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A1919UFAY Child Pugh scoring system

Points 1 2 3
Serum >3.5 .8-3.5 2.8
albumin(mg/dl)

Serum bilirubin

(mgrdl)

—_—

Prothrombin time

(sec prolonged)

or INR s

Ascites o htl
Encephalopathy n EE (;

(grade) @:J

Total points from each biochemical

score and classification
Classification is determ

and a score of > 10 is Cl

C.

# >3

el

>2.3

tense

-1v

r are added to determined Child-Pugh

,a score of 7-9 is Class B,
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NARUIN A

Child-Pugh Previous
Age
classification SBP
1 32 Child C no
2 36 Child C no
3 38 Child B no
4 39 Child C no
5 41 Child A no
6 | 42 | Child € no
7 43 male = Child B no
8 43 female aleonol ) |- ) Child B no
9 45 2 - . /Child B no
10 46 male- Child B no
)
11 48 male combined no Child C no
¢ as

12 | 49 ulﬁ 3 aqﬂmjw 8 4 f' Eind B no
13 7 i

‘59 male alcohol - y(ras'nl ChIIdQBJ no
14 | s dobrel ol V170 d VI[E) chigbz)| o

. B : : -

15 51 male combined no - Child B no
16 52 male alcohol no Child C no
17 53 male alcohol no Child B no
18 53 male alcohol no Child C no




Cause of Hepatic Child-Pugh Previous
Age Sex

cirrhosis | encephalopathy | classification SBP
19 54 male combined no Child B no
20 54 male alcohol yes Child B no
21 57 female Child C no
22 57 male Child B no
23 57 Child C no
24 57 Child A no
25 70 Child B no
26 75 Child B no
27 78 Child B no
28 39 Child C no
29 45 Child B no -
30 49 Child B no

P
31 50 fe ~Child C no
32 | 69 femaﬁ]ﬁ [l chidc no
33 77 female g|, alcohol aves Child B no
s | 3 [Pl [dotred [1d W L) |Tlowae | no
35 35 - male combined no & Child &/ no
/oS M Q0 I QO ONOLIA ™ 0]

s | NN | TN T a6l § VS TV B
37 1;2 male virus no Child B no
38 44 male alcohol no Child B no
39 44 male combined no Child B yes
40 44 male alcohol no Child C no
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Cause of Hepatic Child-Pugh Previous
Age Sex

cirrhosis | encephalopathy | classification SBP
41 49 male alcohol no Child B no
42 50 male alcohol no Child B no
43 53 female alcoho no Child C no
44 53 female Child C no
45 58 female )l ﬁ- Child B no
46 54 male " Child C no
47 | 60 male i Child C no
48 60 male \doiol =1 n Child C no

P
= GF)
49 61 male v §jﬁf y Child C no
30 61 male mﬁ’sqgf;j; L Child C no
51 | 63 | female | yiss | - Child C no
ﬁ_ e o =
52 63 female | __¥ A _ ChildC no
53 66 ferr hol | Child B no
54 66 femafﬁ Child B no
55 68 inejIeA ¢ Ealcfhcil | W no Child B no
| 0 P e [J e VT3 WH T 1Gee | ves
% .
57 31 male alcoholf yesen, Childecr no
-~ o0 wwenl LoD ™ ANlo 1A ™~ 01
58 %M le S,H 1‘.'~I nl) d | U Cililﬁ tl no
9

