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B2 B MRS E (glucocorticoids, GC) VAITAEVEIT 4 (alcoholic hepatitis,

AHD) HIERIT . T35 [l 42019551 B 22202343 A iaEgEE /R 56 XN REEBTIR
144 AHEZ IR IR BERL,  MRIEIETT 7 2 B FHGCIRYT 73 AGCAL (16f5]) X AEGC
M) o IEMRIBEENRRZILL N (alanine transaminase, ALT) . K[ 14
RIB AL F4 N (aspartate amino transferase, AST) . SHHZLZE (total bilirubin, TBil) .

[E BrbrvEAL LR (international normalized ratio, INR) . & (albumin, ALB) . Bk
& H (globulin, GLO) . y-B& Mt kR (gamma-glutamyltransferase, GGT) . H4Hi
11% (white blood cell count, WBC) . HHRi4fLb 5] (neutrophil ratio, NEUT) . Ifi
/ML (platelet count, PLT) | “PIIZ4HfiE4AF (mean corpuscular volume, MCV) .

JLEF (creatinine, Cr)  VEALER &R LG EFRT ] Cactivated partial thromboplastin time,

APTT) . HtIfgE A (prothrombin time, PT) | EEILEEEVE SN (prothrombintime
activity, PTA) , {+5MELDV¥4). Maddrey#|%| 8% (maddrey’s discriminant function,

mDF) , i+ GCH5IEGCZH28 d. 90 dF1180 dfFiE %, MELGCHIAIT0 dy 3d. 7 dif
G RFEFRZLL, FHor & HEREMAHEZ S HGCIHIT £ BTG . £4R OGC
YHER AR /N TAEGCAH [ (46.63 £7.98) % vs (54.89 + 11.40) %], FLTBIl (fhfir
#: 300.04 pmol/L vs 101.72 pmol/L) . GGT (fir%k: 305.50 U/L vs 96.00 U/L) . WBC
[ (1445+8.69) x 10°/Lvs (8.67+4.58) x 10°L]. NEUT (F47%: 6.87 x 10°/L vs 9.36 x
10°L) . MCV [ (106.09 + 8.85) fL vs (99.43 +9.45) L] ¥ T-IEGCHLEH, INR (1.62 +
0.35vs2.04+0.91) FIPT[ (19.01 £3.39) svs (22.63+7.63) s] L TALGCH HE, =R
B #E L (PH<0.05) . @GCHEFE0 dEFHREE R TIEGCH [81.3% (13/16)

vs 46.4% (13/28) ; y =1.182, P =0.024], GCZHAMIEGCL #E28 dA1EZ4 B N93.7%
(15/16) . 64.3% (18/28) , ZRIGIT#EE N (F =3.274, P=0.070) , GCHAIE
GCALE# 180 dETFR A N56.3% (9/16) + 39.3% (11/28) , EZRELIHEN (fF =
1.182, P=0277) . ®BZGCIRITIH3 A&7 dEEMIEIRTE : (BF5TBil. GLO. ALB)

B RR AT IR S 03t [TBil: H A7 %K 198.50 pmol/L vs 180.34 pmol/L vs 311.00 pmol/L; GLO:

