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Abstract

AIM: To investigate the predictive factors associ-
ated with rapid and early virological response to
pegylated interferon and ribavirin treatment in
patients with chronic hepatitis C to provide the
basis for treatment selection and outcome pre-
diction of antiviral therapy.

METHODS: Eighty-one patients with chronic
hepatitis C treated with pegylated interferon
and ribavirin were followed up at 4, 12, 24, 48
wk and at least 24 wk after discontinuing treat-
ment. Information for the patients was recorded
in detail, including sex, age, baseline HCVRNA
level, body mass index (BMI), diabetes mel-
litus, cirrhosis, history of alcohol consumption,
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fatty liver, blood transfusion history, and previ-
ous antiviral treatment history. Patients were
divided into rapid virological response (RVR)
group, early virological response (EVR) group,
no response (NR) group, relapse (RL) group,
and sustained virological response (SVR) group
according to the treatment situation. Univariate
analysis and multivariate logistic stepwise re-
gression analysis were used to analyze the influ-
encing and predicting factors of RVR and EVR.

RESULTS: Of 81 patients, 51 achieved RVR,
65 achieved EVR, 65 achieved SVR, 10 had NR,
and 6 had RL. The rates of RVR, EVR, SVR, NR
and RL were 62.9%, 80.2%, 80.2%, 12.3% and
7.4%, respectively. In the RVR group, 88.2%
of the cases achieved SVR, while in the EVR
group the rate of SVR was 90.8%. Sixteen cases
(19.8%) did not achieve RVR and EVR, and 6 of
them (37.5%) achieved SVR and had no recur-
rence. The SVR rates were significantly differ-
ent among the RVR, EVR, and non-RVR/EVR
groups (y° = 20.622, P < 0.05), but the RL rate
had no significant difference among them. The
rates of RVR and EVR among the SVR, NR and
RL groups were significantly different. Univari-
ate analysis showed that RVR was associated
with age < 40 years old, HCV RNA < 4 x 10°
IU/mL, and no cirrhosis, while EVR was asso-
ciated with age < 40 years old, HCV RNA < 4
x 10° IU/mL, no cirrhosis, and BMI < 24 kg/ m>.
Multivariate logistic stepwise regression analy-
sis showed that baseline HCV RNA load and
cirrhosis were independent factors for predict-
ing RVR and EVR.

CONCLUSION: The acquisition of RVR and EVR
is a significant predictor of SVR. In non-RVR
and non-EVR groups, a minority of patients still
could achieve SVR after one year of treatment.
RVR and EVR can not predict recurrence. Pre-
dicting factors including age, baseline viral load,
liver cirrhosis, and body mass index are closely
related to RVR and EVR. Baseline viral load and
liver cirrhosis are independent predictive factors
for RVR and EVR.
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LR

HE: T RERAFXESF AR =B
T #.% (pegylated interferon, PEG-IFN)# &)
e SR N PR X R S N S LS
B BORAT Pk fo - g A 57 B -0 T B
g Ve IR AR F 08 7 9T R Fe il F 7 ik
BRI,

Fik: 816 1%t v BT K% 3 3 4 Fpegylated
interferon alpha-2a(PEG-IFNa-2a) 135-180 pg
HPEG-IFNa-2b 50-80 pg, 1R/ wkE F iz,
A ® 3% 4800-1 200 mg/d, *+FTH & F 4T84
JIATS BIT4L 12, 24, 48 wkAeiF B £
24 wktgFa 37, Fmit kB AR . ik,
7 A X 9% 2 (hepatitis C virus, HCV)RNAZK
P FFRACAZ L. RRRFAT . AR Z 482 (body
mass index, BMI). #&fkJm % . 4B £, Hirid
L. RERIBFET XFF. ARBBTHA
¥ B & A Peik R A B & (rapid virological
response, RVR)4L., FH#19% 4 5 & & (early
virological response, EVR)4L. & & % (no
response, NR)Z2L, £ % (relapse, RL)2AFn i 4:
S5 B & (sustained virologic response, SVR)
4. R R W F 5 A4 % B A Logistici®
¥ ©1 )2 5 M7 7 kA K AFRVRAPE VR % o)
Fa TR B &

