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Abstract

S-propargyl-cysteine (SPRC) is a novel endogenous hydrogen sulfide (H:S) donor obtained by
modifying the structure of the sulfur-containing active ingredient S-allylcysteine (SAC) in garlic.
Studies have found that SPRC and its controlled-release formulations can regulate the level of H,S
in vivo and have shown effective protective effects in multiple cardiovascular disease models.
SPRC has exerted anti-inflammatory, anti-oxidation and anti-fibrosis effects to protect ischemic
myocardium, promote angiogenesis, and to stabilize atherosclerotic plaque, etc. In addition, SPRC
also has shown great pharmacological activity in other disease models such as cerebrovascular dis-
ease, Alzheimer’s disease, cancer, diabetic nephropathy, and endometriosis. This article reviews the
current research progress on pharmacological effects of SPRC through literature search and data
collection, aiming at providing the reference for the further research of SPRC.
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1. 5|8

A Z(HaS) 2 4k —E AR (COYFI— S AL A (NO) 5 I EE = AN WIRHEAE Y& TE 2+ AEW LSRN,

H,S DLt B AN ) AL 2t & FR (homocysteine, Hey) NJEH), o BEAR EE-B-& il (cystathionine beta synthase,
CBS). Bt fik-y-Z fif B (cystathionine Gamma Lyase, CSE/CTH)A 3-33 3 P4 B BRI 4 £ B (3-mercaptopyruvate
sulfurtransferase, 3-MST)£1’$4JCAEEO RZ W TR I HyS FE RN Z 55 g 5K 1. LR 4R /1. e
fEid . JRE R WA RIESE[1]. 24 HoS AV AR FHEE AW R R R I, BORBZ 1) H,S (iRt 7EA
WAk 2 TR s-)swfj%ééH;'c@zmE&(s-propargyl-cysteine, SPRC), & Kipr N & i PERCTr S-M 5 i 2 iR
(S-allyl-L-cysteine, SAC)H) 4 PN HE A I L4 1 B P J6 45 21 (18T AL IR HoS bR, W 98 A B IX Fh 25 i 5t
TR MR IRAT A, vTLAREIAN HoS /K, FEZ M h R I By B2 a7 R
[Fi;, SPRC )2 Fh4a BRI AL PR KAGHNE AR . TR IR TS W AE A Wbl H T ot a7, A
SCR AR S R R A0 SPRC 1) 2 BRIE PR E AL EAT £30k

2. ILIERR
2.1. 1LAEESE

75K R 2E O UL SE (myocardial Infarction, MR GO U4 AR, SXFHEZEAALEL, SPRC
VAT AT ARC LR ZETRIAR R/, I3 e PR i S B (lactate Dehydrogenase, LDH). HUER I (creatine Kinase,
CK)FI A — [ (malondialdehyde, MDA)KF-B#AK, (CAEDIREDGE, f MI K1) CSE &AM HaS WAL
N AR SPRC ] LASE my ik A0 U LAH I A7 75 3, ff CSE ) mRNA HIEE 31k /K-F Eif, 11 CSE
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Ei

%

#1157 DL-%k P4 3 H & B2 (DL-propargylglycine, PAG) M 7] L SPRC 3 E F W 2, iIERH SPRC J& il it
CSE/H,S HH 38 i & 3% O I L3 E FH 2]

2.2. LA

£ % 3% LU 2 (doxorubicin, Dox)i%5 5 i1 HOC2 /U LZH M 453 A5 A 8L o, SPRC 1] LAEE i 41 i /7 k2> LDH
B IEREE 1 130 (gpl30)/15 514 T 5 %% K 7 3 (signal transducer and activator of transcription 3,
STAT3) N5 570 oA M8 T & SBUKF 58« BRARZRLAR Tl e 28 L A 4 i A 45 28
THE#H. 1F Dox S M/ R OHLE R 1, SPRC 1] LB G gp130/STAT3 et 0o I e =7 [ DL
SRERRAG, PO LA TR gp130/STAT3 FUfptAT- B ARIE . XPIMAEIIUE T SPRC
I WE gp130 /T STAT3 {5 5 EE 2% Dox (LMEEEVE, KAE ORI EH[3].

