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Research progress on therapeutic strategies and

potential mechanisms to bone fracture healing

WANG Xiao-Lu, CUI Yu*, ZHANG Ling-Qiang*
(Institute of Lifeomics, Academy of Military Medical Sciences, Academy of Military Sciences, Beijing 100850, China)

Abstract: Fracture healing and repair is a complex process via intramembranous and endochondral ossification.
Clinically, the vast majority of fracture patients could reach union. However, there are still 5%~10% of nonunion
patients who cannot reach union or even face the risk of amputation due to postoperative infection and poor ability
of osteogenesis after bone fracture. The current treatments of nonunion include autologous bone transplantation,
recombinant growth factor BMP and other strategies. Up to now, no drugs have been approved by FDA for treating
nonunion or promoting fracture healing. Therefore, it is necessary to conduct in-depth research to uncover
underlying molecular mechanisms of fracture healing, and to find other low-risk, high-efficiency alternative
treatments. This review briefly introduces the biological process of fracture repair and regeneration after bone
injury, summarizes the current clinical methods for promoting fracture healing, and wraps up the important
signaling pathways and targets that could potentially promote fracture healing.
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1 FifEENEYFIE

IEHRER T, BI@E 0 NI A
(R i RVRSE By 90 399) A B B A o A Sk W 2 40
B, MBI, AU AR, BN A
AINORE TR A 1 55 SR T4 B 3 Ak, 5 ML
AUIAE L o RAE [ NAE B AJ7 A 24 hik BUg(E, 78
7T AEEAE R EIE, SRR B s, W
A U i Ak £ B A e RN, B TR R
B2 3BT 70 A N BB TR BB L A
&, K@, e REHRMttEI R EKE
T UL A AR A B TS T A R U
ZRIBN N EZOR B TE R 7o T4, HARH
FEBR A . HEENTRY], BERm
BARAET AR, BONE T4, HAEF I
SRR RN, AT e R
LA DY R AR AR PR T 2, IR R
J7 R A5 3 W O R e PR DDA OG . ERRE
PE w0 AR B R I, T4 R AT B ok
ML, R RAE SRR, ERE
VEZE . VRSB I T AR, A R 2 A4k
NN, TSI R, £ F 3 W 6]
B CUGHHRE” MR, X AR R AL
Bo KRR, BB B PR Al B 4 A R R I
—HEAAEF W A UA T BT R LR 4
RAERT, TAMELEIKE Ko N Z A
2, EREHLAUABERE . B AR UEAAN,
R 20 B A AR S A B 7 A B A ) A
AN AT B O SR A, X AR AT
e T B ACE UK R T R T4 AE D g
TR, RN BCR YR IR R A
= A ) AR BEE A TS R IR IR,
BRI AN WA, RS A A R T TR A
I EET B AR Rm OV E . &E, BiTBE
N, BRI AT R A S S AR, R
BENEASF DL, EMZETE L, R R 2
A TE A RIAER) 112K P,

2 BAEREXFTE

B GES TERTREATWENEmH
UL Wi Kot i BOR DL SR 3 S 29) Al R
R (FE BTG S AR, & 3 S A4 Jo 7 B s
IR ) HEAT PEAG o AR O T 2 i B LR
(Food and Drug Administration, FDA)JE X, H:Ab
HITEDFAEINH, I B3 H R B

IR EAE IR B, BAER 4N
MERMEANZAEME PSR AL . JER VB AEEXL
ERIH I ALE RO, B A B R BB
M. TR HL, XA ST ENE. T
KUEEAERAR S HAER S, Hit TR E
PEAN R RE 2 1) o B2 3 63 45 I 3K AT e S Bk %A
o B EAE L ERINE ALK & i
AR BT IR R IR B X,
HAERZ M, BA LR RN, BT &8
HIUY AN EEHIL R

3 (RHEEITAARIGKIET RIS

HullaR FoaH Tt g i am ik
O E . BT IR, ANJRELBMPRH T
(R EBESS A By S IR 55 R DU T4t v
JTAE(ERD).
31 BRE

