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[ABSTRACT] Hydrogen sulfide (H,S) is now recognized as the third “gasotransmitters” along with nitric oxide (NO)
and carbon monoxide (CO) and has been proved to have many biological effects, such as vasodilation, neuroprotection,
circadian thythm regulation and anti-aging.  Recent studies have revealed an independent mitochondrial H,S synthesis
pathway, which is different from the cytoplasmic H,S synthesis mediated by cystathionine beta synthase (CBS) and cysta-
thionine gamma lyase (CGL or CSE). It has been reported that two mitochondrial targeted H,S donors AP39 and AP123
show stronger cell protection and less cytotoxicity than classical inorganic salt donor NaHS, indicating the particularity of
mitochondrial H,S.  This review mainly introduced mitochondrial H,S about its generation, metabolism and effects on mi-
tochondria. ~ Recent progress of the new mitochondrial targeting H,S donors are also discussed in this paper, in order to

provide a more comprehensive understanding of hydrogen sulfide.
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ZRVEYFERON T — BN H,S EBAE A0 R
D6 A7 k- B -7 ¥ ( cystathionine B synthase , CBS)
FIE B Bk -y-24 fi# 1 ( cystathionine y-lyase, CGL or
CSE) AL & iR AL IR (1 Db 2 R A ) B4 > B 2R )
PR IEAR R BT 5T 2 BB IR AR U H,S AR
A 2 B3 BT [R] B A T ST A SR R i A Y
H,S A iy =0 AR AT ok IR H,S K
HIREFEWE 7268k, A SCERGERII 1 2ok 1A I
H, S 177 A AR & AR, JF B 018 1 ok iR I8
PE H,S BYDIREFNZORLAARE 7] H,S A Bk it e,
DU H,S ZHREA 4wy ikis.

1 Zehifieh H,S BIsRIR R R i

1.1 Zhiffd H,S BIkiRE

WEAG T, RN E H,S 3222ty 4 i i h
CBS Fl CSE #EAL & i & LR 77, th TR iy
H,S 7T LA H B SRR MR A SRR | DR T Sk
IRAEE—E K10 H,S MRS — EL LR I AATTRF
ZM . R AT K BRAE M BT ) SR AR R AR R
ASMKHS CBS A CSE fOARST A H,S A =0 L2 b
ZAPRFN o- R 1S R 7E LR AR v i > bk e e il
( cysteine aminotransferase , CAT) 1L T, 4 i, 3-3i %k
PN R ( 3-mercaptopyruvate , 3-MP) | Ji5 2 #% [F] FE 4
TLRLAR Y H,S & U 3-25 5 P IR R B 4 7% T
(3-mercaptopyruvate sulfur transferase, 3-MST) FIf /E
FH 2D A 1T B R R 22 Fh ok B Ak 9, BT A=
R S A A ) e Bl S A 3 ) 2 1 (thioredoxin,
Trx ) B AR 54018 )5 ( sulfide-quinone oxidoreduc-
tase, SQR) & i, Bl H,S (BT 1 v B (0 50 4k i =k pr
AR) OB BE A, Shibuya S5 3 E 7R /1N IR RTE E
HAH IR AEAE—Fh DAO-3MST & 42 (£ ki ik H,S
AR, H4ME L 3-MST 4 F 19 L2 =
HIEYIE H,S & WA, DAO-3MST 421 H,S &
TR B T3 A W A P 11 D-Z2 5L 1R A AL I ( D-a-
mino acid oxidase, DAO) , LA D-2 B IR MY H= 1l
3-MP, i 2 2 iz i B LR RS #7E 3-MST #4947 Bl
TARH,S R R D-2 R R R Y H,S
Xof P 2 7 A A I SR A0 AR U R otV A 1Y
TR PR I S50 T 2P ok IR H,St

—JBIANA , CSE il CBS FZAFAE T LRSI 1Y
JELSTH TR CAT 1 3-MST BEAAAE T MLBT h i A7 7E T
AR R H,S TR ELA A, (HR A A
HiL s R AR SN CSE i CBS 78 5 24 i i L T

WA N, 2 5E0RA H,S G M. 24
I A5 K- T R B, CSE AT LA a2k 1A A0 i e
iz fiff 20 ( translocase of the outer membrane 20,
TOM20 ) #E A 2L AR G B2 B AR T H,S 1 7K SF- 1
Bt MTEBR M BB AT, R UM 40 2L 4
H CBS i A (0 CBS kA 2R AR 1 77 X
2 HHA IR ATEEE