7t Dox 75 3 I JEAR o LA 453 473 B 28 Hh , SPRC S 3835 STAT3 #2155 CSE 25 [ 3R1A /K -F, 458 STAT3
5 CSE M EAEH, 3% STAT3 FifE HFKIA, 75 Dox % 3/ 0 J1 355 i, SPRC Rl #4i% STAT3
DO I RE S SO R BR300 O WL RSRFER T . P93 IE ] SPRC 858 0% STAT3 431 CSE
FILE Dox W I ONIE T J0 J1385, N HaS BEHARAYT O 7 8 i S (B K 707 R AR Y7 SRS 3]

W5 R I SPRC X 1E 5 K B ILHAI S48 A S, B ] LA K BRO & FLSRWLFE BV A(H/R) 2 R
L PR T K DL R R A ) B AT S, L] 5 )0 & AL SR R SR R T W e A % . RIS
SPRC 1] LAMESR.OIAMAE H/R Z G AEIE 2, ORI A B4R g, HALHI T B A s
TR AR AN B AN RN, 35N UL O T 240 B N 5 R BRI, FRAERAE S AT B T KRR, T
PR 2 A A O B AR A R PR R (4]

2.3. L HRIB

FER IS F IR ER(ISO) 55 (1 87 4 B AN CSE ik [AI R b AL /N BRC 77 3 s A 28 D) Rt 4840 E(HL0,) 153 1)
HOC2 4 M Ak SLSE AL B, YR YE HoS Bk 2 F BUN AT ISO 75 3L LR A% BE U . SPRC ]
DU HI CSE ik, $REHUAN HoS &5, M HyS wlE B A0 EAb B0 185 5 1/45 U8 3 it
B 340 11 (calcium/calmodulin-Dependent Protein Kinase 1T, CaMKII), 45 CaMKII 354, #0810 ULZH g
JAT, DA, AR ETO LRI E R o 1850 8 IGIE B CaMKII cysteine-6 /& H,S %)
HEN A AT ROl S B S CaMKIL B0, 1 1741 S 40108 17 1 % #e FL(mPTP) 2 L A
1M P e R T B A LR L, IR IE] oS it i Bk 5 B A IR F 1 (sirtuinl, SIRT )i
PUEACIBL, KA OIURYE 5],

TEFRFT SPRC 242 B 71| (CR-SPRC) X K B Lo WUBE B 5 /00 77 3 0 IR AR 3P A FH BAE 5543 F-HL il [6] [ 717 &
B, CR-SPRC feg I &b B i et AR 2 ik 7 17 3 S 45 4L 51 S 1) SV O JUUVBEZE K BRI AF IS 28 L FRAC O JIEASE B T AR
Rl A LEACTRAR . fem e B8 B S NARIREL RS ORI OIIRE . (kO i I
BB UL RE PR S5 4130 B Bl 1 I3 I FE ), CR-SPRC AT ANIME HH HaoS ¥R BE LA S A AE ) i [X
CSE EEHRIE, FHRedER B M H ik (glutathione, GSH). 1T & AL A B (catalase, CAT)FIE E AL B AL B (super
oxide dismutase, SOD)ZEHT A LI 17K, FN A B0 12 X A T2AH G Bl 7 (bax caspase-9 Al caspase-3)
SR RIEPUEM LB TAEH, A CR-SPRC RS FFARAE L 0o IE H AR KR IE A 2 (growth sti-
mulating express gene 2, ST2)FIFIL, FFU#E T i) 22 2L 1540 B B8 (mitogen-activated protein kinase,
MAPK) ¢ 25 ¥ B (protein kinase B, PKB/Akt){& 5 il # . CR-SPRC T R 11X — R A0 ERIFE
AR TEE SPRC, XAMCA HoS /M FIIAWIGIT S T — DN Bt 571, o G551 5L
WMt T — 2%

T8 I KA ) 45 BUET SPRC PR K AEFR M AR FE AR N A B RAF IR, R T3 &
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AN I 2 AZH 2 SPRC LA H,S W, 5i#5S SPRC AHLL, SPRC 44 K-KAEFR IS 446 K B L 77 5 i A
TR T Ry T 80k, HAUH] 3 22 Ml fe sk i H,S K RIEPUAN . PLardeiuiEl, 5%
A K7 B1 (TGF-B1)/Smad3 15 5B A 5<[8].