(33.12+5.68) g/Lvs (30.82+6.45) g/Lvs (38.69+9.36) g/L; ALB: (28.66+393) gL
vs (31.66 +3.93) g/Lvs (27.20+2.99) g/L; PH< 0.05]. @GCH T & IFEPF KA
YL R 180 dAEAER /7 H44.4% (4/9) | 55.6% (5/9) , ZRTLHHHEN (P=
0.358) , FEGCHH & IHBEGAIA A I EY B 180 dLEFH M HIN63.6 % (T/11) | 36.4%
@1 , ZREGHEEN (P=0.671) . 458 GCAlEEAHEHE TG . XFGCI7
B RIAVEL RIS & ATERETPEAL BE IR IATT 20, X T & H R AH R 72 &K
PUEZIBIT RIS T ] 7 LB B =697 -
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(1 Xinjiang Medical University, Urumqi 830054, Xinjiang, China; 2.Department of Infectious
Diseases, People’s Hospital of Xinjiang Uygur Autonomous Region, Urumqi, 830001,
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Abstract: Objective To observe the clinical efficacy of glucocorticoids (GC) in the treatment
of alcoholic hepatitis (AH). Methods The clinical data of 44 patients with AH in the People’s
Hospital of Xinjiang Uygur Autonomous Region from January 2019 to March 2023 were
retrospectively analyzed and divided into GC group (16 cases) and non-GC group (28 cases)
according to the treatment plan. The levels of alanine aminotransferase (ALT), aspartate
aminotransferase (AST), total bilirubin (TBil), international normalized ratio (INR), albumin
(ALB), globulin (GLO), gamma glutamyltransferase (GGT), white blood cell count (WBC),
neutrophil ratio (NEUT), platelet count (PLT), mean corpuscular volume (MCV), creatinine
(Cr), activated partial thromboplastin time (APTT), prothrombin time (PT) and prothrombin
activity (PTA) were recorded. MELD score and Madrey’s discriminant function (mDF) were
calculated. The survival rates of patients in GC group and non-GC group at 28 d, 90 d and
180 d were calculated, and the changes of clinical indexes in GC group at 0 d, 3 d and 7 d
were observed. Whether the use of GC treatment in AH patients with co-infection affected the
short-term prognosis were analyzed. Results (DPatients in GC group were younger than those
in non-GC group [(46.63 + 7.98) years vs (54.89 = 11.40) years], the baseline level of TBil
(median: 300.04 pmol/L vs 101.72 pmol/L), GGT (median: 305.50 U/L vs 96.00 U/L), WBC
[(14.45 + 8.69) x 10°/L vs (8.67 + 4.58) x 10°/L], NEUT (median: 6.87 x 10°/L vs 9.36 x 10°/L)
and MCV [(106.09 + 8.85) fL vs (99.43 £ 9.45) fL] of patients in GC group were higher than
those in non-GC group, the baseline level of INR (1.62 + 0.35 vs 2.04 = 0.91) and PT [(19.01 £3.39) s
vs (22.63 + 7.63) s] were lower than those in non-GC group, the differences were statistically
significant (all P < 0.05). @The 90 d survival rate of patients in GC group was significantly
higher than that of non-GC group [81.3% (13/16) vs 46.4% (13/28); ° = 1.182, P = 0.024].
The 28 d survival rate of patients in GC group and non-GC group were 93.7% (15/16) and
64.3% (18/28), respectively, the differences were not statistically significant (* = 3.274, P =
0.070). The 180 d survival rate of patients in GC group and non-GC group were 56.3% (9/16)
and 39.3% (11/28), respectively, the differences were not statistically significant (* = 1.182,
P =0.277). @The clinical indicators including TBil (median: 198.50 pmol/L vs 180.34 umol/L
vs 311.00 pmol/L), GLO [(33.12 £+ 5.68) g/L vs (30.82 + 6.45) g/L vs (38.69 + 9.36) g/L]
and ALB [(28.66 £ 3.93) g/L vs (31.66 £ 3.93) g/L vs (27.20 £+ 2.99) g/L] after GC treatment
for 3 days and 7 days improved significantly compared with 0 days (all P < 0.05). @The
180 d survival rate of co-infected and uncoinfected patients in GC group were 44.4% (4/9)
and 55.6% (5/9), respectively, the difference was not statistically significant (P = 0.358).
The 180 d survival rate of co-infected and uncoinfected patients in non-GC group were 63.6 %
(7/11) and 36.4% (4/11), respectively, the difference was not statistically significant (P =
0.671). Conclusions The use of GC can improve the short-term prognosis of patients with
AH. Early assessment of the efficacy of GC (3 days of treatment) is beneficial for early
assessment of the clinical efficacy of patients. AH patients with co-infection can be treated
with glucocorticoids under the premise of effective antibiotic therapy.

Key words: Glucocorticoids; Alcoholic hepatitis; Clinical efficacy

RS MEFE Calcohol-reltaed liver disease,
ArLD) & 3R EH W 2 —, T RALD
BRI R ETHEY . ArLDY) S LB N8
Joi P P, b AT R R DNBRS PRI 98¢ (alcoholic
hepatitis, AH) . FF&F4Efb . FFEAGE 2 10,
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X Maddrey #| 5 p& %0 (maddrey’s discriminant
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o B IR SR R PLR AR A6 9T ArLD,

[F) S 96 57 YRR 4 R A Je L IR RORE o W R T R
(glucocorticoids, GC) W HIiill 4 fiE F N I3
RIS, B Ry HEtE H T SAHE #F DLAE
THIRAR, TTAE28 dAEAF R N 65% I i 280% . fH
DR HL AT R U B e B T fe AR AN B R, HATXS T2
T8 FHGCIR YT SAHAIAEAE G+ o ASHIF 5T R H (a1 ot
PE A B 55 53 BT GC X AH G 35 A A7 28 52