134 N2 % TR NSRRIV e B | L3S 7 Ea o M
JUER L 3-MP HLE ALY A5 5 B A5 W i] L 4
WA 72 T ™ A2 1934 )5 Y &\ NADPH 4 e
TR, = &0 2 IR 45 i 5 PE W 5 AE il £ R i
H,S' Fk i g B AR SRR T 2o A v = ity
fEFEAR A U H,S R A B/ BRVE T H AT i4
JIREL D A D T T
1.2 Zehiffe H,S R

MUAT E—E5E &1 H,S 1EFR RGUR4ERR H,S
AR A K X ARJE H,S BN E 50 T %2
HidE, HAT R B FL s PR H,S w0
AL H A DL S H A A o T RO AET L
Hh ik 20 H,S 8 T LUARTE 222 il 353 1 18 HE L
PRAN X ALIE H,S HREE 48 W T8 W i 22 Mg i HE
R AR XGRS A

AR b B R AU H,S TR
2k AR £ 207, AHSC R BEAT U R, 23 5
72 SQR A CHLERER B 4% FL il ( thiosulfate sulfurtrans-
ferase , TST) i B AL ZUIN 4 i ( sulfur dioxygenase or
ethylmalonic encephalopathy 1 protein, ETHEI ) 1.
iR £ AL B (sulfite oxidase, SO) . H: 71, SQR ¥t
H,S EAL M EACH R EL " | J5 & sifE TST /EF R 4&
PGB ™, B ETHED S WA iR 4
M A= B A R R B T LAk SO i — 2P 48 b R i i
th AT LIB SQR FH AL M B AR R R, b
AR L VAR R R IR AR £ 55 H,S AR ™)
ST B 1 UCPS I UCP6 I I
JECHEE (1 20 SR i Sk iR ) Y R
R , AU H, S AR B HAA P 8 — 2L X3 7 4 (4
ZEALY ) WA A H,S WA Pp2Esin Y

2 H,S Xt {AE K IRERI RN

2.1 H,SH&uFERBEHEKFENEAT
ORI W 4% 2 % ) 3 (reactive oxygen spe-

cies, ROS) I FEER I Z — , %80 FI Hh Jkas B2 AR il oF/

EHLIATERR ROS RE 1 B 2y 44 4 S A6 1 0K
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SP3BT A R 2 A A Ak JUL S o A e 2
IR SRR I EZEOR N R, 2T 5T R
H,S 2 5%t gt b S04 17 38 i s 7 HL AL
5 ROS BT BR AL/ 5 ROS YA A 6,

HIREINA H,S A B B A —Fp 8 J5pE 2, v]
HEERIKN T ZH ROS &AL AR, (2
AR H,S YR BAR (IXTE G BE IR K25
VR KA AN 2 DL SE 2 B H,S Pt A e,
Khatua 2" 4238 H,S R 38 1o 38006 A% 5% 5% T Nief2
F1NF-wB, 1M L 8 45 Bt H BK ( glutathione , GSH ) #71
FHOCHT A AL Bl , Qs S fb B AL 1 | 3 S A S0t
A I H st AR B ) 5 B, SR ROS (35 R g
J1, FATRBA E— & B H,S it St fifkE
i p66She %) CHI Z5 438 55 59 37 > bt 2 iR, 3 il
p66She B 12 ft., M 1T 98 7 e ki AR 3% 12 ) ROS 2k
AT, A H,S R SIRT3 2 2 Ak 16 i 2k
BARE AW T 48 & Tz i aleR, ] b 28
Fifk ROSP'

D-Bt e

-
-
-

il

2.2 H,S AT &M aEE K5

LRI = R IRIG IS AL B IR fL i R
ff, B SCIUE SRR IR H,S 1S5 5 2k
AER R AYIE Y . OH,S ATE b —Fp AL F ik
fRIELAAA ATP A= 1, YEN SQR MY, Zekifk
B H,S 7E SQR S Ll B R B 2 T R
A2 CoQ TR s R MRE G I, 2 5 0 W4k (1
Tkt 2 BT H,S 0L, it # v ot
ASHERGE Z B ROS, Qi LA KE 5 Y
IVINBEAR LR B AR ATP 4 i, Covarrubias 25127 3¢
B H,S TALHE AT LR i U T N 3R )= R AR
YA ARG A IV (36 PR R 3k | 398 in 2Rk 1
ATP (4 i, @ Modis %5 238 H,S BE ] i i
S-BRALIENE ATP A 156 244 1294 {3 2F B2 R v
e R EEEE TE R HE ATP & R, -t AT L3 a4 )
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Figure 1. The production and metabolism of H,S in mammalian mitochondria