2.4. IMEERR

RIL SPRC TE IEFIRAS i MRAS 56 8B AR AR FH O R B,  TEARARSEEH, SPRC Af LAE#EA
JBF 5K P9 2 48 B9 (human umbilical vein endothelial cells, HUVEC) % /7. 958 . B 3E8% DL & I T 1o
FEIEH RS T AR A SEEH, SPRC AT LA EER BRI EE s 4B i e SbT | {22 Matrigel A% 1 L AR
e AR I AN A R A (R A 1 LA XS IR S B PR B b M T A . TEBR MRS
THIRA IR, SPRC A LATE/IN BRI SRR M ASE A rp (i 0 R R A s IS B AR A DA B A 43 40 1f 3 %5
FESE . FERBOREERA T, SPRC ARt LIRS« I BEAETHI AR S A AT . 340 ST OB 3E
J54% HUVEC 4iffli%t SPRC 4b# 5, STAT3 BEfR{L 5515 . RNA THIESE T STAT3 f£/+ % SPRC {2
WA AR P B D, B LSs R 7 SPRC M1 STAT3 EL3:AEFHIITTAE, T S SLyiie ) EoR
SPRC AbFE 5 I8 Y 52 A2 K R 732 4k 2(VEGFR2)5 STAT3 FIEF s, RIS 5 6 A e 6 7 S e Ui
78 SPRC %5 1 STAT3 WIk%#E4L, SPRC 5li#2 STAT3 S8 W A KK 7 (Vegf). 4HMANR 2R
B(Erk)~ Cth N Akt JAZ) T IS5 G0 58, B8R0 3 L8 A B2 42 K K] (vascular endothelial growth factor,
VEGF)}¢ CTH A AN, %5256 8 R W] T SPRC R IME Hi 4 F STAT3 it TR T HLH],
045 H,S-VEGFR2-STAT3 iX %% STAT3 BUHIEH I XIEH, LA STAT3 XF T Vegfs Cth BRI 50
MR, NELE K STAT3 [SERLIE 7324 7 B S RE[9].

2.5. FBKWHEL

T AR N AMERIER ST SPRC X Bl ik ok FEAE AL R F A AL 10], 45 R W] SPRC AT BAREAI ML AR,
FHIBEH I LA . SPRC FeME AN 28 5 K 775 T 10 MAPK 38 2% 130 M 3 s 0 I 72 -1 (AP-1)
FEtk, SEGE R 4R E ABF-9 (matrix metalloprotein 9, MMP-9) )28/, AT #1011 BXE B [X 248 i 4 Jike
J I B FUHH1) 5 0B A Tk JE B (Lyso-phosphocholine, LysoPC)i%5-S: (1) 5 = A ALK 5 B s 2R (4 3241
(low-density lipoprotein receptor-1, LOX-1)[5RIEF1 B k240 fo i -2 2 [K(B-cell lymphoma-2, Bel-2)# i,
IR/ Caspase 18 B H0E,  F0H) L8 P-4 UL M (vascular smooth muscle cell, VSMC)JUE T, 14 itk 4
i VSMC 55 & . [AI SPRC BEMEHY I ELEAN HE A VSMC I, (2B i ik 40 i) B L& VSMC
P EE, EmHEN SPRC HA f e B rI/EH o

3. BRI %

FERN ML, SPRC & 15 A7 CE AL T 1E O I 93 Hh BT R 0 HE B DR 2 B 98 R IR R B
B TR, AAM HS &85 Hey. WEHHEROS)—FE 2 EFHEH, i 2k A Mg+ H,S
WIER W E FRER(P < 0.01), KIS EIWLEMG M - P #EVEH4) (cerebral ischemia-reperfusion injury, CIRI)
KRBT A H,S W RIILE PR ETt. Jlid gain-lost 5256, 7E KM CBS™ + MST-ckd /M CIRI
BRI SPRC X} CIRI A YRITAEA, st HyS & &l B 7 /E 2 B HoS 3 1. it ik i
FHJEACAH 2 0 1 S HE K5 (oxygen glucose deprivation, OGD)SEH:, &I H,S K IF(RYFEH Zilid CBS A
MST/H,S/LC3-11 i LA B Bt S AL S, 2 78 i e A 5 [ B v 4 3 1 7 SRR 11

4. T
TE = MR HOC2 (o UL4i e &b, SPRC AbFEAENS 1 2 PR S M SO T2 L4 ROS R4,
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SPRC At 1 INAZ% K E2 M55 F 2 (Nuclear factor-erythroid 2 related factor 2, Nrf2) Az & i H-2 iE Hpa)
BWIEH, FRHEESOENE, HFmEHS NFUE B RE S S . 3P 7R SPRC
FHRZiET CSE M Akt SBT3 Nrf2 5 Kelch #£ ECH-#H<& 4 1 (kelch-like ECH-associated protein 1,
KEAP)I454A, BiE Nrf2, & T & Fiibra Rk . E8E IR 1 14 2 (streptozocin, STZ)i 3 1K
B TR R ATt R BRI A B R — R 45 SR [12]