IR LR B TR KEEYT, EHFEFA
BIFE R, B 0 & A2 I SRS BB
CE i A 3 em), SAGEE FARTHA L&
o AR, BN KEEHhEEPE
8% A HEIR, 17%RAR BT ARE". XFEK
PEshan, AT LLE YRGS, B RTlERE i
k=2 st SR ERrN= o 2 R PR N = o 2

BB AR TR B S AL 5T sl R 5t H 2
F AR . AR AN
HEE RS S 2R EiE ST SRR R
BB NSRS AL, DD 2R =18 80%~90%,  FX
NFEARKEAAE . B—h, HAEE R MR
ACE XSS B, R B ST R AR ZE 2
TUIf gD 2R R R = B O F A i i
BURHE A 2N, EARR A IR
Ab, FBRERT REEE ko2 B AN FARERAL, @i
3 JERC T AN (] 25 5 32 1K N 8] 95

[F M S AR A G B A, BCOE
A ATAE B, 2 HT BiEgEA LA EE R
PIRHEE . mEEREFES, &5, JFHH
THZAMER, B SRR (HihTHAiEFmM
FEME T B, B A0 BRSPS Rl &
iSRS AN E B IR R K.
g, R EBEAREKRSERRREL N
20%~25%, ARJF10ETHEE60%" .,
3.2 YIEREEBNMETT A

Y ER BET V  EEAAAE Kb eI AR SR
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1 Bullsk ERTar Bifm 7Gx

TR T AT R IHITRCR
HH EEzNE2e e B SRR B R B UM —HR AR R, 2RISR
T2 3 —HBAL
[ 7 (A% A BHEERAMN, BST2E, HEdn  EEEENGEEM
AN AL E
WENRTY kbR (PEMF) (Rt F b A RS E, EHHNE  REEAEREFRREER
SHANEYEES
58 52 ik o 7 (LIPUS)
wynayT  REVES ANJEEAIBMP (thBMP)  RUEMSCs[a iy A R b (R RIBITEAE. FARE M

BRI K 4k fresdt i 2
R R 0 ML AT B A R T T, IR R
NP Y R R G i AT b
IR E SO, M RAERSL, JFS

G B HUIR S5 IR (PTH)

FTAfyATT B BEE 785 T4 i (BMSCs)

TR F (A R A TR
AR AR et @il

LI, D T i 1)
T FH AR T 4 B R

2 P AR R A B P E 1 4 A )

Zaa
JB i 1] 78 o3 T 4H il (HUC-MSCs)

B BT 4l L (PMSCs)

SHEN T R IR, &
FEAE B0 S AR X b

R FHEAE. KITEHLU
Jo b8 S I I R AR T

ok rhEE PRI F B, 19534, HARIZEXK
Yasuda & (RIS 1% 22 HLL AT LE SR AR P9 (R HE TR
A T ITRE T K LRG3 (pulsed electroma-
gnetic field, PEMF) & 1 B T il S & % 3 5 AT 5 4
Ik, 19714, Brighton/NH & e b AN H T8
RERETT, RIREFT7%"Y, 19794, FDAM
#E T PEMFST A T AER BT . (HPEMFRIT
Gz B RS PER AR T R FEE A, AHORC
HRFTIE M R AAFAEG, IR T R
BT VEVE N B iy R,

19834, A} 70 1 iR A FH LG 5 52 Jhk e 75
(low intensity pulsed ultrasound, LIPUS)A] jjiii# A 2%
HI RIS, R 20 N AL
Jok b, ad It A R s i A 45 A b B
FDA T 19944 fk i  JE T 1% J5L B 1) {1 58 2 B 75 4
EXOGEN™ R4 i FH ¥ i@ &iar ™. Ak
Bl, HRAEHILIPUS 20 min, £3~64HiG)7 )5,
A R B A R A fEEE AN A BIAE K
PEB AR B, LIPUSHIA K 578 84%,
HRETLIPUSIRYT 2 atem, HIERAMDMG, ©
LRNFHINRIT B A B AR HiL. HLIPUSHAY
FEA R, FE R HARHTEE N T8 4 18 B/
T10 mm ) BA Fa € [l 2 A a 85), BFER
FEH(1~5 cm), [RIRRRA] T HAEMGER R g5