LERR: 8145 B F 51461 (62.9%) K FAFRVR, 654
(80.2%) K AFEVR, 65%1(80.2%) 3 /FSVR, 104
(12.3%)NR, 6%1(7.4%)FL. RVRZ188.2% 3% 1%
SVR, EVR#190.8%3k f#SVR. & 3kRVRF=EVR
89 & H16A(19.8%), 3T 6A(37.5%)KFFSVR,
6A(100%)34) K B 4. 3ZASVRF 0 £ 7 A %t
F & (= 20.622, P<0.05), A K % £ bk
it 5 & 3L (P>0.05). SVR. NRARLZL#RVR
F 5 R 469.2%. 0%. 100.0%; EVRE % 3|
#90.8%. 0%. 100.0%. 32iRVR % ZEVR %
WMEFHGHFEL LPREIMEREF:
F#<40%, HCV RNAB F<4X 10°, LA
k5 it A B A A K, FE#4<40%, HCV
RNA#H E<4X10°, LIFARAL, BMI<24 kg/m’ 5
FHmEF RER L. ¥ LR IEAFHAT S
Z LogisticiZ F =12 4547, 25 R & : KALHCV
RNAZ# & Fo iT A8 AL 2 FAM RVRFE VR 49 2 52
B EE.

£5if: RVRAEVR &) K AT 2 K FFSVR A £ 257
M A Z; KFARVRIEVRH &£l 14557
9897, V3 BHETHKASVR;, RVRF=
EVRARAETRM K. SF#. A& RERE. A
FIF R A AR TR F 45 4 5 RVRAEVR 89 3k 4%
FEARk. RERFEE . A LA TN
RVRAEVR# 3% 2 B % .

KAt MUETRI R TORBIATT, BEENE
FE %

HBR=. ¥, 2. . T BTIZMARRASRSIRIRN
FPHRSFNESHHINAR. BRENEHRE 2012; 20(24):
2281-2287
http://www.wjgnet.com/1009-3079/20/2281.asp

03515
B L " WETHL 2 (pegylated interferon, PEG-IFN)
B A B M (ribavirin, RBV)IRIT & H R gk
TR TR 8 28 A1) T s s o 7 6, T AEIRT
)RR 28 3. 25 6 bl 5 3 0 32 1K140% 32 151 2. 70%
iAW AEIAT (R TT 4 AE R, AT A — 4y
SRE IR KN BRI IT R R, RAVEAETR T
PRI 96 240, Stk 30 7 0 25k I T AN e v
PER R RHLHI I — BT AR HAs.
HATA D, o9 85 D8 2R A 2 R SR JE [l s m A 1
PBIRIT NG 5. WAk, va7 iR s AN [ 99 2
2 N RO IR 7 R R TR0 A R AR
B2 NV E 0 A PR 55 24 N 2 (rapid virological
response, RVR). - 155 #5272 )V & (early virologi-
cal response, EVR)FIHF4LI5 B 2% WV % (sustained
virologic response, SVR). RVRZFRHIH TR
74 wkIs A BB 989 5 (hepatitis C virus, HCV)
RNAZK AR JIEITHCV RNA<50 TU/mL. EVR
JEFRPURFIAIT4 wkiIFHCV RNA AT, 1Mi712 wk
INHCV RNAZKPAH. SVREFRIGIT 455
24 wkIfliFHCV RNASE BN T AR
T PR, BT W RS FE R R R0 2 B ], N
TR DU #1697 I B R RVRAIEVR &
PAFSVRIA IR ZE. SEVRAHEL, RVRZ
SVR )5 I H AT S50 R -5 RS TENSTHCV
TBIT HIHTA wknl 3 2N A, 1697 1124-48 bl
PRI, IR BETEN BEL IS 2 77 2 RO 35
B 38 P (R B8, FLIT R AR 53428
KA B2 AH, SEF B TE N BEHLAAR G 528 4%
Y, WEFRHC VI RE ), X BEE T ARVRIN
I EB 2 B ZX SVR I G JE A7,

MWL IB YT 3RS VRAE VRN HUW #5968 T7 R
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MEZARFS. W BRIk, kAW 15 EAXA
I TR SN A5 22 0 DR 35 1) 56 45 SVR P3R4 {ELX
T —N N, AR AR S TR M AE
AR, YRI5 5 rT RE e %5 P DR 2 2R A A T I
it Har O R IO T 3RFS VR AL I Rl 32 1)
RIE. WEARRVRAIEVRATS VR I3RS 2 SC H %,
I HLAE YT FI R0 AT LR 27 /L, T4 W28 [
% HRVRHIEVRIVIRGZ VMG, 15 5SVRIY
SR 2202 RIRAERVRAEVRE B HET 1
SRR RRIIRTT, 2D BE I 3RAFSVR?
RVRHMEVRAE PN &2 H i Q7 ik
EAZ.