1 B 575

L1 A5t % LA2019%E 1 H 28202343 A e a4 &
IR EE XN RE S H O ERE IR BIAILD B & N
RN % . AILDRZWIFF & L FhRiE: OfF K4
POl s, —MEIESE, e ciEESR M= 40 g/d,

7= 20 gid; BREIWNA KEXIESE, e ol
> 80 g/d; @uIH4A EIEKIE. S8R =77,

PR R . HOEFIRKRM; OIMmiE R TR
RILFEENY (aspartate aminotransferase, AST) . A
RIRE AR5 (alanine aminotransferase, ALT) .

v-B BB RKES (gamma-glutamyltransferase,

GGT) . MJHZ % (total bilirubin, TBil) . ¥EINLAE
JE I [E] (prothrombin time, PT) . ~FI4I 40 iAiR
(mean corpuscular volume, MCV) 254845 T} 5

@R WEEE . AN ZHH# (computed
tomography, CT) . #ILIRMf4 (magnetic resonance
imaging, MRI) BBE I 35 14 B AR A 25 55 55 g s
PEFFR AL R I . IAARHE: FF 6 £ B XH
FE s FH AP RS s 220 78 BF (The National Institute on
Alcohol Abuse and Alcoholism, NIAAA) #HEFFHIAH
elhrE™, Bl. MIETBIl > 50 pmol/L. 50 U/L <
AST < 400 U/LHAST/ALT >1.5. HigbrnE: OF
B< 18FE(> 80%/; Q@M EMEMIREsE; @8zl
AR @WHBZWIREIEN K. B & R
i AMPER . g GAE; ©BA M ELL
B BINReA A % BT i g . At
FAFEmAEE /R AR X NRERECEZE Rt
e (5 AKY2021052614) , FTE BF 7 S35 5015
[ EHEBAE R E T

1.2 SAH WA 3 H [ bR 48 B 437 I AH ™ B 2
FEVEAE (BF) #RmDFRE473F4>, mDF = 324
NSAH, 204 < mDF < 3240 A% EAH, mDF <
2053 N EEAHY,

1.3 AR 7 ik 0 I J R B T 3k
BB FMRIGIRGE R, SR, F# . NE
PR “F34E H OO &M R, IR s BEfE
OB, IR . KIERE. HZA RS,

IR FIEFRALFEALT. AST. TBil. EPrbr
WAL ELAE  Cinternational normalized ratio, INR) .

H##EE (albumin, ALB) . 3k&EH (globulin,

BRD ) 20234F F15% $4HH

GLO) . GGT. H4HHu %t (white blood cell
count, WBC) . "R LE] (neutrophil ratio,

NEUT) . Ifi/Miit# (platelet count, PLT) .

MCV. LB (creatinine, Cr) . VHEALEE-EEMLEES
i 18] Cactivated partial thromboplastin time, APTT) .

PT. EtMLEEVESNE (prothrombintime activity,

PTA) . iFHMELDW-%r. mDFi¥4). mDF = 4.6 x
[PT (s) — XIHEPT (s) ]+ TBil (mg/dl) ; MELDV¥
4r=9.57 x InCr (mg/dl) + 3.78 x InTBil (mg/dl) +
11.20 x InINR. fR¥EE G HGCIHIT HAHEH 7>
HNGCHMAEGCH, LRMAHBE &R ER, M
WGCHRM 2533 dA7 diff RIEARZAL, St AR ™
HEREZAHEE AEFE,

1.4 GC#4 LR RN Fa i3 2 F) 2 ARYE MG 0 5 22
(European Association for the Study of the Liver,
EASL) #&REmaEi™, mDF = 32408, Hk
GO H A ZAIE, 45140 mg/dik B A 1 AR d,
KHAER dille) PEAHIEGCRERBE R, lilleiFinr<
0.455 AR, s %28 do lillevfsr= 3.19 —
0.101 x 4E{# (%) +0.147 x ALB (0 dif, g/L) +
0.0165 x TBilZ k& (umol/L) — 0.206 <& IfiE A4
(FeHO0, A1) —0.0065 x TBil (0dif, pmolL) —
0.0096 x PT (s) o HR4f E A 24 >J 5 ATAH 9 3L
BRI, PAE AR IR ST R, AR GC
HIEFH R HFRKG 2], R IMETBIKEAR, H
W JE Je B N20~160 mg/d, A8 s a] Fh A7 3k
HNT5d (4~30d) . HEYIMEEGCH EFH 1R,
25353 df7 dgkqTlilleit 4y, lilleiFsr > 0.4555°H
TRk WEERE RN RIFHET~10 djE BRI HE,
MR RN A LT 2. SEGCHLH LT DALR

