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(=] HIY WP 28R G ( calcineurin, CaN) FEGHH & 4 A FEAH %48 P4 By 31 1% ( chronic electrical stimula-
tion with lower physiological frequency, CESLPF) %5 &&% L4 M LER 2 1 55 %% ( myosin heavy chain, MHC) IV %I 3 3K 1 52 1],
Jitk DARSH 2% S iE 755/ SOV EE AR C2C12 B R AL, S84y 3 2 X IR AL . CsA 411 KN93 4, X R4
NIEH SHE M ; CsA 4171 KNO3 L 7E 4 ME 3504k 3 d J& , 235 CaN #HI I BR 04 2 A(CsA,8 pmol) (Ca®* /45 8
PR 1) B T I ( CaMIK) 014611 3] KN93 (6 pmol ) BA— 5§14 CESLPF (10 +40 Hz,1.5 h/d, 22 d) 4b3%, 5@id RT-PCR,
Western blot A5l WE£ Ji U5 fas i v ULER A 11 B4 S0 280 1) 32 iR 7K COF SOG4 1% 00, SR P LG (i Al CaN 75 1 . &84

TERR IR B AR ST L AR A | % 3, CsA A KNO3 BERS | C2C12 418 MHC T 9 mRNA RE AR E, S04k

XfHEZH MHC T mRNA AT A (0.79 £0.04) A 1L, CsA £H(0.62 £0.03) F1 KN93 44 (0.69 +0.05) fEfIMH C2C12 41
J MHC 1 2R 2 13235 (5% R4 1 P <0.05) ; % HEZH  CsA 1 KN93 4b3Hi4 MHC 1 8 [ AH X K 43512 (0. 91 0. 05) |
(0.36 £0.01) F1(0.66 £0.02) , XtHEZH MHC I b AHXF 554 (0.53 £0.01),CsA(0.63 £0.02) Fl KN93(0.75 £0.03)
fE#E MHC IT'b BILT 433k (5 X5 BREH LLEL, P <0. 05) ; CESLPF GBS %% HiR MUl (5XF R LA, P >0.05) , CsA BEfS
M1 CaN (3% M35 ; CESLPF BB4Z 1 2548 & CaN {&H: (P <0.05)  (HAF W F MR TIEH /K- (P <0.05) . &5i  CaN fl
CaMK JEE 8¢ HLA0M MHC 11 Bl[s) MHC 1 BU%% A8 f) S 2200 ¥ , CESLPF W fig /245 CaN i@ K FI9E CaN i@ FEIK & 1F AR
LB 4 i 25 R PRI F CESLPF JR97 OSAS $2 AL T SCIa k4 .
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Effect of chronic electrical stimulation on transformation of myosin heavy chain iso-
forms in differentiated C2C12 cells

Ou Na' , Liu Gangl , Jiang F an’ , Zou Zhongmin2 , Liu Xi' ('Department of Respiratory Diseases, Southwest Hospital, *Institute of
Toxicology, College of Military Preventive Medicine, Third Military Medical University, Chongqing, 400038, China)

[ Abstract | Objective To study the effect of chronic electrical stimulation with lower physiological fre-
quency (CESLPF) on expression of myosin heavy chain ( MHC) isoforms in differentiated C2C12 cells.
Methods Three days after a C2C12 cell differentiation model was induced by 2% horse serum (HS) , expres-
sion level of MHC isoforms in differentiated C2C12 cells treated with calcineurin ( CaN) inhibitor cytosporin-A
(CsA, 8 wmol) or calcium/calmodulin-dependent protein kinase ( CaMK) inhibitor KN93 (6 pmol) alone or
in combination with CESLPF (10 +40 Hz, 1.5 h/d for 2 d) was measured by RT-PCR and Western blotting,
respectively. Activity of CaN was detected by colorimetry. Results CsA and KN93 could inhibit the expres-
sion of MHC I mRNA and protein in C2C12 cell differentiation model in vitro. The expression level of MHC [
mRNA and protein was higher in control group than in CsA and KN93 treatment group (0.79 +0.04 vs 0.62 +
0.03 and 0.69 +0.05, 0.91 £0.05 »s 0.36 £0.01 and 0.66 +£0.02, P <0.05). The expression level of
MHC IIb mRNA was lower in control group than in CsA and KN93 treatment group (0.53 £0.01 vs 0. 63 =
0.02 and 0.75 £0.03, P <0.05). CESLPF was able to reverse the expression of MHC isoforms (P >0.05).
CsA could suppress while CESLPF could increase the CaN activity which was still significantly lower than its
normal level (P <0.05). Conclusion CaN and CaMK are the important regulatory enzymes for the transfor-
mation of MHC II to MHC . CESLPF can promote the transformation of MHC II to MHC [ through CaN-
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dependent and CaN-independent pathway. Our results provide evidence for the application of CESLPF in treat-

