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FaFY? AKY rFi!, mEE, T, R (LEHERENEIL S HIZER hES SO,
b5 100015; 2L PR K22 R B ITERE, b5 100700 )

WE: HH i EAERSYEAT & (severe alcoholic hepatitis, SAH) £ ke 1R & 4E
a3 (acute-on-chronic liver failure, ACLF) [IfGfHZE. ik B 4E
20084FE-8 H #220174F 10 H B # R R R -t & Jb it Hidx R B 12 Wi A SAH 1) 258491 (3 Bt & A
WA G, WA Be A 2 1 K AEACLF4) HACLFAL (844> FNTCACLFAL (174451
LA AL B I R BERE . I A [ 5 40 i % (white blood cell, WBC) . Ifii/h
B (platelet, PLT) . ILZ[Z& 1 Chemoglobin, HGB) . Z[40-F A& (mean
corpuscular volume, MCV) 1. HFIfE [N RBRRIEFE B (alanine aminotransferase,
ALT) | RIXEBRAILEFEM (aspartate aminotransferase, AST) . MHZ &
(total bilirubin, TBil) . y-BRA MK (gamma-glutamyl transpeptidase, GGT) .
H#EE (albumin, ALB) ]. B ZhEe [MiGEULEF (creatinine, Cr) 1. MJIE [z IH [
(totalcholesterol, TCHO) . Hl=Mg (triglyceride, TG) . &% & 5 & A AH [# %
(high density lipoproteins cholesterol, HDL-C) , &% Z g% HH[EEE (low density
lipoproteins cholesterol, LDL-C) ], [fiiNa'. Ifi¥# (glucose, Glu) . HJit&E A (alpha-
fetoprotein, AFP) . [EPrFrvELILELAE (international standard ratio, INR) , FR{igh
J/ MR 4H B Ll (neutrophil lymphocyte ratio, NLR) . Maddery#I %% (Maddrey
discriminant function, MDF) ¥4, Child-Turcotte-Pugh (CTP) 4>, A KT A
4 (model for end-stage liver disease, MELD) 43 FlHAREanfiE/K . b yEA6TE H i
JHVAE I s L AR PR 55, R Cox [B1 A 73 At SAH I 5 3 & W ACLF [ f& [ PR 25 FF
G5 (PD A, [ 2R F ¥ {E (receiver operating characteristic, ROC)
2R AT VP . S55R ACLFZHL B F ERE 18 (HPAz#: 31.5d vs 20.0 d)
MDFi¥4> (FFAr%: 51.34rvs 46.54r) « MELD¥4r (H{z%L: 13.8%vs 11.140) |
TBil (P % 195.6 umol/L vs 129.5 umol/L) . WBC (Hf¥: 7.8 x 10"*/L vs 5.7 x
10%L) + NLR (Ffii%: 6.0vs 3.8) KCr (fii%f: 75.1 umol/L vs 62.0 umol/L) %
ZE T EACLF4 &%, HDL-C (H47%: 0.2 mmol/L vs 0.3 mmol/L) . LDL-C (#
f7%: 1.0 mmol/L vs 1.2 mmol/L) . HGB [ (91.6 +24.3) g/L vs (98.0+22.9) g/L] fINa"
(A% 133.0 mmol/L vs 135.3 mmol/L) ¥ & #K T ILACLFAH EE (P¥<0.05) .
ACLFZH % EK [94.0% (79/84) vs 82.8% (144/174) ; y* =6.157, P =0.013] fii&
FHEEYL [85.7% (72/84) vs 73.6% (128/174) ){2 =4.800, P=0.028] RAEXEEST
TCACLF4H. CoxZ &K [EIA/3Hr £ I TBil (HR = 1.648, 95%CI: 1.076~2.524, P =
0.022) . Cr (HR =2.226, 95%CI: 1.119~4.426, P = 0.023) FINLR (HR = 1.466,
95%CI: 1.039~2.067, P =0.029) ESAHE NACLFHIAL G K%, MHDL-C
(HR = 0.688, 95%CI: 0.520~0.910, P = 0.009) FIHGB (HR = 0.217, 95%CI:
0.089~0.529, P =10.001) 21F#' K =Z. PI=0.382 x LnNLR + 0.800 x LnCr + 0.500 x
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LnTBil - 0.374 x LnHDL-C - 1.527 x LnHGB, PU&AYFIMSAH 13 Fe 18] & 4 ACLF i
ROCHIZ FTHIFUN0.722, % FHIICTPIF > (0.533; z=3.847, P < 0.001) FIMDF
P4y (0.601; z=2.323, P=0.02) , 5MELD{F4IROCHIZ F 2% R TS5 X
(0.622; z=1261, P=0.21) . PHERIROCHIZ I#HTE ~0.36, FPI = 0.365E X NE
X H,  E ik B N ACLFE R 2 i 18] 910.50 d, ACLF&R 4= %953.6%; PI < 0.36 1%
KA, i e I ACLF A7 I [7]2429.50 d, ACLFRAEZR22.7%, PSAHEE
ACLER 4 % #Z B it %5 L (Log rank y* =26.13, P < 0.001) . £5i& ABF5T @K
PSS a] U SAHIE F@ N ACLF B RS, A6 TG R = A SR il i it e (P SAHER#
KPEIR]: BUEWRSYERF 2 Hogu; SRR PRIk A L = R R
A HE R, i