2.3 H,SEATLAM DNA E5 HRFEE
MR JE 2 A 340 M A%, A 2h ST Y 2RIk
DNA ( mitochondrial DNA , mtDNA ) , {H i1 F £ ki 1A
FRSLAS I b ™ 25 6 R 46, T A B GSH /K SF3LAI%, XF
ROS W5 BRAE 455, N2 mDNA #2418 IR g @
AR PR, LA S R% DNA T 5 (R il i 18 2 R &R

SR, mtDNA HAT RS R ) 280

H,S 25 mtDNA & il Fnf% s i 45, Zehifk
5% N F A (' mitochondrial transcription factor A,
TFAM) AR5 45  miDNA 54 FR4E S 30 7 1Y
FPAI, 0% miDNA B 5% 2454 miDNA 5 DR
BT, Li 0O R LS i S-aAk g it
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P ZE W7 H T 1 (interferon regulatory factor-1,IRF-1)
DIEiEH A DNA W B4 5 1 3a ( DNA methyltrans-
ferase 3a, Dnmt3a) M 3 F 45 &, # il Dnmt3a %
¢, BE AN d] TFAM Y24k, 3 5% TFAM 4 5 f
mtDNA il BEAM VBN TFAM A1 G (5558 B 1 i
R DG 731 , 3k S A Oy Tl A 1 B ) VT 2 Ay il
1% T la ( peroxisome proliferator-activated receptor -y
coactivator-lor , PGC-1ax) T 3 13 il 2 14 180 6 A% PR T
[Af 1 ( nuclear respiratory factor-1, NRF-1) , ¢ #f
TFAM #3557 B A 45 RAE 52, H,S i ol 8 i
AMPK/PGC-lar 3 %" 5 Sirtl/PGC-1a i 5
HA5E TFAM /349 miDNA &

H,S [FHEZ 5 T miDNA & 81, W 1E
OUT, miDNA HYME S i A% (5 B T BR 18 52 RS I
165 NURE W 28 52 0 S R 1 4 IR AE
H AT BR 1B 5 i 422 miDNA FE2E R 53,
it 8- Kk L IE M DNA M B 1 ( 8-oxoguanine
DNA glycosylase 1, 0GG1) & DNA il & 1k filf 2 B
DNA H s 8 s S | P70 2 Fh 2L Bl A AP N DI R
TR R UIBRIFI AR (0 TO B A% IR , e 2R E oL
(Z%RREE EXOG il FEN1 AbFLJS B DNA R4 B
(DNA polymerase B, Pol B) Fl/mf, DNA X & v
( DNA polymerase y,Pol G) /- % RAIBIEL | i
JE it DNA % $2 3 (DNA ligase 3, LIG3) % &)
MoeER e AR W] H,S nhdat s-mifbis
MRZRLAR A 1 DNA 25l EXOG Y5 76 i fik
FIRFREL (i EXOG 1 PolG A941%% , H458 mtDNA
EE M AN B YIRR S 5 1 SCHERE 0GGL &2 %]
SIRT 25 ¥ 63t HiJ& SIRT3 Ay 457 | i H,S i
#F SIRT3 Y33k Kiam SIRT3 Ji 2 TG M i1 F b
PBOK R 22 1 ST UE ST IR H,S il DL
id SIRT3/0GG1 @AEfE#E mDNA B5
2.4 H,SATEHNGRTEEARN

KA & & 1 X N (unfolded-protein response,
UPR) A48 N 52 9 ) R 37 38 S 80 DR 47 28 1 2 1 o
KRG R —Fh B FAE B AL, 2652 b
TS T WA SE Y B 1 T8 AR S LU DR Y 2
F5E, BN 5 R 2R LA P Bl 2 5
= I 2 e &R TR NS ARUR Sy YA RS
UPR Y7 {& UPR ( mitochondrial UPR, mtUPR) , H.
XA LRI B 40 A% DNA 9 it B9 AH SC H 1
T (AR G o> TR ) BEAT 34T 845 Y U
ISR A 47 H A B R AR 1 B Y
X, HERRARAC B L

