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[HE] B FITNHEETREY (DAAs) RINERAMTAKRS (HCV) EEMER
BT (CHCO) BEMAHNBERINE. FE LANIIBIEDAASTEST JG RS R ER 825 &
(SVR) WICHCHE: %, WHREZBITHIE A4 (WBC) « 241 (RBC) . I/MR (PLT) . HE
REEEBE (ALT) . RINAZRALERE (AST) . BHZZE (TBiD . MIREE (BUN) .
MALEF (Cr) . PR (LSM) . ASTAHNML /MR ELHRIEE (APRI) HFib-4 {4y (Fib-4 score) (K38
o ¥ EE LN HDAASIEIT RIS Wit AT 4040, AP 7760, AREEHARFREALZH 134, %
REBAFFRELAH21H], LR & H B EDAASIEIT T JELSM. APRUFIFib-43F4 1484k ; R FLogistic—
TR M), FEFE R, fkEIEH (BMI) . WBC. PLT. ALT. AST. TBil. APRIMIFib-4 $£4
HI SR LSMARELAE RIS . 255R AN411141 83, WBC. PLTH&, ALT. ASTHITBilF#K,
5WBirniESAE S E N (Z=—3.842, P < 0.001, Z=—3.854, P < 0.001, Z=—8919, P <
0.001, Z=—8.882, P < 0.001, Z=—4.487, P < 0.001) , [ AZH11145 E3% MALEF (Cr) Fif R
& (BUN) 5WBIrmERBLE B (Z2=—0287. P=0.774, Z=—0.424, P=0.671) . 111
Wi B3 3R T AN T - 44k #5467, BILSM. APRIFIFib-4 RKF%, ST HiERBERKIT#E N (Z=—
6.955. P < 0.001; Z=—8.836, P < 0.001; Z=—6.838. P << 0.001) , JrhfCILHIfFfifhal. eft
FEHARFAEAL 2 2 LSM. APRIFIFib-4 | 418 B S AR ERF R 4B 3% (LSM: = 13.52, P < 0.001,
2 =34.00. P <0.001; APRI: ¥’ =10.84., P < 0.001, y*=2838. P < 0.001; Fib-4: y=1683. P <
0.001, x°=29.36. P < 0.001) . fREMITEALAL S S ACEL T AL 41 £ LSM.  APRIAIFib-4 F B&1E
JEE RIS FE L (LSM: ¢ =1.08. P=0.58, Fib-4: y*=0.84. P=0.66, APRI: »* =0.09.
P=096) . BEALTHLIE[P = 0.045, OR (95%CD =0918 (0.844~0.998) ]. AST [P=0.013, OR
(95%CI =0.862 (0.767~0.969) JFIAPRIZEZEE[P = 0.032, OR (95%CI) =0.001 (0.000~0.555) ]
BURAIRWBCEZ AP = 0.019, OR (95%CI) =2.508 (1.161~5.421) |HBEF{GSVR/FLSME F| & 3%
M, i RIhEMRCHC B H MHCV R i ST 4F 41 B2 Bieste,  HUITRE AL 2R3 P e A R B i
WoNEE . WCHCHEH MR R R ZPURERTT, RFILISVRAT A CHC & 38 T IE 58 8F & T 41 4 b
&, AR R A I AR RE R 2
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[ Abstract] Objective To investigate the improvement of liver fibrosis in patients with chronic
hepatitis C (CHC) after removal of hepatitis B virus (HCV) by directly acting antivirals (DAAs). Methods
Total of 111 CHC patients with sustained virological response (SVR) after treatment with DAAs were

DOI: 10.3877/cma.j.issn.1674-1358. 2019. 05. 012
Ve A 030000 AT, ITHERIKSEE —IHRESBE s 0300004 5T, 11 PHEERlA 25— B bl el
EEME#E: TIA%E, Email: jiayintang@126.com



rh RS0 AN A RS 2% 35 (HL TR) 2019410 H 45135 %5581 Chin J Exp Clin Infect Dis (Electronic Edition), October 2019, Vol.13, No.5