Risk factors of severe alcoholic hepatitis progressing to acute-on-chronic liver failure
Wang Haoyu"?, Quan Hui'?, Jiang Yuyong', Yang Yuying', Yu Hao', Meng Peipei' (1.Center of
Integrative Medicine, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China,
2.Dongzhimen Hospital, Beijing University of Chinese Medicine, Beijing 100700, China)
Abstract: Objective To investigate the risk factors of severe alcoholic hepatitis (SAH)
progressing to acute-on-chronic liver failure (ACLF). Methods A total of 258 patients
with SAH in Beijing Ditan Hospital, Capital Medical University from August 2008 to
October 2017 were retrospectively selected and divided into ACLF group (84 cases) and
non-ACLF group (174 cases) according to whether ACLF occurred during hospitalization.
Clinical data, blood routine indexes [white blood cell (WBC), platelet (PLT), hemoglobin
(HGB), mean corpuscular volume(MCV)], liver function [alanine aminotransferase (ALT),
aspartate aminotransferase (AST), total bilirubin (TBil), gamma-glutamyl transpeptidase
(GGT), albumin (ALB)], renal function [creatinine (Cr)], blood fat indexes [total cholesterol
(TCHO), triglyceride (TG), high density lipoproteins cholesterol (HDL-C), low density
lipoproteins cholesterol (LDL-C)], Na', glucose (Glu), alpha-fetoprotein (AFP), international
standard ratio (INR), neutrophil lymphocyte ratio (NLR), MDF, Child-Turcotte-Pugh
(CTP) score, model for end-stage liver disease (MELD) score and complications such as
ascites, gastrointestinal bleeding and hepatic encephalopathy of patients in two groups were
compared. Cox regression analysis was used to analyze the risk factors of SAH progressing
to ACLF and construct the PI model. The evaluation of new model was performed by receiver
operating characteristic (ROC) curve. Results Hospital stay (median: 31.5 d vs 20.0 d), MDF score
(median: 51.3 points vs 46.5 points), MELD score (median: 13.8 points vs 11.1 points), TBil (median:
195.6 pmol/L vs 129.5 pmol/L), WBC (median: 7.8 x 10"%/L vs 5.7 x 10'*/L), NLR (median: 6.0 vs
3.8) and Cr (median: 75.1 pmol/L vs 62.0 umol/L) of patients in ACLF group were significantly
higher than those of non-ACLF group, HDL-C (median: 0.2 mmol/L vs 0.3 mmol/L), LDL-C
(median: 1.0 mmol/L vs 1.2 mmol/L), HGB [(91.6 +24.3) g/L vs (98.0 + 22.9)g/L] and Na' (median:
133.0 mmol/L vs 135.3 mmol/L) were significantly lower than those of non-ACLF group (all
P < 0.05). The incidence of ascites [94.0% (79/84) vs 82.8% (144/174); y* = 6.157, P=0.013]
and infection [85.7% (72/84) vs 73.6% (128/174); y° = 4.800, P = 0.028] of patients in ACLF
group were significantly higher than those of non-ACLF group. Cox regression analysis showed
that TBil (HR = 1.648, 95%CI: 1.076~2.524, P =0.022), Cr (HR = 2.226, 95%CI: 1.119~4.426,
P =0.023) and NLR (HR = 1.466, 95%CI: 1.039~2.067, P = 0.029) were risk factors of SAH
progressing to ACLF, HDL-C (HR = 0.688, 95%CI: 0.520~0.910, P = 0.009) and HGB (HR =
0.217, 95%CI: 0.089~0.529, P = 0.001) were protective factors. PI = 0.382 x LnNLR +
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0.800 x LnCr + 0.500 x LnTBil - 0.374 x LnHDL-C - 1.527 x LnHGB. The area under ROC
curve of PI model predicting SAH progressing to ACLF during hospitalization was 0.722,
which was higher than that of CTP score (0.533; z=3.847, P < 0.001) and MDF score (0.601,
z=2.323, P=0.02), and there was no significant difference compared with the area under the
ROC curve of MELD score (0.622; z = 1.261, P = 0.21). The cutoff value of ROC curve
of PI model was 0.36, PI1 = 0.36 was defined as high-risk group, the median time of the
patients progressing to ACLF was 10.50 d, the incidence rate of ACLF was 53.6%; PI << 0.36
was defined as low-risk group, the median time of the patients progressing to ACLF was 29.50 d,
the incidence rate of ACLF was 22.7%. The difference of ACLF incidence of patients in both
group were statistically significant (Log rank y° = 26.13, P < 0.001). Conclusions PI model
established in this study can predict the risk of SAH progression to ACLF, and each indicator
can be obtained by blood routine and biochemical examination, enabling clinicians to early
identify patients with progressive SAH.