CCAAT/HE58 1455 8 1 B ( CCAAT/ enhancer-
binding protein-B , C/EBP-B) J&—Ff EAZ 4 i 4% 5
AT, 0] LLRTZ R A P A9 K 78 85 1 (heat shock
protein, HSP) il HSP60 . HSP10 .mtDna] F1£& ki A%
FI ClpP ()3 2l 145 &, ek A L Y R Gk LS
mtUPR o Untereiner %[38] R 18 A IR e H,S E1IRYS
B sk A C/EBP-B 1Rk, K5/~ H,S S 5%}
mtUPR A9, i 85 1 BT 7 F 58 & B, H, S /]
£ 5 mUPR MIOCHE (40 HSP 25 A i A 5 S5 44
fiff ( protein disulfide isomerase , PDI) %% £ 1 43118
() S-TRALIBAE " . A, H,S BRI AT B
HSP70 1 HSP9O (5" ) H H,S 1R SQR
Xt H,S A5 B LR A R A P £ Y ER
VLIRS, HRTOCT H,S B mUPR HHRE 4
b R C/EBP-B #E mtUPR Hi G, {1
(] Bt 2 AR i N7 T 98 200 ot 184 7 55 22 0 1)
SS AR, It C/EBP-B KB IF A
—EfCFE mtUPR J3 3, H,S J8# mtUPR #) 2 {A&HL
5 B T 22 AT 5 DA s A () T 20
2.5 Hfth

LR A ) -t 2 A0 B R T R s, R
FEUESE H,S 7] DL i 22 A4~ 015 I 45 4R i i 12
T-, i, H,S 7T Ll 35 S GSK-38 1Y Ser9 iz
PEAP %] mPTP FF5C sl o 4l i ATP -0 ) 25
L AHIE T8 LA D mtROS A B 0 WL
P, H,S Wnl LIE i St ik &M NF-«B,
PEIEA BT T K B 56 IR 3608 R FE B T AR
FAP Ak, Wang %577 4238 H,S BUALBE AT LU
Bax/Bel-2 FUAH, il Caspase-3 7614, v/ 20 it (4, 2%
C BT, i H,0, W5 A 52 A549 4 it i
T2, &, H,S vl Lt | OPA1 MFN2 Mfn2,
N DRP1, 2 7 4R (R 24 A8 -l & 5 AR VDL R
B B )4 A0 Parkin R3S P B8 ok A
FI I DL RR LRI S o g Aa e 1@

{EASFE I, H,S X 2ok 1A Ty i Ay i 45 2 3L
iy HS H,S BWREEA G, a1 H,S i &, 54
LRIRE YN IMLLE a3 1 CuB Hrots, 410 i H
TGV R 2 AR I U B 1) R, HL B AR o0 T HAE
FHE— 15 ) A R v WL S T A
/N LARAR D RE AL AR 75 /N RU™ A=
AL T4 B BRI A IR

3 3-MSI/H,S 5%%%
FRURE) H AT, AT A B o BT 2o R TR
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H,S MR EE 15 ML B L 5 5200 22 ] ) o6 R A
P ST 3-MST KRG AL H,S M f 2L
[l , B HTC AT £ AE P AE 3-MST/3-MST KA
H,S MDIRE XL 582 I &R L,

5 CBS il CSE AN[A], 3-MST MAE 5/-#i B2 L %
[ ( pyridoxal-5'-phosphate , PLP ) 4K ##i i) H,S & A%
fitg, L 3-MP RIEY (MANBE B L) &
B H,S,  H T L 3 P 1A 9 AEAZE DI Rl 3-MST 778
Horp 3-MST-1 5 v F M it , 3-MST-2 & 4 F fifd Joi Al
LRRIPR) ) 3-MST-2 AYAHXT 4 F i 4 33. 2 kDa,
HN sl & 25 D2 BERR (T 3-MST-1 7> 20 M2d Ak
MR, a5 L&A 5 P &R (Cys64 | Cys154
Cys247 ,Cys254 J& Cys263) , Hirfr Cys247 i Tk
ZEREREY C i, R AL H,S A G R A BE
Z M\ 3-MP &3 358 3k 1 i LA A i B AL 9, I e ¢
AR 1,8