3.3 ANREBBMPHARMETHIFIES

HAr, AJREZBMP (recombinant human bone
morphogenetic protein, thBMP) & H T V597 & A&
R A R AR A BB R AR K R
1, FDAH#LAEOP-1™(rthBMP-7)# AW HI -Fi677
Ja M A Rl KB B A E, fILEINFUSE™
(thBMP-2) i J5 g 45 A2 4 11697 I i st
Pr ARG A R RS B B T rhBMP 3332 1
A RN E, EAMUSRBUAT S, M
HrhBMPH Bt & R BCR AL B TE L RIR BRI
SIRHG A B EARIEA, ) LE., 22
41 5% g B2 T rhBMIPATS R SR AL HE 1 . A%
i 22 158 FH BMP 4 L BT 1 1 RV S50 F AT 7 22 4
T BMPIX A H A PR~ 3 5] 45 FH e 1 e A1 JH A FH 77
s AEIER. B, SA BT B 5 2 B a5
B ZE KA S5 5 BMP-23L [F] 4524, AT 2 el
BUIIE AR 2. [IBMP-2H1 R ITNEMOZ 5
K (NEMO binding domain peptide, NBD)r] Jii /b
BMP-275 3 (AL SR AN BAZ R I, 7T fie
B RS TR e Y. ¥ BMP-2 5 VEGF
BRFGF & A K R 7 St 33 3% AT 3 25 e b 0 2~
AL, RO — R AR B T B I Nel i 18 53
F-(NELL-1)-5BMP-23% [&] 48 FH 8 7] §p [F) {2 a3k e
FEARBMP A &P,
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34 ARGUIHRRERHE

FFIR 5% IR I 2% (parathyroid hormone, PTH) & —
PR E, HIEE AL (AR 1—34) e KT
(A FER 1—84) ] A O Y Bk N e . FDAL
e H AN FUR 55 I & IR [rthPTH (1-34), tHFRA
FESLMA BRI TR 97 & B AL IE, B ATIG R b rE
PRI CR MG 3 &G . IWRIEERH, &
S PTHREW (2 it @ R i, b &S
IFE] . i % R ik (Abaloparatide) 2 IR 55 i
F 1R R B EBOE ], —DIRE LI R0 %
B: 4820 5 B 0T AN RE 10 Lo BT VA SRR O 2 IR i
YR IT AT JRD 184N H N AR BT A B A AEME B & 3T 1
REEEY, (B A B RRE, EL &S PTHA
IR AR B, AR T BN EE MEE,
I EHE A2,
3.5 FHRIATT

] 78 )5 T4 i (mesenchymal stem cells, MSCs)
B A ZMRIEM ARG 400, #laess. &
JEi. REWT . WAL Bfr % . MSCsAMY B A IEH
BRI H EORE SN B g Sy, 3k ] LAl i
RAZ T A T (Bax. Caspase-3)f) ik B 140w 5
T2, HHMSCs#iA A2 414U & 1A % T 2P,
‘B % [7] 78 5 T4 i (bone mesenchymal stem cells,
BMSCs) &4 igy5 57 f 20 2UE & b i F 00 4
M, B IR K 4 5 H (bone morphogenetic protein,
BMP). #44 K K F-B (transforming growth
factor-B, TGF-B). AN MufTA K F1 (stromal cell-
derived factor-1, SDF-1). & R AEKH T
(insulin-like growth factor-1, IGF-1)%¢ X F7E 7
MSCsF3 bk B 4 it e R mp ok 2 25 E A B
20194F, BRI — T 2 Aot A R I PR 050 45 R B
ERBE BT RARE S E ARG EE T, &
AWl R BRL S E ARMSCs4h & 13 B 24t
2 UG RE LR W, B HMSCshg g (e 3k A% &
FZHE AT, REBMSCs T4 M 448 1) fe fE ik
£, (BT HAOE R . B R L
M CLEEAR A 38 DL R PR S0 )RR, L SRR 5T
FRE R I AEAE & A BMSCs 73 il 1 A 5 4
J PR T/ AR (I BM S C 4641 8 35 55 (BMSC-CM) |,
LI R G4 G 7 T4 T ik . Hal A iR
B, BMSC-CM/& 7 AR FHEMGEITE, BN
BMSC-CMH &% 1 LR B 105 11 & A A
R MR F-, 4nIGF-1. VEGF. TGF-p1£5PY,