Key words: Severe alcoholic hepatitis; Liver failure; Risk factors; Neutrophil/lymphocyte

ratio; High-density cholesterol lipoprotein; Anemia

HRE RS AT % (severe alcoholic hepatitis, SAH)
B ) Maddery ) 5 % %1 (Maddrey discriminant
function, MDF) 3F4>= 324", JitsmE, B
BRI T SAHIRYTY, WEm28 dAEfEER, HA
REDE B E M KIN AR, SAHEE A4 5 RIE
S NHEZN T AT R B S 3 (acute-on-
chronic liver failure, ACLF) , fEFEZ 23 E haedn
55 RV T R AE R AR SR I SAH R A RN
ACLFRIfElE R 2R, CAHI NI R 5= A P18 ) 5 i
J& N v ) = S SAHR 2%
1 BERERE
1.1 AR AT % HEH20084E9 H 2201 74E10 H T #FEE
BRI 8 AL s IR 2 B st 2 [ SAH SR AR T 5
HATRIBE AT . IAbRdE: OEERFE GERTER
JRBTIGTEEE (018F D ) M SAHMIAI L WikR
#E, BN SIS, e ciEERE=40gd, &
PE=20gd, BREINZRE, irédliis=80gd; @I
PROTTCREIR, BOA IR S8R, =71, 3ES,
AT PURSHEIR . WRRE . PSR Ot
%, HMDFiFE5r= 324) [MDF = 4.6 x PT (s) Z{H +
TBil (mg/dD) 17, HEERFRIE: OEIFOME % RS 5
RICEGE; QEGHEEMEE; @AM S
ACLF# . ACLFR7E o R EEH, &
H2ANE2A L ERE s, BUEDhRe s, A
MARG. B RS IR, BELDIREFIFFIL 5
G RAT — RS s [F I H IS DhRERRAS (Cr =
132.6 pmol/L) Al (=) AT 1 ~ 1K', ACLF
A 73 NTCACLE. 128, 2 M3%% . JTEACLF: O+
B, QA EE CGAEED . Cr<132.6 umolL