3-MST i M 52 Ze ki AR 19 S8 AL I8 IR 7K P 1852 il
Nagahara %5 %' fF 5% % B, 24 S8 A0 307K - 38 =5 A
/N 3-MST I 5 154 247 F1263 4 1) & iR
BRIEZS GBI 1o BT ) i, 3
BTG PE R B B 2 0%, H,S A LI A, i Tix
NADPH 214 J5PEY) BN BEVK 52 3-MST {5 4%, Zuhra
LT RGE , PLAA AL N-2 BEF e & i vT 2L 1
SW480 45 s 4 rp 3-MST & [ 135, e k2 okr
& H,S A i

B 45 R E I 3-MST K HA WU H,S 530 ik
Wik iR | R LA IE S B UM 6, Ptk
B, et SR 16 JE 5 /N 3-MST #9234 B ik
A (BEH, AT TR CSE ik /0, (HFFTE ) CBS
FIRH W FERE ), W, R 2K H,S KO
AW A H/ N B H,S AR
B FERLE LA 3-MP AR H,S A % 35 PR AR,
(HARER A, XL sh Y ) G SE AR R A Fl C
S B K IR 5, LS (R A 4L~ R I W
FIShkAEfL I 4 F 0 E 3R 3-MST/H,S K281k 1] B
IR KA e B kg 2 A 2w

Jifr e 400 it P L TR RE 6 2k 3-MST, 5 8l Bk A 4k A
R A , 2808 4 e v 3-MST A9 35 Bl H,S 1Y
ROVt 48 1 % 40 B 8 3504 15, L 3-MST 1 dFE CSE #
TAA SR I IRE 4 Y L, S 338 i i) =2 SRR A IR 1)
Wagg | Ae AR DL R i 24 0 B b & P A ELAE
JEE R o Jﬂﬁyl‘,Panagaki %:72: 5T AIE B , fEREE AR
FEE AT Y 20 i i S AR TP 3-MST [y 2k 3
P&, R 3-MST #1461 5700 AT DAk /b H,S A9 & B A it

LRI RE B 5 ORI 2 A8 5

4 SR{EFEEA H,S 4tk

H,S R %% | H ATt o i o & 2 5 i
TEHLER Ak el A Sk e, AR TE D, KRR eSS
SPAT B R U TN BE B AR B, 0 T T R T
(diallyl disulfide, DADS ) , ¥ ifij B Bl I 1€ B8 HLS,
BE AR H,S ik, (B Bk H,S A 7E H,S B
I AR (R AN AT s R0 A P e i) 3 et 45 ) T, 2 AT
WF& H H,S ZER57) GYY4137 9 n il T8 Sk
AR RYERT . oAb, JE SHIARPT R 25 R AL A A AR
Y, analw] Ve ARAR AL ZTAE P (ACS-14) F e 2 ]
A PLAK (NOSH-Fi "] DEAK ) fY E T &, BGE 1 22 2
e H,S fLAR (I & i, I %8 F 2R iR I H,S
Xof £ A I R VR A A AR R 5 4, O AR ) fY
H, S AR & A 3 R ATF 5 (A B A S

AP39 & 2014 4 TF K 1 55— A~ 2 R (AR FE 1] 1)
H,S A7 (LB £ 1), AP39 H B H,S
B REN 5% R ELAE L -3H-1,2- R 423 I M -3
filil ( anethole dithiolethione , ADT-OH ) i i + % &% 5
B A AR A 0 R TPP T 2H A, 1 P4 ks A B AT 41
IEA AR S (150 ~ 180 mV ) , i i3 25 5 6 i FH
B TPPHL [ ki ik, O A7 WF ST UESE AP39 1] LA
SRR R RN QORI aE  UES § TR N A
W I RS N B e T e b
AD /N i 2 o0 AR ULRL LR P 2 ot T
R XTSS9 e IK T A 28 P 4 1 A5 A A
AT RIS BB A5 >0 R LR AR Ty RE AT 55 N
BEUFT- 2 R BT BRI SRR T RE T L Rk, A AP39
PR AE IR T DL S AR P R AR O E T