59 42 male alcohol no - Child C no
60 48 male alcohol no Child B no
61 48 male alcohol no Child B no
62 51 male combined no Child B no
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Cause of Hepatic Child-Pugh Previous
Age Sex
cirrhosis | encephalopathy | classification SBP
63 55 male alcohol no Child B no
64 49 male virus no Child C no
65 49 male alcohol no Child C no
66 51 | 2 Child C no
67 33 ) —mo. | cnidC no
68 35 T‘Q Child C no
69 | 40 o0 Child A no
70 40 Child A no
71 42 Child B no
72 44 0 Child B no
73 44 Child C no
74 49 Child B no
75 50 ‘ alcohol - ‘ .f Child B no
76 | 53 femq"\‘-ﬁa“ Child C no
7 58 ] feme;a._‘ alcohol oy O Child B no
78 | 54 HIEJ %r&ﬂ | ﬂ ﬁ\ild c no
79 nGSur )i male alcohal NOgs, Chilc.&g- . no
0 | Aot \ || lonl (|| ekl ol V1 4ed V1) Glor) | o
81 -63 female virus no - Child C no
82 66 female alcohol no Child B no
83 68 male alcohol no Child B no
84 70 male alcohol no Child B no
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Cause of Hepatic Child-Pugh Previous
Age Sex

cirrhosis | encephalopathy | classification SBP
90 55 male alcohol no Child B no
91 49 male virus no Child C no
92 49 male alcohol Child C no
93 61 male t'r // % Child C no
85 31 male o Child C no
86 31 male R 1 Child C no

\\\\Q\‘“
87 34 male M‘ m\\\ Child C no
W

88 | 42 male M‘f ‘é \ \\\ Child C no
89 51 Child B

:,,
ﬂUEl’J‘VIEWIiWEI']ﬂ‘i
’Q‘mﬁﬁﬂim SJWTW]EHEI d

e A f=i u\\\\\

no

i ;"‘ %
Yk ,J"‘

= —
) R
e S
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White
blood Total

Comorbid Hct cell Platelet BUN | Creatinine | bilirubin
disease (%) (imm°) (mm®) | (mg/d) | (mg/dl) (mg/dl)

1 none | 1950| 7500 | 95000 12 120| 350
? HIv| 2050| 7650 | 1236000 17 80| 474
3 none | 33.80 :,_ 85 11 9| 300
4 none | 28. 0|3 73 =05 40 3.14
5 none | 3 | \‘5‘ 0. 6 .70 1.41
5 none | 1 30 {57000, 70| 814
7 none | 27 _' =4900( 7 60| 9.6
18 none | 19, 610 169000 | |, 3 70 41
9 none 2 E@ i, 1.10 2.30
10 none | 2250 [ff 4820 B0 | | 25 100|  1.60
11 none | 24.20 '-sf‘f_ B, 20 0| 218
12 | thalassemia | 13900~ 8380 |/ 2t 28{ 80| 2430
13 none |, 24 il 0| 282
14 none _5]93‘ . j .60 2.03
15 none | 30:004 “9;56.0 23¢000 41 1.40 » 2.66
6 | crsindemd]) 890] V1ol | oB|E) B{]|d 70| s
7| nﬂj.‘:)ll& 3220| 9380| 32000fs, 20| 60| 32
18 | N W nané 100500 [ J Vls2] | p) 8ol 7.0
9 | nomo| 2500| 4s80| 72000 12 8| 375
20 none | 35.40| 6400 | 144000 9 40| 3.00
21 none | 2330 12920| 98000 28 80| 343
22 none | 2470| 19890 | 164000 29 2| 193
23 none | 19.80| 9600 | 120000 18 80| 333
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White
blood Total

Comorbid Hct cell Platelet BUN Creatinine | bilirubin

disease (%) (fmm°) (/mma) (mg/dl) (mg/dl) (mg/dl)
24 none| 22.30|  3010| 50000. 24 8| 277
25 none | 21.90| 1 45 180 259
26 HT| 18.20 ' 1 24 120 264
o7 HT | 24.8 0| T30 26 .80 76
28 none | 16, | 26000° 50| 162
29 none | 26 162000 | - 60| 166
30 none | 30. .90 4.86
[ 31 none | 23.0 e 66 250|  4.16
32 om| 2550 Feszad ) 50 70| 356
33 none | 26. 44807 0 1.00 73
34 none | 28.90 % 5 35 80|  7.40
35 none | -28.90 7200 | /67 8 100|  7.40
36 none < y ) .80 4.30
37 none | 2400 4 80| 620
38 chronic