enrolled. White blood cell (WBC), red blood cell (RBC), platelets (PLT), and alanine transaminase (ALT),
aspartate transaminase (AST), total bilirubin (TBil), blood urea nitrogen (BUN), creatinine (Cr), liver stiffness
measurement (LSM), aspartate transferase/platelets ratio index (APRI) and Fib-4 scores (Fib-4) of patients,
before and after treatment respectively. Patients were divided into groups according to the diagnosis before
treatment with DAAs, including 77 patients as chronic hepatitis group, 13 patients as compensated cirrhosis
group, and 21 patients as decompensated cirrhosis group. LSM, APRI and Fib-4 before and after treatment
with DAASs in each group were compared, respectively. Logistic binary regression analysis of the effects of
baseline values of gender, genotype, body mass index (BMI), WBC, PLT, ALT, AST, TBil, APRI and Fib-4
scores on LSM changes were analyzed by Logistic binary regression. Results Compared with pretherapy, the
counts of WBC and PLT were significantly elevated, ALT, AST and TBil were significantly reduced in 111
patients (Z=—3.842, P <0.001; Z=—3.854, P <0.001; Z=—8.919, P<0.001; Z=—8.882, P<0.001; Z=—4.487,
P < 0.001). There were no significant differences in serum Cr and BUN before and after treatment of the 111
patients (Z=—0.287, P = 0.774; Z=—0.424, P = 0.671). The three noninvasive liver fibrosis markers LSM,
APRI and Fib-4 of 111 patients were significantly different from those before treatment (Z=—6.955, P <0.001;
Z=—8.836, P <0.001; Z=—6.838, P < 0.001).The three noninvasive liver fibrosis markers were statistically
significant of patients in chronic hepatitis group compared with those of compensated liver cirrhosis group
and decompensated cirrhosis group (LSM: y* = 13.52, P < 0.001; y* = 34.00, P < 0.001. APRI: y* = 10.84, P <
0.001; 5* =28.38, P < 0.001. Fib-4: y* = 16.83, P < 0.001; 5> = 29.36, P < 0.001). But there was no significant
difference in the three noninvasive liver fibrosis markers between patients in compensated cirrhosis group and
decompensated cirrhosis group (LSM: x> = 1.08, P = 0.58; Fib-4: * = 0.84, P = 0.66; APRI: 5* = 0.09, P = 0.96).
Patients with higher ALT [P = 0.045, OR (95%CI) = 0.918 (0.844-0.998)], AST [P = 0.013, OR (95%CI) =
0.862 (0.767-0.969)], APRI [P = 0.032, OR (95%CI) = 0.001 (0.000-0.555)] baseline levels or lower WBC
[P =0.019, OR (95%CI) = 2.508 (1.161-5.421)] baseline level had a significant improvement on LSM after
SVR, all with significant differences. Conclusions The degree of liver fibrosis was significantly reduced in patients
with CHC whose HCV were successfully removed, and the changes are more significantly in LC patients. Antiviral
therapy should be initiated as soon as possible for patients with CHC. Early realization of SVR could block liver
inflammation and liver fibrosis for patients with CHC, thus reducing the occurrence and development of cirrhosis
decompensation complications.
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WRIRF %% 5 (hepatitis C virus, HCV) &
Yot SO ELL (liver cirrhosis, LC) A4
J& C(hepato cellular carcinima, HCC) ) % JE K
23 HOVERB M R AR, WiEdEE
18, HEREREM, 4080 8 O RAER,
AR R AR R B R AR B R S i R B, A R
B RAERAELCIHRIEM LN 4 K. £930%18
PEPIRIT 4 (chronic hepatitis C, CHC) 34 1E/%
FeJra20~30E N K EANLC, £925% LCEE A REK
JENHCCY, —H iR NLC, HCCH KA % EF
W, BAEREY, ETTHE (interferon,
IFN) 697 77 SRR RF Wi B % (sustained
viral response, SVR) HJCHC &3 T I 4 i B 5. sk
B, B4 s s B8 seE™. ERIFNA R KN
BZ. BEANMZ. SVREBLEFEK, HIGK L

MHSZ BRG] TEk, EEPUREEZAY (directly
acting antivirals, DAAs) )] H{HFHCV/EYLESVR
BEFE, EH5%LL L, HN FADAAsHUR A
I 5 (0 BT £ 4 A0 FE B R 5 50 e AR A Y,
b, AHE TS L DAASIEYT G 3R1FSVRIFCHC i
A YR bR 221