. BB S I RIESEIRTT

1.5 %it 5432 K HISPSS 26.041GraphPad Prism 8.0
AT AF o B . FERE . RS . ALB.

GLOEMEIES M EEEI UL x+ sKR, W
2 18] Eb 3¢ K FH ST RE A oA 56, [E) 4L 1) AN [ B 1)
RO PR B2 &7 2 0 i, P B A A
Bonferronifg IF; K= ALT. ASTZEANFF & IE
B E TR M (Pas» Drs) Fow, MR
8K FH Wilcoxon B FNAS 56, [F] 28 18] A [R) B 8] 5 ) B
¥R HFriedmandE S 5RG 56 . 1 3 S A AF R S5
VORISR 20 8005, 4T EAER i Pearson 17

AR Ey BiFishertfi VIR %%, % HKaplan-Meieris:
2 AT I AT 00T, R Log-rankidh A7 AE A7 G
. PP <O0.058ZEFA G EE L

2 #R

2.1 AT AWFTE2006 ArLD &35 1 1745 & AHZ B
FRAERIA5H], FRAE NHEARHE, AN 5T 4441,

Hertefs) (1) MHBERBIT (GC4D) ,



284 (BN BEMD RMEHBMERIT (JEGCHD) .
GCHL B FHFEH /N TIEGCHL, TBil. GGT. WBC,
NEUT. MCV¥& T-9EGC4L, INRFIPTIE T IEGC
H, ZERAGIFEX (PE<0.05) . L&,
2.2 GCZAA 2533 dAn7 dis JRABARTAL A FHO d.
3d. 7d BIIGIRFERLAE G B ECN8H] . GCAL L
YAT3 AP TBIl, GLOMIALB#EIIEZ: (0 d) A EZ
#(P¥< 0.05) , 6977 d TBIMFREE FPE (P <
0.05) , W2,

2.3 AR EAHE R A &k BHER AT
SYEJG, RIS AR AH S FH A A S LT B
Bom, ZRLS1 = X [Log Rank (Mantel-Cox) =
2.138, P=0.565]. W.I&1.

2.4 GCAAEGCLAHEF WA HFF GCIHITAH
93.7% (15/16) HBFHEAAFEIL28 d, MIEGCHIAN
64.3% (18/28) , EZREGITH¥E N GELLMRKIE
7 =3.274, P=0.070) ; GCH190 d4E173R N81.3%
(13/16) , BE&ETIAEGCLAH46.4% (13/28) ,
EZRAESGHFEL (fF =5107, P=0.024) , GC
HAIEGCLH 180 dA= A7 43 1l 956.3% (9/16)
39.3% (11/28) , ZEREGIHEL (F =1.182,
P=0277) . GCHMIEGCLHmMDF < 324} 890 d
AR RT2.7% (8/11) F173.3% (11/15) , %
BTG E L (P=1.000) , mDF = 324384
90 dAEAFHE 4 RIH100% (5/5) F128.6% (2/13)
EZREFRIFEN (P=0002) . WHK3. #4. K2,

i . 57

2.5 P REAHEZ A FFIL 220 EH (GC
Mo, JEGCL20%]) NFihf BIF &Y, GCHL9%
BE MG UER. AERTRTR N FGC
1BIT, VBB TR A B K B SR i 2 B R
1BYT, ZABERIGIT2 dET. AR AHE
TP USAERMERAB T, GCHFR &I EE
IR 35180 dAEAT ) 1 R44.4% (4/9) | 55.6%
(5/9) , EZREGIHFENL (P=0358) , JEGCH
WA IR RR & IR G FE 5 180 dAEAEF 43 il
63.6 % (7/11) . 364% (4/11) , ZRTGi%E X
(P=0.671) , W5,

31~40 %

41~50 %

51~60 %

> 60 %

I i) (dD)