Sancre ﬂs 19.00 ﬁﬁ V4%d EI ,J]G'r j, 90| 180
39 nohe | 30.00{ 5000 69000 52| 50| 230

o V)

40 Q w&]e‘ 0p| < B4ob{| j%d0) ) 254 | ) 2.50
41 9 none| 35.40 6000 | 10000 16 90| 405
42 none| 2300|  3060| 138000 65 1.00| 250
43 none| 27.00|  5200| 82000 20 20| 530
44 none| 25.00|  5500| 90000 23 80| 600
45 none| 2400|  7500| 95000 12 70| 120
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White
blood Total
Comorbid Hct cell Platelet BUN Creatinine | bilirubin
disease (%) (/mma) (/mma) (mg/dl) (mgrdl) | (mg/dl)
46 none| 21.70| 12600 57000 15 120| 525
47 none | 28.00 15 1.20 7.80
48 none | 21.00 | 1 16 120 650
49 none | 27.0 0| 753 0 380| 31.00
50 none | 25. 00 |- ~ 3.80 31.00
51 DM | 28 ~410000 | 400 560
52 DM | 28. ” 300| 6.0
|53 none | 13.0 )& 4 70 70
54 none | 2000 # Fe0aad - 1 140 .90
55 none | 27.60 | § 63007 4 2 140 335
56 none| 35.00(  Ha00 | 50 87 420| 650
57 none | ,8.50 24100 | /57 14 60|  7.00
58 none | | 2 _ 2.50 6.50
59 none | 25,00 % 150  2.30
60 none | 2300|8600 | 120000 26 160|  3.20
61 n .00 1 ‘lgow ’1']) ‘j 70| 11.00
62 noné | 29.00| 4800 | 136000 12 90 82

o _qJ

s | o RN IR VEEI 1 vl =
64 9 none| 2450| 15000 | 108000 56 280| 25.00
65 none | 25.00| 6900 | 96000 35 230| 320
66 none | 25.00|  7300| 95000 15 160| 550
67 none | 28.90|  7200| 57000 35 8| 740
68 none | 28.90|  7200| 57000 8 100|  7.40
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White

blood Total

Comorbid Hct cell Platelet | BUN | Creatinine | bilirubin
disease (%) (/mm3) (/mma) (mg/dl) (mgrdl) (mg/dl)

69 none | 30.00 7900 | 91000 30 .80 4.30
70 none .80 4.30
71 none .80 6.20
72 none .50 2.30
73 none .90 2.50
74 none .90 4.05
75 none 1.00 2.50
| 76 none .90 5.30
77 none .70 1.20
78 none 1.20 5.25
79 none 1.20 7.80
80 none 3.80 31.00
81 DM |7 3.00 6.00
82 none 1.40 .90
83 none 590& 6100 | 167000 22 140| 335
84 done| | %60 g 40| 650
85 nde 8.50 2410 57000 14 .60 7.00
BV G K BT T oL ks
87 9 nome| 2300|  3600| 78000 25 250 650
88 none | 25.00 10700 | 98000 28 1.50 2.30
89 none | 29.00 4800 | 136000 12 .90 .82
90 none | 11.80 4100 | 67000 15 .80 .83
91 none | 24.50 15000 | 108000 56 2.80 25.00
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White
Total
Comorbid Hct blood | Platelet BUN
Creatinine | bilirubin
disease (%) cell| (/mm3)| (mg/dl)
(mg/dl) | (mg/dl)
(/mm3)
92 none 2.30 3.20
93 none 3.80 31.00