JH JE 20 235 A A R VT Ak I 28 4E AL 1) S bR
IO G A, AR HAA I, (8 H AR
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E2015F4 7 1HE2018F11 A31HEL iz T LU ER
R —E R £ DAASIRIT 5 343 SVRICHC 3%
L1114, BEARATIHAL SR, (HH 5 & E
YRIT R JEAT FE AR B 3 S f%. (Fibroscan) il %€,
NZH B8 2 5 I 8 A A H B AR S L R, ASHIE 00
7 30 A JE A0 BT T 4R AL WS 4R AR, BIAT
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TEF (liver stiffness measurement, LSM) . K]
LR R F5 M (aspartate aminotransferase, AST)
/N (platelet, PLT) EbR45%0 (aspartate
aminotransferase-to-Platelet Ratio index, APRI) }
Fib-43F4> (fibrosis 4 score, Fib-4) , 51EHIKr
DAAsHURERIRIT 7 G B A 4IRS R I A el
%, PAREWT .
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AHTFNCER20154E4 H 1 H Z220184E11 H 31 H gt
Z T ERIR S — BRI R 12 AR
RN FATHRICHCEFAE AR R BT 9H
NEEYRE R RBGTER (201500 )
MICHC EHiZWibni™ . HEbR & IF 2 BLITF 299 7
(hepatitis B virus, HBV) &4y, FF754 dskijy,
H S e eI 28 . RS TR IRIDTI . FHEEUE
A Jey kAR A PR AR 1) S, b PR LSMIF) 63
A E 5% (body mass index, BMI) = 30 kg/m’
&, [F ARV T AR 2 bR BOR R TR
DT BR i -2 w451 o

FHTRANEERNEIT T % 2R AT + ik
FAth3Fs (sofosbuvir + daclatasvir, SOF + DAL) J8J7 )7
FHEI200] (26.1%) , #E2HE A CRIAIFH +H
#1795, sofosbuvir + ledipasvir, SOF + LED) J&J7 /7
FFES5) (49.6%) , E2H A CRIRAGE + 4E
MAfth=F, sofosbuvir + velpatasvir, SOF + VEL) J&JT
TIEEISE (13.5%) , #2 R+ + MEFHK
(Sofosbuvir +ribavirin, SOF + RBV) A7 /7 5% 8/l
(72%) , #ZZEAAFH + RO BHTFIRER + A
2354k (sofosbuvir + pegylated interferon + ribavirin,
SOF + PegIFN +RBV) i/J7 T REM (3.6%) -

SVRBIFEH R #1097 45 W5 12~ 24 A T HCV
RNAMK T FE (< 50 TU/mD . DAAs A
T EATIE, P BN R SR

= ik

LR TR R B RIFEAR(E B . DAASHUR
BRI 7%, HCV RNA#E ., HFOReAdehR. 1L
WL BEEES . B EALTZ 9 (computed
tomography, CT) . Fi3L#k (magnetic resonance
imaging, MRD) %k}, WEEPUREIBIT T SITHE
iR (12~24/) LSMllEA(E, HAFFH AT 6ES

P B L2 B N L VSR B0 e 2606 9T BT AT RE A RS
(12~24J&) APRUEFIFib-4{H . AHF5E A BE1
FRAFSVR-128SVR-24 (FIf77 45 3K 5 12 524 i 6
MHCV RNA< 50 IU/mlD) .

MR B S R AR R AR 4G A
BE (A ECTHIEHMRD 4 H 75 g
PEFF R T7H] (69.37%)  ARLE 1 A%, 45 13451
(11.71%) F R 202145 (18.92%)

2. FFRE)E (liver stiffness measurement,
LSM) : K FF£F 44k T B {X 2§ Fibroscank
HATIE R . Fibroscan 20014E H % [E Echosens /A &)
TR BTl 3 0 LSSk 4] Uk FFF JUE 2T 24 4 1) A
JE, FEX AT 4EAC AT R S, TR B AR A
ZUGK, RN IS RERH T & S A BB BOw 15 (1)
WS Bk B BUWEMLAE AT A
PRI B IAS, RRR R AR 100 R, 453
A RE A7 5 (kPa) o W& TS LSMIHE K
TR RE A YA TR . AR FL o 3 T i
HPUR T RTAIIRSSVRG I ELSM.

3. APRIFIFib-4: APRIE20034F H1 25 [E WaitZ%!")
B, AN T IRKE P20 R, RIASTA
PLT R VPl AT £F 4 (b AT A AL, a5 A Xk
APRI=AST (U/L) = ULN (U/L) +PLT (10°L) x
100 (UNLANASTH)IEH EFRME, EI40UL) .