AT FE 8141 . FH PEG-TFNEE A A 55
FRIGTT 04 1 P R 26 A AT BR R BE VT, I
IS FH SRR 22 R0 22 DR 25 a0 T 7 Vs, A i R RS
RVR. EVRFFZWIKZ LW E 5SVRZ ARG
R, TEWTRVRHMEVRIIZRAF 5077 5 2R 1
2, NI IRPUIE 890 T7 97 80CH 3 MR T 7 21
AR .

1 #ERSA

1.1 A4 814 P 81 4% i34 242008-20114F
T [ B R OK o R B Bt K R R B R 12
Wi AR VST B 200445 H [E] 5 BT 58 97 A 48 r 48
(K2 WibRvE™, HEBR R AG & HF HoAh
s YN I e (NI = (N R 7N
PIos SRS 9 55). ¥8 97 L3945 TPEG-IFNa-2a
135-180 pgi{PEG-IFNo-2b 50-80 pg, 17%/wki
S, A ELA5#£800-1 200 mg/d.

12 F ik

1.2.1 BH M WA BFIATHRITH . 6T
4, 12, 24, 48 wkFI{F 2y )5 22 /024 wkIktiv;,
TEAICSR B I AFE . FEZBHCV RNAJK
P BMIL FFREAGRERE . 2SRRI, &
JORE PRI ORI L A s . BEAEBUREEIRYY
AR JEAE LRI R AT D AEFIHCV RNA
B A (EVR YT R v R I AT AN KR
AT ARIR

1.2.2 HCV RNA# &4 &: N HFEINIA YA
B 23 ) £ A IRHCV RNASE BRI, e i
B4, b T e R K 2 B e e s B R 6
VI FAS IR B 4 1.0 X 10° TU/mL.

1.2.3 77 #pA: MR VAT 15 DUKs 25 23 AN [F]
H, 5 HTRVRMEVR 5 A G 45 R Z A1) oK
#A. RVR: {5974 wkiNIEHCY RNAE &AL
R THACKMER. EVR: #6974 wkiNHCV RNA
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AP, 12 wkis EHCV RNASE B G T
BARATIIBE. SVR: 697 45l G, 1724524 wk HCV
RNAIHIVE. NR: V097 45 RINHCV RNA{SBA .
RL: 525 J5HCV RNA% A PH .
1.2.4 RVRAEVR# w0 B Z 447 N LR A
% R 3 43 M1 52550 A BE 2 RV RAFTE V R (1) 955 75
RfE 32 R AT 2 b

Beit b PR R HISPSS17.048 Hh #4430 #t,
i Fllmean £ SDEIR, T YORESRHALE:, 1
HegoB R o K 5 5 Fisher' sifi I B %635, RVRA
E VRN 243 M1 56 Ry K 50 sk Fisher'sif 1)
REZRVEHEAT SR 22 0 #, B SRR R A AT 4
T2 AR T 22 N LogisticiZ B[Rl 4
BT, LAP<0.05 0 22 Gi il 245 L.

2 B8

2.1 — TR 81HE P LI 28 J A, 5345
B, 36, Fik19-73%, FHIER4A8.9% £+
12.9%, BMI 18.145-31.074 kg/m’, “F-¥JBMI{H
23.843 kg/m’+3.10 kg/m*. FAv bR L H TN
(8.6%), AL 21 N (25.9%), Hi il 5 &40
N(49.4%), KA S 18 N(22.2%), JIg i IT &
H13N(16%), BEAEAT P EE 5L 18 A(22.2%).

2.2 %7 AR SIS 1 5111(62.9%) 3K #3RVR,
6511(80.2%)3KFFEVR, 65111(80.2%)3K7FSVR, 10
B11(12.3%) 5 W 2 (no response, NR), 641/(7.4%) &
K (relapse, RL).

2.3 SVR#4L. NR#41., RLAHRVREZEVR %4
Yedr SVR4L. NR#L. RLAHEH HRVRE )
$69.2% 0%~ 100.0%; EVRZE 43 5]°4590.8%.
0%+ 100.0%. 34IRVR X EVR*K W 2 m 34 H 4 it
2 (H4P<0.05, #1).