] ,,
AULINENINYINg
ARIAN TN TN
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Direct PT
bilirubin | (second Length of PRC Cause of | Endoscopic
(mg/dl) | prolong) INR stay(days) | (unit) | bleeding | treatment
1 3.40 4.00 14 5 2 EV EVL
2 3.43 4.70 14 5 3 EV EVL
3 2.80 2.00 1 0 EV EVL
4 1.24 5.40 5 EV EVL
5 34 3.90 . 5 EV EVL
6 594| 100 NN EV EVL
7 6.06 % - EV EVL
8 01 1.1 4 EV EVL
19 1.90 00 AN 2 EV EVL
10 1.30 3, vala ) EV EVL
11 79 7.1 16047 Al 6 3 EV EVL
12 21.88 3.00 i{z:; E 1 EV EVL
13 138| 370 Seriave 2 EV EVL
14 77 01 EV EVL
15 1.66 Eo - J EV EVL
16 3.32 65Q|. 15 12 2 EV EVL
17 1.17&» 2% ’j 1. Wj EJ’} 9 e EVL
18 540 |Y 520 15 Tl EV EVL
 [AWNAS IR m
20 9128 390| 1.3 71 2 EV EVL
21 2.05 4.70 14 4 4 EV EVL
22 51 3.20 1 16 3 EV EVL
23 1.28 7.20 16 5 3 EV EVL
24 1.41 2.70 12 5 2 EV EVL

"



Direct PT

bilirubin | (second Length of PRC Cause of | Endoscopic

(mg/dl) | prolong) INR stay(days) | (unit) | bleeding | treatment
25 88 5.10 15 9 5 EV EVL
26 1.08 4.00 13 6 2 EV EVL
27 27 4.00 1 2 EV EVL
28 61] 2000 6 EV EVL
29 32 40 . 2 EV EVL
30 2.60 6.40 N EV EVL
31 2.03 5.0 EV EVL
32 1.92 3.5 e 1% EV EVL
33 26 390 4 N Ae “ 6 EV EVL
34 489 6 3708 EV EVL
35 4.89 3.0 1.40A S 1 EV EVL
36 4.00 160] ¢ o sy 2 EV EVL
37 590 210 = :F 2 Ve 0 EV EVL
38 80 ! EV EVL
39 2.00 7] | EV EVL
40 2.40 500| 14 o8 2 EV EVL
41 1.94 3! ’J w N9 ng = EVL
42 220 |¥ 230 11, 4 _ 3 - 13/ EVL
44 Q‘iﬁ 11.00 2.2 7 ? ' Eﬁ'! EVL
45 1.00 2.00 1.1 3 2 EV EVL
46 404| 17.30 2.0 4 1 EV EVL
47 6.50 7.00 18 6 2 EV EVL
48 5.50 8.00 17 5 3 EV EVL
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Direct PT
bilirubin | (second Length of PRC Cause of | Endoscopic
(mg/dl) | prolong) INR | stay(days) | (unit) | bleeding | treatment
49 22.00 1.80 1 13 3 EV EVL
50 22.00 2.00 11 6 3 EV EVL
51 5.30 20.00 2 EV EVL
52 5.80 10.00 2 EV EVL
53 60 12.0 y = 7 EV EVL
4 . . TR
5 70 11.0 / \x\ ) EV EVL
55 2.07 1. = ‘ EV EVL
56 6.10 7.4 -~ ="\4 1 EV EVL
| 57 504|  12.00 (N A 2 EV EVL
78 z‘;: \ Adrenaline
. 1L ——
e injection+ele
58 6.30 9.00 Vs e 3 PU
= = == ctrocauteriza
AT T
= ' Adrenaline
;E) Q injection+ele
59 2.10 1 T - PU
. ctrocauteriza
o o/
"1 u_ﬂ tion
| ,
U Adrenaline
- /s
» \ i ; ! njection+ele
60 3 2 9 '
| ' o ' ' ctrocauteriza
tion
61 7.00 3.00 1.0 9 2 EV EVL
62 1.46 5.50 1.5 13 2 EV EVL
63 42 2.40 1.2 10 1 EV EVL
64 19.00 10.00 1.8 7 2 EV EVL
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Direct P