ment of obstructive sleep apnea syndrome.
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R sk B R 0T () i &2 A AR BH € 5 5| ke I I T
15 OSAS WALl 2 2%, 245w RoE 2, A
ABR AR, AR OSAS =% il L P 3 Al 2 AL
REPE T B FEARTE EEARAS T (AN AR ) AS BB ORA5 0T W i
(P o E R T ARAL S | PR R AR
SRR AR ) (5] 55 S5 A2 OSAS R IR I 2 — . 25 L
SRt Y B ATEY R, HOE R W T A ETRS L B
1E R i /N X BT SR BE T, 4R RGEE . B0E IL
DItie 7w 2 OSAS [ AERE M, @R w1
FHEEE RATHTHI A DS & PR B U
I e dik S S 28 LAY ILBR B E B P PR ) 187 A A
(MHC gy [T #jm) T BUREAR ) X il AR FEARA 52 G 2 3
R ) L A A R SR B D B R
W], CESLPF 75 5 18 VA 1 ok 28 S 200 7% ILWLBR 2 H
H4# ( myosin heavy chain, MHC) g1 MHC Il b %Y |
MHC [a 1 MHC T B%%75 SR Ca®* BOHEH-BE 2 fiE
b 2GR AR T R AT A 5 A B 3 ) A 1)
AFAREE N R AR e S R R L
JULEF 4 25 7 5 AR AL o AN B B, 5 A i 28 1 T2 Tl
(CaN) HI Ca™" /45 2 {141 1Y) 25 11 34 ( CaMK) 7
T B UILET 2 20 50 4 28 08 e e B T B R AR 1
AL REOR 5 5 A O ATE R AR LU/NR B
BENURILA0 e 2= C2C12 41 it L 49 Ak R A5 RS 1F 5%
CaN 75 MHC S RYF AL B/ T, BR8240 r K
I RIG YT OSAS Yy r] GEMLHEI

1 #RETE

L1 iR

L1 gnfkedfaeord: /NBUSILANAE C2C12 4 & ih 4
SRR KPR BB PSR TR TR, £ 5 10 % iR
LML YE ) DMEM 38 58 1% 3% WK ( growth medium, GM) #4718 1%
LA K E T0% ~ 80% mil & B, e & 2% T I i Y
DMEM 434k 35545 ( differentiation medium, DM) 55401k, 4l
Ja s 37T 37 °C,5 % CO, ML AR AN FRAf

1120 Seomilfl Sege bt A% IR 8 R T 400 1) 59 R F 7R 3R
A(CsA) T3¢ [ Santa Cruz /4], Ca®* /45 25 41 (14 2 1
TN KNO3 1T 3% [ Tocris 23], a4 Mg | B Mg 19
F Hyclone /], DMEM 3533304 F Gibico /A ], Fura2 T H
ARRMCACZERT ST , St/ ELE B LD UBR 2R 1 o B R sE R bt