AT AR, Cr < 132.6 pmol/L.
ACLF 12: Of'ExEu; QM. B, 760 RS
IR R GUT A8 B 3, A 132.6 pmol/L< Cr <
176.8 pmol/LF1 () FFPEME 1 ~ 114 @A
Ty, [AI132.6 pmol/L < Cr << 176.8 umol/L. ACLF
205 fER2NAYE . ACLF 32%: 34 L3sE
. AWERA E RIS B AL R e fe 3
AeitiE, S ohRtie Rl (2018) 25 (035) -
015, BEBEMGFES.
1.2 Argt7r ik i i RGID RN D 5R]
FERBZ . JERRE . AR E RGO S E R E
PRI A% (white blood cell, WBC) .
/M (platelet, PLT) . IMZLEKH (hemoglobin,
HGB) . 40 F-¥4A&F! (mean corpuscular volume,
MCV) , JHIZhEE: WRBRAILEHE (alanine
aminotransferase, ALT) . R[JXRARAILET
(aspartate aminotransferase, AST) . MJHL &
(total bilirubin, TBiD) . y-BH&BEFEFE (gamma-
glutamyl transpeptidase, GGT) . & (albumin,
ALB) , 'BIjgg: IMiEWLEF (creatinine, Cr) , Ifil
Jlg: EHFEEE (totalcholesterol, TCHO) . Hili=
fig (triglyceride, TG) . & EMREAREEEE (high
density lipoproteins cholesterol, HDL-C) , fk%5FF
AgtE FIIH[E EE (low density lipoproteins cholesterol,
LDL-C) , IfiNa’. I## (glucose, Glu) . H i
A (alpha-fetoprotein, AFP) . [HEPrbruEfL LIE
(international standard ratio, INR) , {5 VERIZN A/
IR LE{E (neutrophil lymphocyte ratio, NLR)
MDFi#4). Child-Turcotte-Pugh (CTP) 14 K 2K



HART AR 743 (model for end-stage liver disease,

MELD) P¥755; CsRNEEEA . THENLEZ 44 ik
LRGSR ICRKYUHE Y SR R A, B
RUNSAHEEF LRI & 4EACLF.

1.3 it a3 SKHSPSS 22.08 - H#E4T 481t 2%
M, F# . HGBFIMCV N & IR 2 A it =
Bl Phx+ sRoR, PZH R LR ARSI A A oG 56,

HoAh BB IMALT, AST. TBil, HDL-C. WBC%%
AFFETERAG, UM (D, prs) Foom, PIALIAIELEL
K FiMann-Whitney UFG%:. PE5]. CTP2»48 K I RAE
RAZN TR, DMIEEE 23R, gl
MICTP 7> 9K Fishertfi VIR T LLER, I RHE
KA ] Pearson Ky ih EAT ELEL . R Cox AR K
MZHE CGEPRED) FE5HTSAHREE NACLF
e K 2, (2K FHE (receiver operating
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characteristic, ROC) RHZRXTHIR A HAT AN . ASHF 5T
YIRS, AP < 0.05HZRE ST HE L.