bilirubin | (second Length of PRC Cause of | Endoscopic

(mg/dl) | prolong) INR stay(days) | (unit) | bleeding treatment
65 3.10 9.00 15 14 3 EV EVL
66 5.40 7.00 1.6 6 2 EV EVL
67 4.89 6.00 1 1 BV EVL
68 4.89 3.00 1 EV EVL
69 4.00 1.60 k- ' EV EVL
70 4.00 16 AN EV EVL
71 5.90 o8 ff =3 RN EV EVL
72 2.00 23 =/ \o\ 3 EV EVL

|73 2.40 00 a) [N A 2 EV EVL
74 1.94 3. P10z ) EV EVL
75 2.20 9.3 1 S0l 4 3 EV EVL
76 at0| 1200|" EEE 1 EV EVL
77 100| 200, SEr L 2 EV EVL
78 4.04 | , EV EVL
79 6.50 7}90 : 7 EV EVL
g0 | 2200|  18Ql 1 o3 | EV EVL
81 5.80 0o ’a 'ﬂ w g "]2ﬂ g & EVL
82 70 11.00 25, 8| 7|  EV EVL
| o
= |AWNAMIUUBRINNGVGFE
84 96.10| 740 16 1 1 Ev| EVL
85 504|  12.00 2.1 8 2 EV EVL
86 504|  12.00 2.1 8 2 EV EVL
87 Glue
6.30 9.00 1.4 5 3 GV
injection
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Direct PT
bilirubin | (second Length of PRC Cause of | Endoscopic
‘ (mg/dl) | prolong) INR | stay(days) | (unit) | bleeding | treatment
88 Adrenaline
injection
2.10 4.00 1.3 7 3 PU

+electro
cauterization
89 42 2.40 - PU | no treatment
90 19.00 10.0 PU | no treatment
91 3.10 9 ) PU | no treatment

.f&?_ 3

oy

ARIANTAUNIINGIAE

AU INENTNEINS
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76

Dead during The date that infection occur
admission after admission Type of infection
1 survive 0 none
2 survive 0 none
3 survive 1 possible infection
4 SUNVive \ 1 possible infection
5 ivive ' 4 0 none
6 | 0 none
7 s N 0 none
8 =9\ \ 1 possible infection
9 : \ 0 none
10 éﬁ ; L“ 0 none
11 iveq & o 3 possible infection
12 r‘{_'%il,,_ ‘E‘ 0 none
13 sur:/ﬁ;:__# 0 none
14 It 2 possible infection
15 WV . 0 none
16 B Su 1 possible infection
17 [ ] ;gu:vi‘ve o 0 none
AU RSN TS -
19 Y . survive J‘ . 0 Y none
120 q W‘ aq ﬂsﬁ« o | rJ | EJ ml none

21 survive 1 possible infection
22 survive 0 none
23 survive 0 none
24 survive 1 possible infection
25 survive 0 none