Fib-4/220064F 1 SterlingZ5!" 19 k2 th, 2iF
At JHF5 B85 THE A1 4R AR FE 1 3 Ah — Fh Jo 6 B I 7
7, BAEHNRBRRAREERE (alanise transaminase,
ALT) . AST. PLTHISER4TTEFR, HitFARK
N: Fib4 =4 (%) xAST (UL) +PLT (10°L) +
[ALT (UL) 1"

DA 55 o 0 1) B 21 4 A0 VA 7 vk DR L 7 B
ELEIGIRL Tz, A8 20 50l T R85 03 25 Hi A0
R1FSVR 5 11 H APRIAIFib-41F4) o

=, Guit b

KHSPSS 23,084 AT G i 2 40 #r
F40M (leucocytic count, WBC) . £ 41U
(erythrocyte, RBC) . Ifi/pix. ALT. AST. &
JHZT 2 (total bilirubin, TBil) . IMJRZE % (blood
urea nitrogen, BUN) . IALEF (creatinine,
Cr) . LSM. APRIFIFib-44 i} & %A S IE
AoAn, KA (P25, P75) 1#ExR, 2tk
ARBTG5 AT ZE, TAMNFEIE
BOAT, A6 ¥ (P25, P75) 1ER: Fiik
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5k ERBE RS, Pyt s®om; M. &
R 28+ HOR B (%) Ron. RAAES B
6 T A BE S LU B Wilcoxon £ 5 Bk A 56 73 #r &%
TRtriRT Al e ZR R B AR ¥EN, BHIES
BR8N FE AR LL AR [ Kruskal-Wallis Hfs 56 DL &
Z AT RE AR B A [ Nemeny 17246 56 K L A
A s LR IT AT G SRl Z R R B A I ¥ =
o BIRAFSVRGLSMEATT 7l 03 > 30%5E N
FEHbR, KM Logistic— 7t [mIH 73 #ri2xf L _E %
fatr AT R R L2 E . BLP < 0.05 8%
RESRITFE L.

#& R

—. 111{H|CHC & #F 3L AV R

LU PICHCE #H, SRR A 1bA
99 (89.2%) . laZiafi] (3.6%) Fl12a%igf
(7.2%) 5 Hr 5B 496 (44.1%) , Zot624
(55.9%) ; “FHIFER (49.05 £ 14.25) %, T
NBMIJy (22.98+2.79) kg/m’,

—. 11BICHCE R RIT R R A b Fe br

ZDAASIHIT G RESVRITT1HICHC ¥,
WBCHIPLTF} &, ALT. AST. TBil[&fk, 5647
MERWE G FE N (Z=—3.842, P < 0.001,
Z=—3854, P < 0.001; Z=—8919, P < 0.001,
Z=—8.882, P<0.001, Z=—4487. P <0.001) ,
MCrABUNKF 5T Z R LSt FE X (Z =
0.774. P=0.259; Z=0.671. P=0.797) , W#%l.

=. 11BICHCE F BT 1 5 A 4uf 18 s

¥ B IRIT TR A b Fe AR AT IR B R
B, ZDAASIHITIRESVRINE L, EIRITEH
JGLSM. APRIFIFib-434 53697 /i A AT bR A%, %=
REGIFEEN (Z=—6.955. P < 0.001, Z=
—8.836. P < 0.001, Z=—6.838, P < 0.001) ,
M1,

KA AESHR 56 2 AL A HE K ruskal-
Wallis HASG 56 E RO 1 T 9 26 . AR A4 2
FRAR A J B Ak 24 8 3 VR 9T AT SIS LSM. APRIAA
Fib-41 20 {H, 25K B/R34HEFHLSM. APRIA!
Fib-4 W 2 R A Gt %8 L (ff =26.539, P <
0.001, y*=36.939, P < 0.001, y*=39.566. P <
0.001) , HARACEZIANT AL B I F 4L 45 b5 R
B B2 e K, WLAR2.

2 18] P P ELBCR F HE S B 36 2 AN ST RE AR
P EL I A Nemenyikka der, A2 A A0 20 A0 24X
P AR AL 2H 5 LSM.  APRIFIFib-4(K) F g FE 45
SR A S (LSM: 4 =13.52, P < 0.001,
¥ =34.00, P < 0.001; APRI: 5 =10.84, P <
0.001, »*=2838. P < 0.001; Fib-4: x> =16.83.
P < 0.001, x> =29.36. P < 0.001) , MifCiiifr
itk 21 5 KA IARF A AL 2 ILSM . APRIAIFib-4
BRIESE, ZRIGFE L (LSM: ' =1.08, P=
0.58, Fib-4: ¥ =084, P=0.66, APRI: »*=0.09,
P=0.96) , W#2.