2 &

2.1 —RFA TR & AR AER SAH B ¥ 3t
43741, HEBRLAT W A I AT B A 2s B o
38, MEFHVESOE B E3N, S E. O,
i B S AR 2 i M B T, N BRI R A
ACLFEZE 117, F2k R NBE ARG EASE 1341,
A58 BISAH B, HoAhE Bt 18] & 42 ACLF
H8A, AKAACLFH 1745, A9 N[FISAHHEHAE
% (49.8 +9.00 ¥, HPmE T LM (24941 vs
9%1) o BERENACLFZ RS [al. MDFIF4)
MELD##4>. TBil. WBC. NLRECr¥y & &5 T
ACLF#4 &%, HDL-C. LDL-C. HGBAINa & %
KT IEACLFAEE (PH<0.05) . WL,

F 1 Jo ACLF AR ACLF 48 SAH {EFr B & B E LR HHIE

A BAR (2584)) FACLF#L (1744 ) ACLF4E (8447]) %t $Mh Pl
s (x5, ¥) 49.8 9.0 49.5+8.9 50.6+9.3 1=0.975 0.330
B4 (#)) 249/9 168/6 81/3 - 1.000
B E (B (%) ] 52 (20.2) 33 (19.0) 19 (22.6) 7 =0.470 0.493
Mk (B (%) ] 47 (18.2) 27 (15.5) 20 (23.8) 1 =2615 0.106
HALE o [ (%) ] 32 (12.4) 22 (12.6) 10 (11.9) 2 =0.028 0.866
AZIZETIE] [M (pys, pos) > d] 22.0 (14.0, 36.0) 20.0 (13.0, 26.2) 31.5 (17.5, 53.7) U=1.288 0.027
MDF#4> [M (pys, prs) » 4] 479 (40.1, 60.0) 46.5 (38.9, 554) 51.3 (41.5, 67.4) U=12.633 0.008
MELD#% [M (pys, pys) » 2] 11.9 (9.4, 15.1) 11.1 (9.1, 14.2) 13.8 (103, 16.6) U=4229 < 0.001
CTP#45 [M (pys, prs) » 2] 10.0 (9.0, 10.0) 10.0 (9.0, 10.0) 10.0 (9.0, 10.0) U=0.923 0.356
CTPH4& [#] (%) ]
A% 1(04) 1(0.6) 0(0)
B4 120 (46.5) 81 (46.5) 39 (46.4) - 1.000
C%4 137 (53.1) 92 (52.9) 45 (53.6)
laeZk
ALT [M (pys» pss) » U/L] 28.3 (19.4, 43.7) 28.0 (20.2, 44.0) 29.6 (17.9, 43.1) U=0.280 0.780
AST [M (pys, pss) » U/L] 67.2 (462, 111.2) 66.5 (47.6, 107.8) 67.2 (43.6, 136.3) U=0.105 0.916
TBil [M (pass pss) » pmol/L] 144.4 (97.6, 221.8) 129.5 (92.4, 197.2) 195.6 (123.7, 302.9) U=4.163 < 0.001
GGT [M (p,s, pys) » U/L] 89.4 (30.1, 233.4) 97.2 (32.0, 249.8) 67.4 (21.1, 231.1) U=1.330 0.184
ALB (x*s, g/L) 27.7+4.4 27.6+4.7 27.8+3.8 1=0.337 0.736
A g
TCHO [M (p,5, pss) » mmol/L] 2.6 (1.9, 3.5) 2.7 (2.0, 3.5) 25 (1.7, 3.5) U=10.940 0.347
TG [M (pys, pys) » mmol/L] 0.7 (0.4, 1.2) 0.7 (0.5, 1.2) 0.6 (0.4, 1.1) U=1.185 0.236
HDL-C [M (pys, pss) » mmol/L] 0.3 (0.1, 0.6) 0.3 (0.1, 0.6) 0.2 (0.1, 0.4) U=2.444 0.015
LDL-C [M (p,s, pys) » mmol/L] 12 (0.8, 1.7) 1.2 (0.9, 1.8) 1.0 (0.6, 1.6) U=1.987 0.047
A AL
WBC [M (pys, pys) » x 107%/L] 6.1 (43, 94) 5.7 (4.3, 8.0) 7.8 (42, 11.2) U=12.234 0.026
NLR [M (pys5> prs) ] 42 (25, 7.7) 3.8 (22, 6.0) 6.0 (3.0, 10.4) U=3.908 < 0.001
HGB [M (pys, pys) > g/L] 95.9+23.5 98.0£22.9 91.6+243 t=2.175 0.031
MCV [M (pys, pss) > fL] 103.2 +10.0 102.3 +10.0 105.0 9.8 £=10.490 0.625
PLT [M (pys5» pss) » x 10°/L] 64.0 (43.8, 97.2) 63.0 (43.8, 98.5) 67.0 (43.8, 94.7) U=0.256 0.798
Cr[M (pys» pss) > umol/L] 66.0 (54.0, 81.2) 62.0 (529, 77.0) 75.1 (582, 92.8) U=3.258 0.001
Glu[M (p,s, pys) » mmol/L] 62 (52, 7.8) 62 (5.1, 7.7) 62 (53, 7.9) U=0.958 0.338
Na™ [M (pys» pss) » mmol/L] 134.7 (1302, 137.9) 1353 (131.0, 138.6) 133.0 (128.7, 136.6) U=3.238 0.001
INR [M (pys: pos) ] 1.8 (1.6, 2.0) 1.8 (1.6, 2.0) 1.7 (1.6, 2.0) U=0.259 0.796