il

Dead during The date that infection occur
admission after admission Type of infection
26 survive 0 none
27 survive 0 none
28 survive 1 possible infection
29 survive | 1 possible infection
30 - ) = 2 possible infection
31 | & :!i 2 uTI
32 NN 2 SBP
33 3 possible infection
34 0 none
”35 0 none
36 0 none
37 0 none
38 0 none
34 0 none
40 0 none
41 0 none
42 RD none‘
43 dO none
44 q 1% L ySuvie fq -~ ﬁ%ﬂﬂ none
145 N Isuﬂ/i'|L SN ¥ none
46 survive 0 none
47 survive 0 none
48 survive 0 none
49 survive 0 none
50 survive 0 none
~
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Dead during The date that infection occur
admission after admission Type of infection
51 survive 0 none
52 survive 0 none
53 survive 0 none
54 survivedh 0 none
55 s / 0 none
56 Y  m——— 0 none
57 1 possible infection
58 s - 1 possible infection
59 ‘ 1 possible infection
60 T JE{ 1 possible infection
61 i\?é‘ r?:‘ J;';,' \ 1 possible infection
62 __ £. ,-._,; 1 possible infection
63 /A 2/h _ 1 possible infection
64 i iy 2= 3 uTl
65 m Jl 3 bacteremia
66 o t; éurvive Y, 3 possible infection
67 ] u EI rauWe j_“ﬂq T none
68 L survive ‘ o 0 none
E TR AT e
70 survive - -0. a none
il survive 0 none
72 survive 0 none
73 survive 0 none
74 survive 0 none
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Dead during The date that infection occur
admission after admission Type of infection
75 survive 0 none
76 survive 0 none
77 survive 0 none
78 survi el ‘l’/ 0 none
79 SU \‘\ / 0 none
80 _,-' 0 none |
81 ﬂ/ m‘ 0 none
z D NN
z ZA NN
{84 l l ig d\\\\\ 0 ' none
85 @ n\ 1 none
86 1 none
87 1 none
88 1 none
89 1 none
90 survive , 1 none
] MINENNT =
92 survive | - <] none
_ %—q_w a q ﬂs@i ﬂ ’J none




80

NIANUIIN

wufudayalumidds msAnsnlssAninatasuainaantiussazdilunisilasiy
a - o ' Y < a
nsandauuaiieludiheiuuidiiidaneananmaiuaimssauuu

P
I8N ~— 1D

—
=2
=)
=
.}
2=
2
=
>

.........................................................................

now N
=
3
-
=
= )
@

Child- Pugh classifi
Hepatic encephalop
Previous SBP

Comorbid disease

© ® N o o

Cause of bleeding

10. 47u9u PRC #la%
11. Endoscopic treatmieqt

..... A I ection+ El trocoagulatuon

..... 4. ﬂu

12. PROVED INFﬂ'Iu E] ’J ﬂﬁﬂﬁ%q ﬂ ‘j

121 ﬂ'\ll“ﬂd‘llﬂ\m'l?ﬂﬂl‘ﬁﬂ lllJﬂMﬂ

Q%”fﬂﬂﬂiﬁﬂ%&%ﬂﬂﬂ@ﬂﬂ

....... 4 Pneumonia a— 1} ﬂu'|

12.2. W@ Culture  ....cceeeeee.

-l

13. POSSIBLE INFECTION ... 1.8 ... 2. LA

14, Suiiidiladom fiuidamsfndewuaids ... Fu



16, BUN. coos [ a——

175 TBusssven 1. - FR——. o SEE—— IR s

18. @efinvuzeglsanenna W e 2. hild
19. Sunutufleglamenng e Tu

AULINENINYINS
ARIAATALNINGIAY

81



82

UseARgidewineniinug

winlends Aol Baduil 17 wqunnan w2516 Adwmdeisglan dda
mMsAnssRuRyuned wingmanniudin snanzunemans e1aansaiiinede ull

v
o« o J - o o a
w.A. 2539 amiudnumanisdumdlipuintsaeunannsdume dmdafisodtan Wi wa.

2539 - 2540 llﬂvTNWﬂ'lU’\ﬁﬂNlﬂﬁWi“’ o Amdnfnoglan W w.A. 2540 - 2542
aniulidsumstineunadhuu aagsnasd Teanenunaqiaaansnl Tl
W.A. 2542 - 2545 AudUTA AL uarATegsAans anslind
Anwralundngasinene e " (saszuumaidiua i) o

NATTY BIYIANERT ADULL

ﬂ‘lJEJ’JVIEJVIﬁWEJ’]ﬂ‘i
Q‘W']Mﬂ‘ifu umqwma d



	รายการอ้างอิง
	ภาคผนวก
	ประวัติผู้เขียน