VY. LSMISEE M Rl 3R

¥ ARAFSVR 5 838 Fr A LSMAE 6 J7 1 ek

& 1 3R4F SVR 1§ CHC B 077 1l B AH AR I

EiE o1l e AT

WBC (x 10°/L) 111 4.62 (4.05, 6.59)

PLT (x 10°L) 111 157.00 (115.00, 240.00)
ALT (U/L) 111 39.00 (27.00, 75.00)
AST (U/L) 111 40.00 (25.00, 66.00)
TBil (pmol/L) 85 17.70 (13.65, 21.55)
Cr (pmol/L) 67 61.60 (51.70, 70.10)
BUN (mmol/L) 73 4.44 (349, 517
LSM (kPa) 68 9.15 (5.53, 13.35)
APRI 111 0.58 (0.36, 1.49)
Fib-4 111 1.83 (0.80, 3.88)

RIFSVR)F VAL PlE
5.02 (4.30, 6.54) —3.842 < 0.001
182.00 (132.00, 219.00) —3.854 < 0.001
15.00 (11.00, 21.00) —8.919 < 0.001
20.00 (15, 00, 24.00) —8.882 < 0.001
14.30 (12.40, 18.80) —4.487 < 0.001
63.70 (54.15, 71.55) —0.287 0.774
431 (3.71, 5.15) —0.424 0.671
5.30 (3.50, 8.90) —6.955 < 0.001
0.29 (0.21, 0.43) —8.836 < 0.001
1.35 (0.70, 2.28) —6.838 < 0.001

: WBC: A4iffl, PLT: /MR, ALT: WRARZALEHE, AST: RITXEMEILEMLEE, TBil: BMHZEK, Cr: MALEF, BUN: K&K

%, LSM: JFBEE{E, APRI: KITARERFEHEAIM/M LRI, SRR EWS%ME: WBC:

(4~10) x10°L, RBC: (4~ 5.5) x10"/L,

PLT: (100~ 300) x 10°L, ALT: 5~ 40U/L, AST: 8 ~40U/L, TBil: 5.1 ~ 19 pmol/L
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> 30%E X ALSMAS 2 2 3 0055, 1E4%30%1X 4>
{2 R Fibroscaniill it i fo VEAEA &b, e
gl A5y 7 18] B AT DAAT AR T rR AL B TA 30% 1
&, HIXAN B CAE 2 T 7 s A
AHF 77 FL i £ 3 33t 47 Fibroscans M 1 6 8471 £
H, BURIL AR LSM 3 s a4 (64.7%)
RP3R1FSVR G LSMIEEUA YT AT s > 30%, X &48
FrigEAT H.K K Logistic — Jo Bl 1 /3 AT i 7x, ALT.
ASTAHIAPRIFEZL B ST LSMESE R4 BE B Sk, 1M
PRI, FERAY, fREFEEL. PLT. TBilfIFib-4J3E2R1H

B FHLSMEGERERE LR E R (P> 0.05) .
FEXTLSMECE AT 2R R 2 (P < 0.05)
WA, 24T 2 K & Logistic — It [ H 3 #
B, BEKFALT. ASTHIAPRIZEZL f 8 %
WBC T K1 FE 248 1) 8 35 /£ 383 SVR JFLSM A5
FIEEMNE (OR = 0918, 95%CI: 0.844~0.998.
P =0.045; OR = 0.862. 95%CI: 0.767~0.969.
P =10.013; OR=0.001, 95%CI: 0.000~0.555.
P =0.032; OR=2.508, 95%CI: 1.161~5421, P=
0.019) , W3,