76 E A B AIEBE Bk = (methionine and choline deficient diet, MCD)X 7 5 i1 /I 5 A T K 14 i s AT
(non-alcoholic fatty liver disease, NAFLD)# 1, SPRC fg% 3% FFKAHIE ROS A1 MDA 7/K-F. #2&& SOD
e, EUE Akt FIBEERAL . M40 Z N4 EF-1 (heme oxygenase-1, HO-1)F1 CSE )31k K Nrf2 IR #6407,
5 2 (oleic acid, OA)E S HepG2 4ifr, SPRC FILHAHFM/E LA MBEERNLEE 3 B
(phosphoinositide 3-kinase, PI3K)#Iifil ] LY294002 AT #5Fk SPRC 5 51 HO-1 FKIAM Nrf2 #4147, CSE
M7 PAG F1 HO-1 siRNA AJy§Fk SPRC IHTAAAEH . X5 BER] SPRC i id PI3K/Akt/Nrf2/HO-1
55 M NAFLD P4 st EH[13].

5. RAE

{EIRFT SPRC Xt I % B (lipopolysaccharide, LPS)i% 3 1] HOC2 Lo AN AR JAE M A [14]74 &L, SPRC
S50 B AR ] LPS 5 S 19 MR PR AL A 7o (tumor necrosis factor-a, TNF-o)). 41 i /8] 5 B 7 T
-1(intercellular cell adhesion molecule-1, ICAM-1)F15 58— L % A B (inducible nitric oxide synthese,
iNOS) mRNA [)3RiA. BUE PI3K/Akt 5 5iEg, A &3 LPS 755 M4 /875 82 E s 1/2 (extra-
cellular-regulated kinase 1/2, ERK1/2)#iFE %K+ «B #l#i1HE H a(IkBao)FEf#E L 1% K+ kB(NF-kB)p65 fiff
WAk A ROS 4, [Fl) SPRC Al 3G5% LPS 5% 1) CSE 1l HoS B F . %45 K& H] SPRC @it
] IkBa/NF-xB 15 5@, #% PI3K/Akt {5 5. 47 CSE/H,S i@H. ] ROS 2EREETE LPS Kl
(11 HOC2 4 R FEBT RAE FH

ff TNF-a 5551 HUVEC W4 #RERL AL R, SPRC EFIEAKHMEIIH] TNF-o i5 FH0 ICAM-1.
I/ 40 O 5 B 431 (vascular cell adhesion molecule 1, VCAM-1)E (1335, HEM#H] U937 BAZAMI S5 N
Yliffls HUVEC [T, [l SPRC W] &% % S TNF-o H¥#4 1) HUVEC 4 CSE %Kik, H#ENH| TNF-o
FESFHMMA ROS P74E . c-Jun R A 5m A 1/2(c-Jun N-terminal kinase, JNK1/2)#0i% . TicBa P AR LA K
NF-«B p65 SR AL A 15].

TE WV AK I 5 10 /N BR S R IR 28 (acute pancreatitis, AP, 7E AP 5 340 3 /NA) SPRC Fisb B A]
DA 25 S0 A R /N BRI R R A0 A AN 45347, 0ok 2% 0 40 MR Rl Al A 3R -8 (IL-1B) FF T 48 i A -6
(IL-6)FIRETI, AR BEHT 48 20 M R 7 1 20 M A 25-10 (IL-10) KR, (RIS S5 R 2R N 2% (1 4 AH B, SPRC A3
A3 2K R HoS KPR A BEMEZE R (2 AP 15 S0 12 /NS SPRC TRUALEE T g Ji A0 il 51 4 i 2050 A B 2
BGEIE . 1X SPRC X AP [MERI/EFFEAL T HrEds, i HLE AT i85 IR HaoS IS8R UL A 3L
Xt CSE K7 [ iR 95 16].