2.4 RVRZL. EVRAR RKAFAGSVRER T A
F ek RVRAI88.2%3KAFSVR, EVR4190.8%
FK1FESVR. RIERVRIMEVRIIHEFE 16 A (19.8%),
HP6 N(37.5%) 43S VR, 6 A (100%)%1 A H %.
SHSVRFEN ZE 7 Giih 5 5 X, AIRMFRVRH
EVRIF & 1S VRE M BAL T35 RVRAL A
FIFEVRAL(y” = 20.622, P<0.05, #2), 341 Kk
IG5 72 5 (P>0.05, K3).

2.5 RVREZEVR# KT 5 R 5 W & 2 qE W A0
2.5.1 RVRAEEVR# v K & & F & o4 b
<404 I ERF IRVRZ i TAER>40% # (3 =
5.659, P<0.05), HCV RNA<4X 10’ TU/mLIY]
HIIRVREFH THCV RNA>4 X 10° ITU/mL¥#

Wi £ E

Orito% ik A %
EXCE =& O -
& SVR & 770 B
#. RI#ARVRAe
EVR# & &Fn
B 2 ; Brain%- R4
BMI>30 kg/m?&
T @AM K%
J7 R A & TR B
*, W L RRHE T
EHAEFFR
A ENTRRAL,
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A F 1 SENEE, TNSERSLEHRR, EVRELR
AR 48 B
$REMS AL

MG T ik, AT
B % vl B ik R A
% &% (RVR).
T A R
(EVR) 8 5% 7 B
EXLFEN
FI&A4LEZ
Gt AT, 2ile R
Lig R AT R
Fom A b 7 T Ak
RN Ao F) T B
U SR E -3
H—EFFEL

FENEE TNELH SxXA
n % n % n %

RVR

a 45 69.2 0 0.0 6 100.0

7 20 30.8 10 100.0 0 0.0
EVR

= 59 90.8 0 0.0 6 100.0

7 6 9.2 10 100.0 0 0.0

R 2 RVRLA, EVRARKRIFELASVREAILLE

RVR EVR FKEE
S n % n % n %
=) 45 88.2 59 90.8 6 37.5
7 6 11.8 6 9.2 10 62.5

& 3 RVR4E, EVRAKRFRRKSHESAZRAVLLH

RVR EVR RIRF
gx % n % n %
=] 6 11.8 6 9.2 0 0
75 45 88.2 59 90.8 6 100

(1’ = 16.399, P<0.05), THFREILEF FRVRAH] 3 1B

BT (o = 7.518, P<0.05), A[FE
Al A TG S BRI AR R E IRV R A
ZEFV TGN 8 L (FR4). F <402 (1 ik
[EVRZ & TAER>40% # (5 = 5.659, P<0.05),
HCV RNA<4X10° TU/mLI¥ H & KEVRE
B THCV RNA>4X 10° TU/mL#F (x* = 16.399,
P<0.05), oAk E 2 EVRZ B W 1A
fifitk % (P<0.05), BMI<24 kg/m’[{] ¥ [JEVRZ
=T BMI=24 kg/m™# (= 6.479, P<0.05), R[]
PER AT S B R LA R EVR A
(122 T gt i L (ERS).

2.52 RVRAEVR#"aRE %4 % W& 54 LA
TR N0 = T8, 1 = B)RNAE, DL #
ST G R W AR . HCV RNAFIH-Al
1l AR, 34T 2 I FE LogisticZ b M 30t
(riBik), 450l WHCV RNAFFR{L A5 6
RVRIGMST MR 2. DU RN 0 = TG, 1
= )y NAR R, DL RS A gt m
FI4ERY . BMI. HCV RNAFIAFAELL A [ 28
W4T 2 R % LogisticiZ A2 [RH 430 T (1R VE), 455
HRVRH A (#6).