M BN U B LIS LR 2 1 R B v BT A X O T
Abcam 23], 240 M 55 8 P 2 BRI P LU €8 3 8 BRI R &
T2 E 45350 1) ( Genmed Scientifics Inc. , USA) . [ i 28 i
LAY, 2 T RE AR ) (#L4S . SYNERGY HT BIO-TEK, 3&
), e YR B 0 HL (B s eppendorf S810R, 7 ), HE YK A
(#1%5:DYY-8C, DYCP3ICN, dt 5t 75 — A4 #5)) , 3 H 7 3 4%
(#1%5 : GeneAmp PCR System9700, SE[H) , 73t BEAL (A5
DR2800, & [H G A A ) o
1.2 F£%rn%
12,1 WAMIIE G HEPIBORERIEYy. IR
C2C12 BNV 53 3 20, 430 %) HEZH (HS) < S 1B 43k i
S KNO3 4. 75 40 il 35 = 20 4k 3 d J5 A 4 il 57 KN93
6 pmol;CsA #H: 75 4 JE 5 & 40 4k 3 d J5 fin A 4l 57 CsA
8 pmol , FEREFRAE P22 b R4 AN, |k 4 2R 20
G AR 6 2E BRAIAE (10 +40 Hz) B (1.5 h/d, 32 d)
RIS E S5 SCRRL6 — 7 RIS R A A2 P ROBIFSE o
1.2.2 RT-PCR Ji 5 C2C12 4l MHC i % mRNA {535 ik
D RNA [ 5 B R LRE FR 10 4 x 10° 4> C2C12 J LAl
L, 5 4 B Trizol (4 F Invitrogen 2 7)) 23/t H2 HUEL RNA, 28
SAMPOCEETHIE D(260)/D(280) {8, % 5E RNA 4fi i K 5E
HE LB 70 CURFE R AT A T QS i 5% R TG Rever
TreAce-a-15i %% SR 7 & T TOYOBO /A #], cDNA 55 1 8810 &
A% BRI G Ul BT SR IS HE A PCR RN ; @R A Bl 5 [
I R FHIRAT TR IR 55 P if 514, LA GAPDH N2, 511K
A TR IR S5 A RS &6 B, BARF 40 0 F : MHC-IS
5'-CCTTGGCACCAATGTCCCGGCTC; MHC-TAS 5'-GAAGCGCA-
ATGCAGAGTCGGTG; MHC-11aS5'-ATGAGCTCCGACGCCGAG;
MHC- I aAS 5'-TCTGTTAGCATGAACTGGTAGGCG ); MHC-II
bS 5'-GTGATTTCTCCTGTCACCTCTC; MHC-1II bAS 5'-GGAG-
GACCGCAAGAACGTGCTGA; GAPDH S 5'-ACCACAGTCCAT-
GCCATCAC-3'; GAPDH AS 5'-TCCACCACCCTGTTGCTGTA-3',
ST 20 wl I NAR R R 2448 94 C 5 min—(94 °C 30 s —
61 °C 30 s—72 °C 30 s) x40—72 °C 10 min; @, ¥k 15 ) 58
BG4 PCR RS pl B 1. 0% B HHEEIE vk , 15 2 i Ry
60 V, HLIKEF ]2l 30 min, B IK 45 TR JE SR FHAE 9 LUK R 53 7
R IRARLRAT , T Quantity One FRPF53 BT LK 254, LA H YA
SO BB/ N S B DR 25 Ol % B VR S 5 DR g R X 26 38
K-
1.2.3  Western blot Jll % C2C12 4iififg MHC 7 % 2 [ 19251k
WUEF 4 2 (A HE S ISRk 6 ] SE R, 7K B 1EJE 80 V &k
HLUK 20 h, B3k 52 1] Bio-Rad 3¢ &, 7EvK | 100 V H£E 2 h
HEH B 2 PVDF 5 E . AR5 T 5% JBille 4 95t 141, 72 4 °C
IMA—PiE S5, H 0. 1% () TBS-T PR 3 Wk, FEZ= 1| N A
THUE 2 b SRJE 0. 1% TBS-T BRI, ) Ik &t
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X A AR R %R AT Quanity One % H
M4 A TR BE(E AT, LB H 5 WS GAPDH & H 1Y
FUAB A S 2 11 B AR DG 3k K
1.2.4  P@EEMGE CaN 3G He BRI & U6 5 ik
17, RIS 45 A2 % 3 S 7L, S LA it A 3 x 10°
AN, A6 M) AL B 3 d R VR ik S O A A
FEM . B A OR BT OB P B 2O BE AL I K N
660 nm F:E A B[] JEE 9 s o 4 o 4 BRI B2 7 4
P I A2 D7 VA HEA TIN5 R IR R 22 . MRUCHEATAE Rl I 5
FEERIEARE B 2 TSR R . NG PELL 37 C &4 T ARR
1 h, 45 10° 40 BRI A Bl 028 /R 265 [ pmol/ (10° - h) ],
1.3 %itFE o

BAELL % =5 7R, >R SPSS 18. 0 SRl f A kAT s R £
R -Zixi

2 HR

2.1 RSP 0 2 5

TR 1L R FH 2% i iR AN S C2C12 40 i AL Ak
TR . C2C12 BRI (e IE 4 B FR B 25 0 2 f . sl etk
(I TA) fF 2 505 1% M 2 05 T 5 00BE T 7T LWL 30 40 g
Rl LR ) S A 2 A A R LS T 25 (18] 1B) o §iE 52
A VAERSNA S By C2C12 VLA RS 0 T LU F ik — 2
(RFSE, CaN I CaMK J2: B 281 V8 7 1L AL IR0 T 1 1) o 45
SBICE . RN B A CaN ) CsA A
CaMK I F) KNO3, 555 5 d, 410 oI 25 2 iy 90 4 38 5 Ak (&
1C.D) ., KN93 ZhHHIS , A A, ST BBV kL 5