7 TL-1B 755 A9 A28 XI55 35 % (theumatoid arthritis, RA)VE E BT 4E 40 il %2 MH7A 1, SPRC £k
MEHE A1) I AEA R B9 5. ROS B2 42 LL N, MMP-9 HIRIAEFIEYE . b4k, SPRC i ] BELIET IL-1B £~
T MHTA AT AR 28 . 78 R BRAEFRI75 - F 109K 4 (adjuvant induced arthritis, AIA)E A H1, SPRC
BIT AR R KR AIA B ERARE . 3E—P KB, SPRC 7l &% S HO-1 ERIE, ZEME KEAPL
(IBRARAN Nrf2 IR 5%, X — 1A T KEAPL PR RIS IEEAL . Z0E 7 8 GER 1 I8
T H,S 157 SPRC JHid E i Nrf2-Hi% 4L ) B 764 (antioxidant responsive element, ARE)f5 5l i 7F RA
HHORESIRAEH[17].
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FIH ZEFLIR (polylactic acid, PLA)fL#% SPRC il {E i) SPRC R LM HEK(SPRC@PLA), fEMIMEEDS
FRERE SPRC, HEBEZ AL 4 K, AN BEAR AN HoS BUFFEERET, REIRIT [AI4E 3 R . BEFIK
I SPRC@PLA Xf RA KA A HIAIT AR, FINEK T 4525 R8[18]. FIAMECRA L F K
FR(dendritic mesoporous silica nanosphere, DMSN) Al SPRC 4% ] SPRC@DMSN, {ER PSR ILH FF A
) SPRC B J1. 1EARPY SPRC RS HAE K 7] UL CSE/H,S /2t — 2 i3k HoS MRS R, TE KR
AIA #i# 1, SPRC@DMSN FEI H B IH R AEH[19].

7E LPS B IL-6 175 5 1 /) B S P 8 E e I et AR AR 2R R 5 Vi 75 3 19 /) BRUIE 1k RE 72 I ASE A DA Je ¢ M
BRI RS TR R (R)EA , SPRC BES A RAEVERR IR KIA, T MG SRR 2k 88 i A
F, BEEAMMIEA, M IEARBRILAE, [R5 Z2 A8 28 5 11 B2 I /) R J ek R0 i 2 5 AR . AL T
SPRC RERE kD 2 RE R T EVE4H M TL-6 MR {212F SIRT1 /51 STAT3 % ZBAL/ER . BAA B IS I
V7 AL R AT IR B 2R F B (adenosine 5'-monophosphate (AMP)-activated protein kinase, AMPK){i¢ #E 4]
JUR 75 53014 1 (suppressor of cytokine signaling 1, SOCS1)/-5: 1) Janus 4/ 2 (janus kinase 2, JAK2)
HEMEME. 88 T SPRC E A FETETE MG ST 259 (T Be T [20].

6. HERITIHER

TERA /R IR 5 BR i (alzheimers disease, AD)WRAEF K R FEF, AR R AIEEEEERH, 4B
VEARHE 5L F (amyloid B-protein, AB)TE AD fE & il N JRARI , MR R A 55 40T HLAd AL, 7 A ORI fie K
SER 7, HREMR, T tau BEMSEBERRN, FEEXE TR ARG RAR = R R AR, R
T AR B A BE[21] 6 BEARH 22 JORE B4 F5 0 AD H)YR Y7 HoA HEAEH 78 & B SPRC e W] 842 LPS
P FIOR B 2 [R) 27 ST AeAZ s, HHLE T Re 5401 S TNF-a. BRI T 324K 1 (tumor necrosis
factor receptor 1, TNFR1). AP FifK% H(amyloid p-precursor protein, APPP)H mRNA K& HZFRIE, #iH|
IkB-o. A% LA K NF-kB p65 #i% <54 %[22].

AR, SPRC T oK B0 f 2 5 AB25-35 BTSSRI A S Tl RE RS R 22 0 I 45 Ky 451495 . SPRC W]
HIK RS TNF-a. R A -2 (cyclooxygenase, COX-2)f) mRNA KL, #i#] ERK1/2 Bk
JKF. TkB-a FEA# LA K NF-kB p65 . %K I$E7s SPRC A fE 2697 AD £ 254231,

7. FRIE

SPRC X T IVE AR ST, RIS 1E B A b 4T, B 5t K3 SPRC RERS 2 P& MK SGC-7901 H
Jeer A ML V) A0 2, FRI Y FE AL 2 , (6 15240 i JA A 7E G /S B A 9 SR 3e 2 BH, SPRC X SGC-7901
i 96 AR GRS 9 200 L B PRI 1) 2R 0K 40%~75%,  [RIINT BE 88 5 S Mo L2 R R R TR A, IR 4n ik
p53 Fl Bax )31k, LA Bifl CSE HH R IAIFE S HyS BHUKF-, 1M CSE 417 PAG JIAJ DA 2411
il SPRC 4t Eg/E A, MIHEN SPRC A fE 218 id CSE/M,S AHICH % K FE DM /E FH[24]