PEG-IFNIE R L FHARIGITH70% 7 47 1) 12 1
WU 98 S 4 Re e SR FR SR i B3 % N 2, 1
15 A 2 34 R B AT TN A a2 5 B
R AT B SR ST IR R e SO A AT T
— AU ARG BRI AT R A,
U BEIRIT 5 AN [R5 25 55 By 2 0 VR 97 1Y
T8 AT RO PO P 4 52 0. DRI, A
AT Rh LR I H 2, RVRATEVRIFZRASAFSVR
3R 28 S B g1 AR5 8 1451 B JHPE G-
TFNIEEG R 35 AR v o7 (048 1 P8 2L 3 48 i %
AT IR 2 B 45 2R SVRAIERAH%80.2%,
NR#12.3%, RLE }7.4%. X34 B EHERVRAI
EVRIRAF R LA R I : SVRALURIRLAIRVRAN
EVRZ W m FNRAL Frlg i o, RVRAI
EVRIRAFH 5 5] 462.9%K180.2%, 3KIFRVRIK)
HFE 1 88.2%FKHSVR, FRIFEVRIF & #
90.8% 3k A4S VR. Ml 7 AR FRVRAE VR &
FHh, SVRHE H37.5%, BT LidMA. b
&5 LN, RVRAE VRSN S VRIKI 3R 15
A ICAE R, (AR PIIN 52 . AR SRS RVRAN
EVRPEF WIS VT RERARTT, A8 o 47
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A 150
ALRHFLETRAE
[ s L e
SRR (%) SRS
FIIRR = 5 V1B Al B ROR R B,
H— R HH ML
el 2B 17(37.8) 28(62.2) 0.024 0.877
L4 13(36.1) 23(63.9)
ke FhE<40 5(18.5) 22(81.5) 5.956 0.015
FHe>40 25(46.3) 29(53.7)
REHE REES<400000  2(7.1) 26(92.9) 16.399 0.000
RSEE>400000  28(52.8) 25(47.2)
BMI BMI<24 15(31.3) 33(68.8) 1.692 0.193
BMI=24 15(45.5) 18(54.5)
FER 7C 28(37.8) 46(62.2) ! 1.000
B 2(28.6) 5(71.4)
JiRiEdid 7o 17(28.3) 43(71.7) 7.518 0.006
B 13(61.9) 8(38.1)
OB 7c 24(38.1) 39(61.9) 0.136 0.712
B 6(33.3) 12(66.7)
=l alins 7C 26(38.2) 42(61.8) ! 0.758
B 4(30.8) 9(69.2)
s 7c 13(31.7) 28(68.3) 1.011 0.315
= 17(42.5) 23(57.5)
MEIRSESE T 21(33.3) 42(66.7) 1.668 0.197
B8 9(50) 9(50)

'R KFBFisher sTADIIRE.

x5 EVROVEIMAERDAT (RERDH)

— PHANEN(%) - Pl

i ¥ B l

M3l 3 9(20) 36(80) 0.004 0.950
4 7(19.4) 29(80.6)

a7 FR <40 1(3.7) 26(96.3) 6.581 0.010
FH5>40 15(27.8) 39(72.2)

mEHRE RS ESE <400000 1(3.6) 27(96.4) 7.069 0.008
JRETEE>400000 15(28.3) 38(71.7)

AREIEH  BMI<24 5(10.4) 43(89.6) 6.479 0.011
BMI=24 11(33.3) 22(66.7)

FERIR 7c 14(18.9) 60(81.1) ! 0.620
B 2(28.6) 5(71.4)

iRl 7c 6(10) 54(90) ! 0.001
B 10(47.6) 11(52.4)

POESP 7C 13(20.6) 50(79.4) ! 1.000
B 3(16.7) 15(83.3)

=T alias 7C 14(20.6) 54(79.4) ! 1.000
B 2(15.4) 11(84.6)

fms? 7C 6(14.6) 35(85.4) 1.372 0.241
B 10(25) 30(75)

MANRSE T 12(19) 51(81) ! 0.746
B 4(22.2) 14(77.8)

'K HFisher sTAUIR A

www.wjgnet.com



2286 ISSN 1009-3079 (print) ISSN 2219-2859 (online) tHFRHEAEIZYE  20120E8H28H 55205 552487
- IRIRNES PHNE
£ OR 95%Cl PE OR 95%Cl PE
HCVRNA(<400 000 IU/mL/ 0.068 0.014-0.332 0.001 0.097 0.011-0.450 0.034
>400 000 1U/mL)
2 Ta) 0.241 0.072-0.802 0.02 0.126 0.035-0.840 0.001
nJ3RAESVR. ABEWE RN, msidlaE . Rw AR