RS EENE (D
31~40% 7 6 5 4 2 0 0
41~50% 12 10 9 6 3 1 0
51~60% 17 11 6 5 4 3 1
> 60 % 8 6 6 5 4 3 0

1 REFRSBEEE AH BENEFrZ%

#£ 1 GC4HMIEGC4H AH BEEZER

& RAFAE GCza (164]) EGCL (284]) it Eh Pih
HFHh (xxs, F) 46.63 +7.98 54.89 + 11.40 1=-2.559 0.014
Fr [ (%) ] 15 (93.8) 28 (100.0) 7 =1791 0.181
A [ (%) ] 8 (50.0) 16 (57.1) 7 =0.210 0.647
B (x+s, F) 17.69 + 8.96 24.41 + 12.85 t=-1.840 0.098
YIS (M (pys, prs) » g/d] 77 (56, 140) 71 (56, 140) z=-0.576 0.565
AST [M (pays» pss) > U/L] 95.50 (70.50, 150.50) 110.0 (66.00, 181.00) z=-0.610 0.542
ALT [M (pys> pss) » U/L] 33.50 (24.00, 66.00) 36.0 (23.00, 66.00) z=-0.659 0.510
AST/ALT [M (pys, pss) ] 2.85 (2.01, 3.65) 272 (1.94, 3.86) z=-0.061 0.951
TBil [M (pys> pss) > pmol/L] 300.04 (159.66, 422.25) 101.72 (66.16, 207.67) z=-2.611 0.009
GGT [M (p,s5» pys) » U/L] 305.50 (147.75, 451.00) 96.00 (47.50, 260.00) z=-2.519 0.031
ALB (x%s, g/L) 28.31+5.05 26.18 +5.86 t=1220 0.229
GLO (xxs, g/L) 35.81£9.40 38.53+8.75 1=-0.964 0.340
WBC (x£s, x 10°L) 14.45 £ 8.69 8.67 +4.58 1=2.898 0.007
PLT [M (pys» pss) » x 10°/L] 154.00 (96.50, 210.25) 81.00 (51.50, 165.00) z=-1.928 0.054
NEUT [M (pys> pys) » x 10°/L] 6.87 (3.53, 11.51) 9.36 (5.96, 16.69) z=-2.611 0.009
Cr[M (pys, prs) » umol/L] 67.00 (46.33, 88.60) 60.50 (48.35, 78.75) z=-0.171 0.864
PA (x%s, %) 54.23 +17.05 4748 +17.44 t=0.819 0.220
INR (x*s) 1.62+0.35 2.04+0.91 1=-1.342 0.037
PT (x%s, s) 19.01 +£3.39 22.63+7.63 1=-2.167 0.036
BUN [M (pys, ps) > mmol/L] 5.89 (3.89, 9.12) 4.34 (2.80, 6.09) z=-1.110 0.826
MCV (x+s, fL) 106.09 + 8.85 99.43 +9.45 1=2298 0.027
MELD#% (x£s, %) 14.16 + 4.54 14.03 +£7.72 t=0.073 0.942
mDF [M (pys, prs» &) 26.50 (10.55, 44.07) 21.81 (7.51, 54.66) z=-0.268 0.778




) ) 20234 F15% 4

#z2 GCHHAH BEELZ (0 SEAEEI A 745 FIER

R 0d 3d 7d it B Pi&
AST (x+s, UL) 123.75 = 34.78 110.86 + 46.31 113.22 +58.01 F=0.580 0.573
ALT [M (pys, pss) » U/L] 41.50 (23.75, 66) 53.50 (21.50, 66) 67.00 (28.25, 118) % =1.000 0.607
TBil [M (pys> pss) » pmolL]  311.00 ( 174.83, 421.50) 198.50 (140.56, 341.48)  180.34 (13691, 219.36) ;' =12250  0.002
ALB (x%s, g/L) 27.20 +£2.99 28.66 +3.93 31.66 +3.93 F=4.069 0.063
GLO (x+s, g/L) 38.69 +9.36 33.12+£5.68 30.82 + 6.45 F=43883 0.042
GGT [M (py» pys) » UL] 32250 (151.50, 652.75)  250.00 (128.50, 527.00)  279.00 (111.75, 504.25)  5*=3.250 0.197
WBC (x+s, x 10%L) 13.42+5.71 16.23 + 4.41 17.98 +8.58 F=2.133 0.161
PLT [M (py, prs) » x 10%L]  163.00 (82.75, 203.00) 160.00 (96.00, 277.00) 143.50 (57.75, 235.00) % =1.000 0.607
PA (x5, %) 63.00 + 18.84 53.80 £ 15.35 49.27 + 14.40 F=3.448 0.066
PT (x+s, s) 17.51+2.77 19.00 3.97 19.70 = 4.03 F=1637 0.235
lillei# 4~ [M (pass prs) » 7] 0.20 (0.07, 0.48) 0.09 (0.04, 0.42) z=-0.701 0.483