HIEW MM AL, SPRC XA 7L 4 M B A SEsm i 4 i 5 14, mld i 0 40 fg 5 . 5 5 40 i
P, PHETAn AR A PRARA AR 28 . T4 e A G 8 DR ) 308 DL R 39 Ay () s ik &5 07 sl Hobe
PR AR FH o A PN S0 R I HH R A (1 0 o B e AR R AR RS R . SR AN L,  SPRC 7 LA 5 DNA
Wifsi, AR AET 32K S R RAA AN S /). caspase MCHOIE T8, LUK S 7L e 40 B R s T S
B G2/M A, MRS Bl G2/M i PR 1 4 i B B 2 1 (Cyelins) S5 260k o FEAN[F] P53 1 5% 1) R i
iR, SPRC HeWs A 275 S 1R I 40 M ) O - #ik) e AE K, SPRC JB IR &1 R 3 (MAP3K
mixed-lineage kinase 3, MLK3)-22 % i 54k 55 I BABR AT 4 (Mitogen-Activated Protein Kinase Kinase 4,
MKK4) 2 0T INK-Jun-54 538035 I8 1 3 (Activating Transcription Factor 3, ATF3)-CCAAT/H 58 145 & &
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1 [F]¥5 & 1 (C/EBP homology protein, CHOP)if #%, i i 7% INK FIBER b 7K1 PA K B#AR INK iz Ak 1
FTINK EE FKF, AT N R N S A, B s it 72 B SPRC X #R R Panc-1 41 F% f 8 LA 22 J5
A7 A RELR 1 2B K 35 B A R = s v R A 4 (250

8. BRRBK

1£ STZ %5 510K BRUBE R 97 5 93 (diabetic nephropathy, DN)f7 1, SPRC %521 DL IS 2 103 DN KKt
B O RER S B R 44t . FLRe NS SRMRRE IR 5l MR kR, B 2 RAEIR, BRICEIESEEL, o
Jig vhH b = (triglyceride, TG). & IHE B (total cholesterol, TC)HI & &, VA% B T i 41 44k K b JF IR,
AL 8 A VIV ISR A R, FRKAE R+ mRNA KRIE, BRI TGF-B1 A Smad3 #ERRAL/KF,
[} B JAK2/STAT3 . p38/ERK HIBERR /Ko T 7E R bE 175 5 1 SR At a3 FE AR 2 of, SPRC W] R 25410
1] TR M ) AR AT ) SRR, AT B L SR A R AN R R R . 455 K, SPRC (3
B R B P40 TT e S5 30 JAK2/STAT3 2 5 TGF-B1/Smad3 15 538 I (BGEA ¢, [FI p38 Al ERK i
RS H o, HEN HoS 7R AN IR o R 3 A E A A [26]
9. FERERAIE

Wi E AR AR. CSTBL/6 /AN E WIS AAERA . Wistar KB 2 A RTIEB AL 7
SPRC X 125 A BB i M HOREE AIE T, R I SPRC RERS A R3] TL-1p 755 1015 P 1) J53 40 B 28
KL, FALH S K ERK1/2 BEERTL $H] NF-«B #i5A 55, SPRC HENSHA 10438 Py S RE AR TR /)N B 4
ST, ERLGE N, WL YR L. [, SPRC AEBSINHI T E MRERS K R AR G IER K. 1%
g5 7R SPRC A AT RN N SREVR T I T 5L 25027

10. 2EE5RE

SPRC fEN—Ff= BRI, AL ELH5 Lo 10 ML 95 45 22 /i PR BT BT U2 2 v 3R B H VB E K VR T
PER, JUHAESIR . Ll A4S m A B2 KRBCR . HRASTIRAANEE . Py
P, TR ) 7 et — P ARG, SPRC ) SR FLERIWCER S 40K i B M S5 2 R R O E 7T, 9 e i AR
HIFACIRAE T AT RE, (EAJTRIRARGEAT L. 53— M, SPRC {EAWIENE ARG T 0T, AR
I BB AR AR RIHLRI AT ST B0 R, 38 I B 70 AT ) B B e A A O RLAR, g5t 4 Ja LU 5
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