YRS T 2 AR UE IR T IR R 2/3 B RN
1AL A RVRMEVRINIRAFE K H5SVRIK R,
gERLR I FEIN2/3 7 R FH RVRAIE VR K 3R 155
60.7%K196.7%, TH: K17 519.5%F173.2%. Hif
FESVREN1X90%, J&it A80%-85%. FrALMH
RGN, s w5 8B MR A8 07 1H I VF 2 2 TR
FE G THREME . Bl TR BT
ISVRAZE LM T- 91, AFl<40% # im T2 4F
N ANBOEMA & T RN, W 5 A s
TR RORSAT . Bhah, JERE. PTG A2
P R AP MIS VR KR!, dxat
IR 25 2 75 B[R BE S RV R FIE VR I 3R A5 9 A
AFF 5555 T W %% 1 8 1481 £ 3 EAT T ok 555 IR 284
QR AR . BML SRR PR RS
AP 10F0 [N 2% 5 RVRFIEVR K R (1) 5 K &£
YT, AR FERY<40% . HCV RNAH R
<400 000 TU/mLFIJGH A AL 2 25 RV RIR A
Ko AR >40% . HCV RNAZ R
>400 000 TU/mLAIAG A4 ).
BE DRI BT BMI. PRI A Gk s A
BEAE P 55 LM S RVRE T K. XTEVREE M [A
oMo BRI <40% . HCV RNAKE<
400 000 TU/mLAJCHTFAELL 55 S E VR R A AP,
BMI<24 kg/m’4H i #H EVRIA R I FBMI
=24 kg/m* . BRI FR . B
. L FIBMISRVRHMEV R ZRAFEA K,
eSS BRI R PRI EAZ IRV R
FIEVR 3R 1HA.

SRR R BRI R, RERE TN A2 R R 2
W) B G B IR AR AR B U ] e 5 v 7 AR IR I
K. R TBMUE R RE VAT BUR, WA A FHRGE.
Bressler®:!" i, HAT4BMI>30 kg/m’I, AL
AR T BT R IGYT AR TG PR 2, i Ho2&
ANBH Tk IR S 2 S R A A7 AE T AL, T T a-
cobson®E " HIA Ny, HEAF I AR Peg-
IFNEEARBVIATT AL E SIS VR, LR A5
AN LS VRIS R 25, 4 il o) e v vk

JEF JUE G I 7 4 2 8 1 TR R 96 R 3 O
B AR — AN LI, A7 255 I 5581112
PE BT 2 B3 AT 00T, RINS4% M o oy 2
JF 98 555 G IR 0T I, A2 I 7 4 Ak R A ST A G
[K %, SoresiZ" )i T 1124 % FIPEG-IFNIE &
RBVIAYT IS VEN BT 2 8, Hhe4.3% 5 0F
JF AR PE, SVRE J41.1%. & IERF IR A2 1k
(1) 5 # SVRHAN33.3%, W WAKT I A2
B (55%), PR IFIR AR T 2 ) 59 TR 2 107 24
AHIF TS R 05 6 ) 5 A AT A 21 224 A 7
OB AR, T4 R — 2
TESE.

152 TR BT 98 5 JT B IR E G IR b1 43
W, A R TP E IR TR ANWFSS
SR R DR PRI 2 S M EVR AIRVR (3R A3 % i
A REICRIE, S I B 2 KT R
FEHUHGHT VA7 RN SR A S,

B E R i R G 2R R U R bR
i H AR, BT 2 N E Logistici& 5 1140 #r,
gE R GoR: HAAHCV RNAZ RS AL 14 6
FESLIRVRAE VR AT K 2. Orito P30 5¢
T 1B T E VAT 24 wkit 18 v g AT 48 i,
RIVHCV RNAJKFAET10° copies/mL#ESVR
% 83.3%, HCV RNAZKF#110° copies/mL
BT 1%, BRI, HE 2k 5 4 A 2
SVRITMI R 2=, [FFFZRVRHMEVRIF LA
MR 2.

M BN R EHE T RS A
MBI BEVR T IR 52 2 P R 2 (W5, 6
AR AT, 5B R 3 A i )
VER AT REANIR]. BRI o B gk B 25 AL 4k M
A LAz 7 8ok, 697 i AR RVRAIEVR
ARAI AT SVRIMR MG 2 X B 2L R = &
FFAEAL & 3RS RVRFTE VR [ 75 2900 K] %

4 ZEXE
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