¥: 0d57dAH, TBil ¥ =1.625, P=0.001, ALB P=0.201, GLO P=0.125; 0d 5 3 d#itk, TBily’ =-1.375, P=0.006, ALB
P=0.927, GLOP=0270; 3d 5 7d#ik, TBily*=0.250, P=0.617, ALBP=0.175, GLO P=0.738; XM 0d. 3d. 7d WK%

BHaF G R GIEC 8 Bl

%3 TR AHFERE GC ABENEEE [ (%

mDF (k-3 180d 90d 28d

<204 4 3 (75.0) 3 (75.0) 3 (75.0)
20~32%> 7 4 (57.1) 5(71.4) 7 (100.0)
=324 5 2 (40.0) 5 (100) 5 (100)
¥t 16 9 (56.3) 13 (81.3) 15 (93.7)

T4 AEAHTEEEIEGCHEENETER(H (%) ]

mDF (k-3 180d 90d 28d

<204 13 8 (61.5) 10 (76.9) 12 (92.3)
20~324> 2 1 (50.0) 1 (50.0) 1 (50.0)
=324 13 2 (154) 2 (154) 5 (38.5)
¥t 28 11 (39.3) 13 (46.4) 18 (64.3)

£S5 NEHEREAHBEEEERN BOJEFFR[H (%) ]

28 5 1) % AR R R PiE
GC#a 16 0.358
E¥: 9 4 (44.4) 5(55.6)
= 7 5(71.4) 2(28.6)
EGCL 28 0.671
%5 11 7 (63.6) 4 (36.4)
T 17 13 (76.5) 4(23.5)

FE: RH Fisher HYIMERE, TAGSIERE.

3 itig

AH S —FP Sk SORE PRI, HLARRAE 2 H I3
JE AN 4 B GE R ML ZREAE (systemic inflammatory
response syndrome, SIRS) , %5 HAAIH HA A& 905
PR . RE SRS W ARTT I 2 A R
P, AHREAIPE. P A DA S PROUL 823 1] R R A
HEARTT S EAHER PR & T B AHBH K
AN MG 22 R0 S R 4 A B SRR R AR M 5 Jk g
X 73k, PRI AH S S (1) 55— N 12 WPk d 2 Ao il
T PERE R

KW &l R ES S E &M%
40 A AE B R AR PR, 3 B e 2O

Log Rank = 0.606

P=0.436
SRS N H (1)
Ge4l 16 15 13 9 5 2 0
EGe# 28 18 13 11 8 5 1

2 GC4H#n3E GC 42 AH BEmE 7l

(lipopolysaccharide, LPS) %545 J5i A4 AH & 7 T 155X
(pathogen associated molecular patterns, PAMP)
s B B 4 B 2R T8O B PE 980E A R
A A % T (damage associated molecular
patterns, DAMP) . DAMPRIPAMP 5 4 3% 41 it
T S5 Jo 248 B b %) 9 S A A 552 AR i To L1FE 52 44
(Toll-like receptors, TLRs) FIIZEER4E & 5 F 45
KIS FE 24K (nucleotide-bound oligomeric domain-
like receptors, NLRs) 254, FHZUHELE R %
PERE, TR RN R A R, R B4
L. TR AT B SR 250 40 i A 5 000 A g2 e R
I, B2 S EUFIE 0 MR JORELT i A
10D JHE 40 B 4k 1 A% 72 AR g B AR B 22 p Ok
FEROME RN R, B R MER R B A 5K

()4 B PR A O T8 97 SAH.

KT GCIRIT SAHIIT B C A 2 Wl IR 7T,
S RMEE IS AME, AFE R STOPAHIK
5, @HRFRYGCH ALK SAHE#28 datr- &,
X 11T AT RS 1 25 26 0 M 3R 0, A28 dIY
AT R AR 6 AR IE RS IO K 1 [ ot
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