A BN C2C12 AL M B: 2§ 41, C2C12 & AL an
B A Hy BRI gm AR, ST JL 2 A R L 5 C . 22 KN93 422 )5 C2C12
AL D 2 CsA 435 C2C12 s 2a i

1 {FESMES C2C12 BANARS L A EBEANLAR (48 £ 244E x200)

2.2 CsA F= KNO3 st 54k 2m e MHC 7 & X 89 % v

I RT-PCR #6531 434k 40l MHC £ % mRNA )3k,
ZERL R AT HRZH (HS) MHC T mRNA MIX} #3584 (0.79 =
0.04) ,CsA(0.62 +0.03) F1 KN93 (0. 69 +0.05) #B ] L i
C2C12 B/ fbad B rp MHC [ B935, 5% R4 ik 22
FAGIFE X (P <0.05), %4 MHC T b #Hxf ik itk

(0.53 +0.01),CsA(0.63 =0.02) F1 KN93(0. 75 +0.03) { i
MHC b B LT 4 (9 32 35, 55 0 B4 He B 22 5 A1 G724 8 L
(P<0.05), Lk CsA Xt MHC 1 Ay 532, L KN93 Xt MHC
10D By s 8 (P8 2A) o R 1 B3R S IR A I 52, 4 7 40 3 55
ATLAE MHC T B8 ™R (1 2B) X HE4L CsA 4171 KN
4L MHC T 8 FHAX K435 2 (0. 91 £0.05) . (0.36 +0.01)
F1(0.66 £0.02) . 5t W] CsA Fil KNO3 I 14 fift-fil il 57 47 fiE % 41
il 18 U I

MHC T (302 bp)—

MHC I[a(506 bp)—,

MHC 1 b(280 bp)—

1 2
MHC T (200<10°)—  SE_—_—

GAPDH(452 bp)—

®

'u

—

GAPDH(36x10°)—

:

®
1. HS 4832 CsA 41,3 :KN93 41
A:RT-PCR % % ;B: Western blot £ %
B2 s sHEsMES C2C12 B AL AT 53 4L i3 32 f MHC
IR SN0k

2.3 JRIAAA A FEIRE R BT R4 C2C12 4m
A8 MHC 7 mRNA #% %

C2C12 gL 2% B M i 5 R g2 Z 05, AR FH B —
(10 Hz) 505 4 4R A (10 + 40 Hz) $E47 5138, SR 5 >R
RT-PCR #5104 g & MHC 7% mRNA 3355500 (&1 3A) , BF
FER BN, SIEFESCAMAR L, 76 10 Hz f il 3T, CsA 241
FIKNO3 2 4 g MHC [ A mRNA Rk ¥AH W ZEREMR (P <
0.05), LA CsA 41 MHC T (AR A8 S RHE &4
PR AT, CsA F KNO3 X MHC T 223k 99 /E Bl bt 52 4>
Wi SIEE X RAME LR E2ZS5 (P >0.05) (K 3B),
10 HzF1%E G AR B (8] 3C) ML 3filig, KNO3 ZH 4l Jfid MHC 11 a
) mRNA FIR M2 (P <0.05) , CsA 2H BURREAR, {H 5 %5
MR EZF(P>0.05), S5IE®H S AIMiAHLE, 10 Hz B
JET, KN93 21 MHC 11 b Yy mRNA 23k 423 1E # KF (P >
0.05) fHX} CsA 4 W2 F i MHC 1T b Rk LW WAEH,
MHC IIb mRNA {4435 76 B W m K FE (P <0.05), X4RH
554 A I T, CsA T KNO3 it MHC TTb &5 sl 1 1
Bhow Al 5 10 B LG i 22 7 (P >0.05) (E13D)
2.4  Western blot #| CsA F= KN93 s+ C2C12 2m ftL 21K,

