 2k7] WA
FAHg e F3RA5X gAY AQukgr 45 A2
4.9%% k.

—~Reference—

1) &880 & RIET KBS ERe AR BEY
IR BZE(E 15, RERASEEEEE 11:169
1968.

2) W& HA gy, eI,
18: 5, 1975.

3) Spiro, H.M.: Clinical gastroenterology. 2:
1016, 1977.

4) Thorn, G.W., et al: Harrison’s principles
of internal medicine. 8th ed., 1977.

5) Albo, R., Silen, W. and Goldman, L.: A
critical clinical analysis of acute Pancreatitis.
Arch. Surg. 86 : 1032, 1963.

6) Gross, JILB.: recent developments
pertaining to pancreatitis. Ann. Int. Med.
49 : 796, 1958,

7) Bockus, H.L.: Acute pancreatitis. Gastroentel.
3rd ed., W.B. Saunders Company, 1976.

8) Zs4ESR - BIRER « ZHE 1 AR BRY B
=, KEBARAIEgHE. 121195, 1969,

0y ZEJHE « TR - BIFBEE ¢ Ak Wi BRIREY
gz, kKEpREEEE. 18: 879, 1975

10) HEE - kB - &RE) - HykE T AR
EEERRY BEE, KEAREERS, 181225 1975

1) SR - 08 - BN AREELY BRD R
2, -KEpEEemsE. 10109, 1967,

12) ZEsepl - GRAEYE - 2480 ¢ AMEEA] o T B
W BlE, KEBANPHEGHEEE. 12051, 1969.

13) Hermann, R.E.: Clinical aspects of pancreat-
jtis, Analysis of 199 consecutive cases.
Prostgrad; Med. 36: 135, 1864,

=14) &EBE  SHEREL BE BT BRY Bzt
EiemEst nEREd SlA e B 5y 2R
B W B, AlRIEK BEd AT BRY
ez, AEYATATF=ES], A5-68 73:87,
1962.

15) Opie, E.L.: The relation of cholelithiasis to
disease of the pancreas and to fat necrosis.
A.J.M. Se. 121:27, 1901.

16) Wangensteen, O.H., Loven, H.C.and Manson.
M.H.:Acute pancreatitis(Pancreatic necrosis).
Arch. Surg. 23:47, 1931

17) peiEss @ K FEES 3R ARNEEeRE
10 : 149, 1967.

18) Rich, A.R.and Duff, G.L.: Experimental and

Some

— 258 —



pathological studies on the pathogenesis of
acute hemorrhagic pancreatitis. Bull. John
Hopkins Hosp. 58: 212, 1936.

19) Darle, N., Ekholm, R. and Edlund, Y.: Ulir
astructure of the rat exocrine pancreas after
long-term intake of ethanol. Gastroenterology
58 : 62, 1970.

20) Boba, A., Stein, A.A., Nakamura, Y. and
Powers,S.R. Jr.: A study of the relationships
between alcoholic intoxication vomiting and
acute hemorrhagic pancreatitis. Surg. Forum.
8:251, 1957.

21) Mazey, E., Jow, E., Slavin, R.E. and Tobon,
F.: Pancreatic function and intestinal absor-
ption in chronic alcoholism. Gastroenterol.
59 : 657, 1970.

22) McCutcheon, A.D.: A fresh approach to the
pathogenesis of pancreas. Gut. 9: 296, 1968.

23) Reid, L.C., Paulette, R.E. and Hinton, J.W.:
The intracellular enzymes responsible for
pancreatic necrosis. Surg. Forum. 6: 541,
1958.

24) Joshi, R.A., et al.: A survey of experiences
with three hundred clinical and one hundred
and eight autopsy cases of acute pancreatitis.
Am. Surg. 23:24, 1957.

25) Sleisenger, MLH., et al: Acute pancreatitis.
Gastrointestinal disease. 2 : 1158, 1973,

26) McCorkle, H. and Goldman, L.: The clinical
significance of the serum amylase test in
the diagnosis of acute pancreatitis. Surg.
Gynec. and Obst. 74 : 439, 1942.

27) Uk - WS L AR BIRM BE, KRR
gyt 12183, 1969.

28) Polowe, D.: Amylase, Am. J. Clin. Path.
13:288, 1943.

29) Levitt, M.D., Report, M. and Cooperband, S.
R.: The renal clearance of amylase in renal
insufficiency, acute pancreatitis, and macro-
amylasemia. Ann. Int. Med. 71:919~925,
1969.

30) Warshaw, A.L. and Fuller, A.E. Jr.: Speci-
ficity of increased renal clearance of amylase
in diagnosis of acute pancreatitis. New Engl.
J. Med. 292 : 325, 1975.

31) Dreiling, D.A., Leichtling, J.]. and Janowitz,
H.D.: The amylase creatinine clearance ratio.
Am. J. Gastroenterology 61 : 290, 1974.

32) Levine, R.I. Glauser, F.L. and Berk, J.E.:
Enhancement cf the amylase creatinine clear-
ance ratio in disorders other than acute
pancreatitis. New Engl. J. Med. 292: 329,
1975.

33) Lesser, P.B. and Warshaw, A.L.: Differenti-
ation of pancreatitis from common bile duct
obstruction with hyperamylasemia. Gastroe-
nterology 68 : 636, 1975.

34) BET—T8 - BTk - VIRSE - AR BAE ER
A 2 EHEEsEEd go49 Amylase-Cre-
atinine Clearance Ratioe] 313 728, KEBRF
BEerisk 19 489, 1976.

35) Botsford, T.W., et al.: The acute abdomen.
W.B. Saunders Company, 1977.

— 259 —



Fig. 1. Fat necrosis; The microphotography shows
amorphous necrotic materials with vascular necrosis
on left lower half. (H-E stain, X60, 46yr. male)

Fig. 2. Acute pancriatitis; The microphotography Fig. 3. Acute pancreatitis with pseudocyst; The
microphotography shows relatively well presr-

shows necrotic pancriatic tissue and diffuse - ! ! -
ved acinar tissue with acute inflammatory cell

infiltration of inflammatory cells. (H-E stain, infiltrations on right, and cavity formation
X 150, 46yr. male) with necrotic debris on left. (H-E stain, X60,
38yr. male)

A T o
Fig. 4. Pseudocyst; The microphotography shows Fig. 5. Pseudocyst; The microphotography shows
cyst wall with preserved pancreatic tissue. fibrous cystic wall with stil[ remained necrotic
(H-E stain, x60, 36yr. female) tissue on upper part. (H-E stain, X60, 23yr.

female)
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