e “-7 JRH Fisher WIS, TRAGTHEE.
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2.2 SAHE # F & & B & W 0L AR W) & 4
ACLF/ B35 R 1402245, 242841, 3443441, it
J& NACLF 1) 535 5 B IR Stk R AREE, FEK
SEALFEIEIK [94.0% (79/84) 1. THAKIE HI ML [11.9%
(10/84) ] FFFPERIE [11.9% (10/84) 1, NPriF7245)
E Yy, ACLF 34 9155.9% (19/34) APt
RS RIERN . 5RKEACLFFSAHE# L
5, i3 RENACLFR) G KRG I e kA R
m (PH<0.05) , WLER2. SAHH WIEGLERAL A IE
gL (70/84) | MliEBIERGL (39/84) | HBE KL

/‘_‘\

BRD ) 20224F F14% 1

(13/84) , A RIRAHLURGE (6/84) | WIKRAR
YL (3/84) NS5 R RIEGE (1/84) .

2.3 SAH# B HACLF# A% B & JGER.
. R ARG, ALT. AST. GGT. ALB.
HDL-C. LDL-C. ApoAl. K'. NA", HBG. NLR
HENNCox IR Kb 300 FIE &R 9 M i ik
HFER (P < 0.0589f845) tnAH YL, TBil.
HDL-C. Cr. HGB. NLRZg§ A\ Cox% RIZE /4T, 45
HEBTBIl. CrfINLRZESAHIEE NACLE MG
[GifA &, HDL-CFTHGBERIF R R, WK3. £4.