SRA A IR A R0 MHC B AVE- G 49 T4k

C2C12 M2 B I i 175 5 ok B 8% LA i =2 )5 MHC 32
Zih Ma #0 1 WFP SR AL, DFRRESRER, DIMEHE TN
IEF RS MHC 1 a 220 g 850 MHC () EZEWE A, MHC |
H—E K B A AR A A H 0 S R S — 2 R
MHC Ila A MKF ,MHC b g —@EBE LT (K 4), M
17 KN93 FiI CsA ALBIAS , MHC T35k i A%, MHC b &
N ; CsA AR A A AR B 80T LAAI ) MHC 1T b
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10 Hz 10+40 Hz
HS 2 CsA 2 KN93ZH HS ] CsA 21 KN93 41 ]IH' ’

(302 bp) -Hiﬁ
D12
T — — — | :
(506 bp) —~038
MHC I b—>— S04
(280 bp) =
L [——
(452 bp)

O DHS 41 m CsA 41 m KNO3 4]

0
10 Hz 10+40 Hz @ 10 Hz

0
10440 Hz (C) 10 Hz

A:RT-PCR #-m) ¥, i )& d, 7k 25 X ;B .C.D:MHC [ \MHC Ilaf= MHC ITb mRNA Rk ¢ oM ER a:P<0.05, 5 HS 201b%;b.P<
0.05, 5 CsA za1b4k

10+40 Hz @

3 RT-PCR#&MEH C2C12 ML RIFE & £ BT R A FIH A MHC IE2 mRNA £

FyZeik (0% MHC T A3RFHRIH S ( 4) o 45 R CsA
5 KN93 Gl C2C12 & #5Lanffe iy MHC I [s] MHC T ¥4,
45108 A E FRAFUR H et MHC T 55 B 19 28k T Ve .

MHC T (200x10%)—

GAPDH(36x10%)—>
MHC 1 a(223x10%)—
T

MHC 1 h(220x10°%)
GAPDH(36x10%)—

—
S}
w
~
W

1:1.2% & o %% $- 49 HS 28;2:KNO3 41,3 CsA 41;4:CsA + 1K 47
SRR E Y R ;5.1.2% B de i+ ARIR LA A IR K k)
b i
El4 Western blot #& il & 20 C2C12 MR RIFE & £ BME
R 8 MHC TPRIE [ Rk

2.5 & Em T A5 RAY 2 ERR B E

CsA 1 KNO3 Lh 3 f5 4iiffl CaN 3G PE A4k WL 5, CsA 7]
DL M CaN (4 FVE M, (0 KNO3 X ¢ B Z/E M, 1
C2C12 Yz A A B S 35 , CaN Y 16 PR A BT &, (0
AT AR F X BRAL (P < 0.05) 75 B350 B (14 2%, oL o) 384 of 3 R

ZHA KN /Y CaN 15T .
09T OHS 41 MCsA 41 MKN93 41

s

S06f

=}

El

= a

#H

‘“‘E 03}

z

2]

&)

10 Hz 10+40 Hz
a:P<0.05,5 HS /e KN93 41 3k4k
E5 Lb@EeN&E CaNFHEK

3 itig

BULA A C2C12 2185 LA L F) i AR 4 B, SUFR
WU A, EF 00T SR T LT 4 i
e, oA B B Ak RE 1, S 5 LB &

Yo /NE C2CI12 LA ML F th Yaffe 250 15 1977

AR RSN SR C2C12 4 M AE I vk BE 5 il 37 1 75
F A LA E R ZAZ B WL IR, 7238 myosin A1 myo-
genin SR BE LA AR AR BE . C2C12 40 jfg 2 14
ST #% WUSILA B 5E 53 A RN RE Y B A
TEATFSGE R IRATRA C2C12 44 LA | BF5E CaN
TR CsA i CaMK #7) 57) KNO3 7E-& 8% LA 42 52
AR (10 +40 Hz) BN S MHC 7 54 5% 45 rh
MIVER o FRATE Se e AR Al 2 s LA M o3 A A A, 245
IR e & 10% R 28 L35 B9 15 77 36 15 F7 w)
C2CI2 (U RIB BRI, MMIE SN BEIE 20,
AAEME & 2% S i 5 355 SR 2 5, C2C12
21 0 4 55 S TG, C2C12 440 i B T 40 i ) 44 3
B, IF BB kAR 35 oAy, 45T T L A () LA R
B o FRATTHE— A XA A A A BTN i 38 1)
C2C12 4uMifm A CsA F1 KN93 ghFR 5, C2C12 41 it
BTN B, U AR 4 CsA Fl KN93 4b P4 B
PR o UL A B2 A B 55 1 il , DABIF 55 485
KA 5L B AR LA i B A A B g UVLAE
FEEWAS TE 4 CsA Fil KNO3 4bFR 2 J5 T A5 20 A8 4k
UL SO E A T LUH T E— 2 A 3256