Jif s AR 2 A R 2 —, 5%t

CLA g 7B M DLW 2 HHE IRIK TR . 3
SR, AT I [R] 78 )5 48 g (umbilical cord
mesenchymal stem cells, uMSCs)&E %38 i {1 1fL B A
A B R R . B, T i AR e LAl
W RSz BIBR ], uMSCsIF 74k B 73 A an fif iy
[8] 76 5% T~ 41 ffl (human umbilical cord mesenchymal
stem cells, HUC-MSCs)*"", 5BMSCs#itt, HUC-
MSCsHIMRAALE T (1)K VZ (AT ELAEE ., ey
of B PRI e A A A R X 3R AT s ()R
FRAIERAN, TR Q)R AE
G T A RE T s (4) B EE ) R L e % DR
& JLPAF LR R . XLk S fFHUC-MSCsHH
BT R RBHET S, HBRCOIMSCs EERIE. H
HIXHUC-MSCs#EAT IRl R VR )T 86 K 2 2 AT 2
[ 811, HAmimemasigesidi. Hm. mER
Gu . BERR S A B B A Sk
2, TR AR R AR A

BRAE A E A A, BT L
FS B 44 R B A L ) AELA A DA A AE SC AE)
WEHER . WK, S5BMSCsHHLL, B FE4HH
(periosteal cells, PCs) ELA B am {45 . 434k J o [
TERGRE ST, DRI e 22 A A B B i L AR )
PskIEY . H T2 R s cgiEm, R
BOK B BB SR YR 41 it (periosteum-derived cells, PDCs)
RNBARAL, AT XS s AR ™. 8
& PR B2 A, B B4 it (periosteal mesenchymal
stem cells, PMSCs)FHE M O 72 W THANE. K
B DL K& AT R E R SERIT . HATHT L
ST N LRI &, RIIE T 785 R 1 2 W A0
RN &5 46 DA B2 A5 A 2H 2R T A4 B B R e e 1 AR 1f
B AR ERTT AR, (B A AT A TR AP B
B, HMPRNERE. irE S AVERE VAL IE 7R o,
I B B EE P 5 ()44 N AR DL 2 B SRR T 1)
(7NN

BE2019F 17, S4LAH700% Tl K5
MSCsFAEAE R MITIERI BRI L, Dl B
AR EIFE KA. R XIS 74N
IR R, (HMSCsIBIT T ME A NG R IE TT (1)
FRifE, BRI T AS[AE RORE, MSCs i3 AR SR 5 sk
ZHEPE, HEhZARAE . Y. Ry
%, HABORIRIEAE. S & i AR SEE 7
BRI 7Y

R FR IR R B TT T B 2 s 0L R A Rk
g EE i, HWAAEXE & ARJEIFRRE ™5 |
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WIT OIS B Bt L BRI E SR . HAT, &
A ZMOCEIENE S ERAEETTRasMEEd A
AEEMER . Pk, RABTFAHRE T AL, A
REHITA AR EAEEE . TR B4 CAEs)
P A DL IE B A et B2 B ThRe, i
PR Rt ] B F AR B 1 DR S i .

4 RABHDAENERFSEBES T

4.1 FGFES@EE

R AT YA K R T (fibroblast growth factor, FGF)
e AR T 18] 70 5 0 22 A/ R J2 5K Y 40 B 1A 250 2
250, FRABEZ ARG RER, 25
EARE. MELERMEE . FGFE K H234 5K
i, 55 FEEIIMAPKIR AN S, W
YU AMS 5 AH I 1/2 (ERK1/2). p38 MAPK. [
OO R O/ c-Jun N-2K 3 BB (SAPK/INK)
HEBFEGC (PKC) AN i Mt UL 3 3G (PI3K) i 12
S PR R BIFGF K H A2 AR (A4S LR 5| K%
Pl R B B0, BFRERE AN RGEEE.
FRGEAAE . BRER LA R e S E S, R K
FEH TSR BT S h R R LR .