R 2 AFMRALEH B SVR i Ja A 4Eiitn

PEIT 98 41 AR HRTRELLZH KA SARTREALZH
FUEAARR B B B P! PfH
% el kS febriid % fetril
LSM (kPa)
VRIT I 4 6.00 (455, 833) 10 13.00 (11.58, 14.18) 16 2275 (1492, 29.48) 45861 << 0.001
SVRJG 4 3.80 (3.10, 5.00) 10 8.10 (6.80, 10.83) 16 1420 (10.15, 19.43) 44582 < 0.001
A 42 —240 (—385, —083) 10 —505 (—533, —375) 16 —725 (—1240, 450 26539 < 0.001
APRI
EEgI) 77 043 (032, 065) 13 1.25 (0.77, 2.86) 21 2,66 (123, 3.36) 43429 < 0.001
SVRJA 77 025 (018, 031D 13 039 (026, 0.99) 21 0.56 (035, 0.86) 34087 << 0.001
AAE 77 —0.19 (=036, —0.12) 13 —1.08 (—2.10, —041) 21 —220 (=269, —059) 36939 < 0.001
Fib-4
HEITHI 77 1.19 (066, 2.19) 13 381 (278, 522) 21 6.50 (444, 8.08) 50046 < 0.001
SVRJG 77 107 (057, 1.77) 13 258 (117, 3.62) 21 2.80 (1.90, 4.28) 35283 < 0.001
AL fE 77 —021 (—058, 0.10) 13 —116 (=174, —068) 21 —387 (=511, —178) 39566 < 0.001

W TERRERA [ i3 (P25, P75) 18w, AR E AT 4R b2 LB ELfe: LSM: 18 AT 44 vs. AQLIINT AT AL 4 -
£= 1352, P<0.001, 1BHEHFRA vs. RAVEBIFFAILLL: ¥ =34.00. P <0.001, RILWIFFREILAL vs. RACREHIFAEILZ: »*=1.08. P=0.58; Fib-
4: BYENT LA vs. ACRLINTHFRE(LAL: = 10.84. P < 0.001, MEVEAT 44 vs. KACEL AT REALAL: 5 =28.38, P < 0.001, FELIATREILAL vs. 2k
REEIIFFRE(LAL: = 0.84. P=0.66; APRL: 1&PEATRA vs. ARLEHIFFIFEALLA: = 1683, P <0.001, MBVEFFRL vs. RACEIIFRELA: =
29.36. P < 0.001, fUEEMIRFREILAL vs. ARVBEIIAF AL AL: ¥* =0.09. P=0.96

& 3 KM Logisitic —Jtlml V731 & fabn B 250 LSM AR LA I 5

PRI (684D

ZHEMT (6851

e
fibs ORI (95%CD) Pl ORI (95%CD) Pl
51 0.438 (0.158~1.209) 0.111 — -
BE 1.683 (0.165~17.126) 0.660 — —
BMI (kg/m®) 1.065 (0.890~1.274) 0.493 — —
WBC (x 10°/L) 1.407 (1.00~1.980) 0.050 2,508 (1.161~5.421) 0.019
PLT (x 10°/L) 1.003 (0.997~1.010) 0.289 — —
ALT (U/L) 0.979 (0.961~0.998) 0.032 0.918 (0.844~0.998) 0.045
AST (U/L) 0.973 (0.950~0.996) 0.020 0.862 (0.767~0.969) 0.013
TBil (umol/L) 0.990 (0.955~1.027) 0.598 — —
APRI 0.577 (0.340~0.980) 0.040 0.001 (0.000~0.555) 0.032
Fib-4 0.889 (0.745~1.062) 0.195 — —

e =7 RATAHSMT
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CHCHITH E ZHIFZIGHRHCV, LI
SVR, {H5Zm CHC & 2 5 5 21 Tl f5 (R 25 2 A
AU FERE™, BRI T TR BT RN R E
B, CHCHEFZALFISVRIGHFLA 4183 7 B3E
HE, TAER, DAASRILN HFE . AR RN
AL TR DA BT RE AL s, RN CHC
WIERIIRIT T RS Y, 7 EDAAsIER 5 NI E
ZHT, R 2 HUEE B DAAS N ENEAE =, Y
ARy B N FIAE A R AP I DAAs . H TR
T4 DAASIARIT 5 A SVR I 83 T s A 2% O 7
FORMIEU, AR Z kB T EAME, M
Bz o E CHC 2 # DAASIR YT Ja I AR 4k AR 01 B
SEHR -

KT SRR, M FDAASIAYT ICHC B %1753k
BSVRJG, HLSM. APRIMIFib-4{H¥153| T i3
M, HLCHEE T4t br ol 8 8 oN 53,
X 5 ChanZ" fiMohammed ™ i 57 45 T —3%, #£
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