AP123 j& AP39 Myl ifi &Y, T AP39 45ty
ADT-OH B:PTEZRL A AR A i H,S AP BR AL 4%,
1M HL AT RS2 B LR b & A R A S 1 T4,
I ARG ) 4-32 BB AR 5 2 (4-hydroxythio-
benzamide , HTB ) & 4] & B fX, ADT-OH, HTB fE K
W H,S B L | He ADT-OH Fa & 42 4>, H B Bf
4 HTB MR RS ZE PR 25 ATB-346 3 Al KK
BT ST IESE AP123 (30 ~ 300 nmol/L) 7]
DA ] B P R 4t 2 AR ROS Y77 A, HUAE
45 AP39 2RI I B A

T ANPIRR LR 1] () H,S SHA IE AR 5286 b
Hrf RTO1 J& AP39 AR K A, 4540 1 5
AP39 ME—R[RIFE T AR A= 9 i 7 55 HE RN H, S
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BRI ADT-OH 1 B 8L 1 e o 1 55—
TG ) RTP-10 T 5 i A s {4 HE 1] 45 5 K (mii-
tochondrial targeting signal peptide, MTSP ) 34 Jji £&
b H,S VR EE . HAT A S5 IESE F R P Rh 4ok

PRI A H,S At 1A 2 AT A7 2000 e v 5 - 19 B Aok
L5 A B AR IR R AR5 ELEE 24 A R T
—WIE,

R 1. LHEEEE H,S 4t
Table 1. Mitochondria-targeted hydrogen sulfide donors

W 0 i) 2R B RE A Ttk SR E RE A ZEH K
(@ : CE
AP39 TPP ADT-OH OrPUVIN S,
K
‘ a
AP123 TPP HTB (LY S
\ ‘
Y
e § U, ) (J’%
RTO1 TPP ADT-OH fiTE4) SrPUPIN ST
0"
RTP-10 MTSP N ANHH

5 HFiES5RE

BtiE AR H,S BHREE AL TR A H,S R
KMEF IRl PR Al e E L E
AEYERON AL Z B TR Z W EAN, H—H
DI AATT i 220 1) — A [ U 2, PR 9/ i HL, S
TRV 2 BEHR e 5 rp AR 2R AR R 1 H,S I8 &
RRLRTEPER H,S? s R FiRVE R E R
JE LT AR 2R R R TR Y H,S 3 S 2R A VR Y
H,S? M H AT E A 1Y 240 M 5k 2l P 7K O 55 30 45 R ok
RN/ H,S K BEAKF1/EL CBS Fil CSE
(RSB H,S A B P A SCHER ) 335 T BBk
SRS A I 117 1 | REER Y R CE 1AL I ) [ € o Y
P S B VIO, 78430 A T B s rp AR Gk ok IR Y
H,S (M, [HE Gero 557 ) FH Lok AR ) 1Y
H, S fitf& AP39 F1 AP123 7E /)N BRI i 1l 5 P Bz 44
Bk b. End3 b, ANAUEAS TR — f8 35 2 Ay 5 vk
(1) H,S HEAAR IS Bt S Ak R e 43 A 7 [R) B ik
SEA A HE 1] 1Y H,S R A By ] & AR (30 ~ 300
nmol/L) ,{¥ & NaHS 5 NaS %% JH] H,S JoHLEL 1A
F & (Z7E 30 ~300 wmol/L) IT-43 22—, BN kE
TRUEPE ) H,S HLA B R A AR AN RN,
BEAR, P 2ok 1T H,S A R ZKY L-
e PR BRACT M A 3 A5l R 2 S e

PRGN 2R IR H,S A RE 241N H,S Bk
HEEPPRIRIRE . YR, WE R — PPkl Jr 2 G v
B 2ok A iR A2 HLS AR LR R &k 42 H,S 1K)
T IR BEIB B AR SR IR H,S 76 40 M PN % 3 il i 35
A REAE BhFRATT 128 13 [ 81, (EL 35 0 19 2 H RiT IR 7K
TR R AE FIREK

[FE A O A b AR 1] H,S A iy 2 H 2
YE G r i o o SR B AE T (HAE S5 e
FELL TPP BRI N &, AR AR B A7 AWm
MCARES A RE A SRR, W] R B — 2 Y i i 7
PR XWX Y — BB s F T Iim R Y J %
JRH AR Bl K B4 T LU B G35 1) H A 48 a)
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