# 2 Jt ACLF Afni#RJ ACLF 4A SAH iR BE M AREHLE [H (%) ]

5B BAR (25841)) FACLFE (1744)) ACLF#L (8441]) P! P&
MK 223 (86.4) 144 (82.8) 79 (94.0) 6.157 0.013
K AE i e 32 (124) 22 (126) 10 (11.9) 0.028 0.866
R 29 (11.2) 19 (10.9) 10 (11.9) 0.055 0.814
R T 200 (77.5) 128 (73.6) 72 (85.7) 4.800 0.028
%3 SAH#REH ACLF #J Cox BEZ[E)I5 17
ELEos B SE Wald 5 HRIE 95%CI PiE
ES S 0.009 0.013 0.428 1.008 0.983~1.034 0.519
%l 0.092 0.591 0.024 1.103 0.347~3.511 0.868
Bk 0.234 0.263 0.795 1.284 0.767~2.150 0.342
AB % 0.474 0.258 3.380 1.598 0.964~2.650 0.069
MK 0.900 0.462 3.790 2.464 0.996~6.098 0.051
S AGIE 0.242 0.354 0.465 0.798 0.398~1.597 0.523
P 1.519 0.170 1.519 0.656 0.337~1.279 0.216
AR 0.551 0.325 2.884 1.729 1.088~2.746 0.020
LnALT 0.065 0.119 0.302 1.071 0.848~1.352 0.565
LnAST 0.028 0.131 0.046 1.035 0.801~1.338 0.792
LnTBil 0.349 0.186 3.517 1.422 0.989~2.044 0.058
LnGGT 0.079 0.085 0.856 0.929 0.786~1.098 0.389
LnALB 0.189 0.685 0.076 0.831 0.217~3.174 0.786
LnTCHO 0.595 0.261 5.206 0.557 0.334~0.929 0.025
LaTG 0.135 0.162 0.697 0.879 0.641~1.206 0.424
LnHDL-C 0.464 0.143 10.494 0.629 0.475~0.833 0.001
LnLDL-C 0.622 0.192 10.514 0.543 0.372~0.791 0.001
LnApoAl 0.505 0.150 11.420 0.604 0.450~0.809 0.001
LnApoB 0.324 0.188 2.973 0.729 0.504~1.055 0.094
LnCK 0.250 0.114 4.845 0.782 0.626~0.977 0.030
LnCK-MB 0318 0.163 3.812 0.726 0.528~0.998 0.049
K' 0.036 0.018 4158 1271 0.972~1.663 0.080
LnNa' 4.674 2268 4246 0.010 0.000~0.833 0.041
LnCr 1.098 0.354 9.626 2.945 1.471~5.898 0.002
LnGlu 0.525 0.350 2.253 1.687 0.853~3.338 0.133
LnINR 1.032 0.613 2.836 2.680 0.804~8.936 0.109
LnWBC 0.329 0.178 3.408 1.389 0.980~1.968 0.065
LnHGB 1.048 0.414 6.421 0.353 0.157~0.796 0.012
MCV 1.775 1.204 2.172 1.018 0.995~1.041 0.119
LnPLT 0.092 0.173 0.282 0.909 0.648~1.274 0.579
LnNLR 0.508 0.154 10.903 1.657 1.226~2.238 0.001
LnAFP 0.045 0.139 0.104 1.055 0.805~1.383 0.696

e VR LN S %, Sils. BER. K. TEAE Bt R0 & A IR LT NS5



%4 SAH#REH ACLF B Cox ZEZEINHT

g B SE Wald 7/ HRAA 95%CI Pl
LnNLR 0.382 0.175 4756 1.466 1.039 ~ 2.067 0.029
LnCr 0.800 0.351 5202 2226 1.119 ~ 4.426 0.023
LaTBil 0.500 0218 5271 1.648 1.076 ~ 2.524 0.022
LnHDL-C 0.374 0.143 6.887 0.688 0.520 ~ 0.910 0.009
LaHGB -1.527 0.455 11.281 0217 0.089 ~ 0.529 0.001
2.4 SAH# B AHACLF# M AR HBIECoxZ AR N
RS R R G RE L (PDD #AY: PI = 0.382 x MDF ¥4
LnNLR + 0.800 x LnCr + 0.500  LnTBil - 0374 x Ve
LnHDL-C - 1.527 x LnHGB, PURITIMISAHEE 2
(LR 18] K AEACLF[IROCHI 28 F i fH90.722, & 2
FH FIICTPYESr (0.533; z=3.847, P < 0.001)
MIMDF#43 FIROCHI 26 F AR (0.601; z = 2.323,
P=0.02) , 5MELDM-7;HJROCHNZE T A% 7 0

100 - £ 5% (%)

Gt E N (0.622; z=1261, P=021) , WK1,
PIFEAIROC il £& (8 Wi {5 ~0.36, FPI = 0.365%E X
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