HENE N & A KREWILERE A, 72BN B 1%
WUEE 1 WIUER 2B 1 7 25% , ILER 25 11 F A 4% B ik A0 9
X A R, 1 LBR AR 1 v 9 J 4% R 005 D B A ILER
HEW ATP B G PE, 5 B WLEF 2 09I 01 ¢ R %
PN R, BFST MHC 1 26 A8 A0 75 15 8% L Zh R BF
S EAREENE X,

TESAE NP KR EHRA MHC [ \MHC Ila,
MHC 1Ib #1 MHC Il x PUFp A44SR, ot MHC |

T2 A BAT b 55 B 58 i 5 ' ) s MHC T a

R A ELAT W4 o P DRAELTR 9% 57 BE 1R &% MHC. T #Y
FERL T MHC b BYZF 245 002 LRI WS i 0 7 3 4552
DRI WA T 3 DREL S 9 o 3 L S R LT
4t (MHC IIb M1 MHC [a) FifELEF4E(MHC 1),
TTHT BT AR 5 3R W AE 48 R AR R ik A SR sl B A v, A
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i L MHC T S RILET- 24 b 3 4 1 3 %) B 2 I 35 ik
AR JF HAE 10 Hz Uil K 10 +40 Ha difil ik
HARBE WL MHC T BYLEFZE Y Ho 15 m, i MHC 1T a
RN D IS R R T AR S 5 A PR AR08 e v )
HUE 12 AR SR S WL B MHC 11 a B 274 )
MHC T HIZF4eflAs i MHC T 27 4 3 vy L ke 3%
2 WURHTCIE 57 BE 7, DA T o 20> 208 LA 57 e 5 1 2 £
T E A SOE A

T FE 2 WA Ca* A vk 13 A5 TH 5 M) 5 14 1 26
HETE . JESE 2 RENE S5 T E H, 6Bt
T I A G U T A R T ) A P 2 W R T ( CaN )
I (N CaMK) 2> ™) 43 28 Wi RR 2 5 22 2k
PG H S R, 7E B L MHC (9300 R0 36 3k rp B B H:
FEAMER T A R - 2 BRI A S )
(CaM-CaN) 54545 5134 CaN BTG M, 1%l 1Y 3= 2 AE
JAZ — 500G T 40 /4% %4 5% [H -7 ( nuclear factor of
activated T cells, NFAT) ., A CsA #15] CaN 7] L) 53
— S LT A ) PR LET 4 () 5% 46, U B CaN 218 L2E
HeRL IR 20 o FEABRSE D, FRATRH] CsA N
KN93 43 519+ CaN A1 CaMK B 3G 4 , 25 R 42 /R 72 )
il CaN 5 CaMK 43F Z J&, 1E % 404k & Az ok Az, gl
MENLAF 4Ry MHC T JE P 3R 5K 32 2 B 4 i), [m] B i
RURAVEF ey MHC 1T b JEPH 3Rk 1 2 i, 9B CaN
M CaMK 2 5 1 iU 534k o LAY B pe s L/ B i 46
10 Hz B — 3152 1% Fi 3O6T 348 400 i 550 7 4 FH g )
SO AER A AR A G A B ARG 1 H R, |
TR 0 AV P e 5 AR ORFR 730 e, MHC PR LET 4
FPZ JLEF 2 i A R 15 B AL, P2 s I 2 & AR 38
TS P L B RT BB JE A IE CaN i CaMIK AR 1Y) 4
RPN R B R (R 8 UE K. T CsA Al
KN93 Xif CaN F1 CaMK F 1l il JF A 2 Wi 19, in 2 A%
I A A AR IS I VU CaN B T% 1A e [l 7t
ASBEHEBR AT S G £E BRI S 1: P K 42 i ) 42
FE CaN I CaMK #3005 , 2 518 NUE 1A/ s LA
Wt ABPFEA AR, TATHT DI b e 9 IR
524 HE A NG M R SEOS S  LET 4 fh e pa) 187
A3 PRI Y 7%, ] BB it A CaN i % A1 CaN
A AR FSE B, % 45 5 I R IR & A
A RO AR M H I EOIR YT OSAS $2 4 T 38 KLl F
SRR

SE Lk
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