Schmid 5™ 1 ] 52 B RT-PCRJ5 i 1A /s B K
HE PR P FGFR B (R R IARE R, 45K K IFGF
KR 2 AL AT FTIEE AR B B )RR B X A
R A, FGFSEAN A B AR AN [F 40 i 3 K
1 A AN TR B BOR S I E - AN R A Al . FGF-2
e AECE AR Th RS ORI, R g
A, MBTEEET R, HENE MM E 5w/ 5%
43 WA R F-iE 1t Ras/MAPK & 42 1 #E il B 41 i AN e
MR . 4k T HANEFGF-2[AFE H A 253
YER, H Al C7E 2 B A op ik i T DA R ki
Praa™l, FHah, FGF-2t il & B Al 3k ik,
BN ESHESHE-2 (cyclooxygenase-2, COX-2)
A% A -« BECAA 52 48 (R ANKL) 0 350 e 25 1 4
Mo tt, 32 5 RIBITT K B H TR,
DA IR SRR3R OR T FGF R R A 5 76 B 31 & A il 2
A F B 22 A 1 i 2 s e

FGF)S B e B nl (2 b i % A, (AR
IR, T EAC DA E I B A I I SR I K 2
FHEFTEEY S ah, 29k ik AR ot R R
AR, 4l FHFGF2/94b B 2 3 i 5 41
L RSB AR A A T R T TIA B R E E H sR A
RS R

B 7SI FGF/FGFR ] B 3 7= AR 4 (5 5

¥ 34, FGFI& 5 HAREZ(WBMPE S . Wat/
B-catenin{E 5)AH EAEH, WTRCE 44 . FGF2
Al JE o RUNX 2 R R /L SMAD1/5/8 1 4% € fir
S 1 o R 4 L 42 IWBMP2ME SIS, IR
BMP#E 417 Nogginff5£ik; thah, SMEHEFGF2HAT
TEHEFgf2 /N il 1 B-catenin AR B 3F 4 3 5 40 i
AR AN
4.2 VEGFZ2@5

HHOE SIS T, M 1A e %
REMEE PR CEE, F8i )5 ME M~ 22
ZUMEE T R EFEF, T VEGF A2 L5 AR iRk
B — M E B, A O R
P A iy e

B G, #E5 3 T (hypoxia-inducible
factor, HIF){i i3k 5245 J& [l 4 e LA Kz 98 P 41 i 30
VEGF, JE 408774 VEGF i i@ i CXCL12-
CXCRAIEAF 17T A M RLAH L 3 1 32 i P4 Rz 400
W, ek A RS FERCE EALI B Rl
ST R K B B T B A ¥ VE G BT S8 - 41
HAE R, I e R L AU AP, VEGFIE
A PASE I e s B RUNX2 MIPPARY2 A Iz 5
1% R Flamin A/CHIFIELVER, #2180 78 53 141 i
(4t AT P A dria, A 1) B B
i 4345

AN, AN EVEGF IS R 3% 18 A 444 9 U5
VEGFI& &. H{NIEVEGF/KFIE® N, #ME
VEGF A2 ek B F A, XA AT RE A2 K A JA B s ik
FE I VEGFE £ B AEFLK 1, AT 55 4 410 ok 1k
Smad7, FEE/> P 4 H R Smad2/3 1iE Ak, LA
) B A M A JRy 3% % VEGF Bk 5 BMP L i
LTI R A SO, {HVEGF A £ 2 Rl 2 R 1) 40 i
Hh 5E e BELIBT If /N AR 777 AR A2 K TR P (platelet derived
growth factor, PDGF) )31k J HiAs S S5, [H1S
FEIMA R, T RR B Y. Rk, VEGF
55 [F) 48 1R IR 1 B B A BAE TR B B
DX 358 (f81) a5 ) BRAE S5HL ) 28 28 (4 A JEE
HSEE N BRI R TAEZR, 7 VEGF
DA b 37 A 0 35 I8 75 B 5 22 sl ) s 0 A 4
R4
43 PDGFESEK

PDGF & H Z Fai & ik, Fisd —mmsdids
T BRI 22 IR SR A, J3d e [ 23 Wl R 55 43 WAL ) L
AR T RcE4nie . B E g, (estgnpigs; H
A3 3 ) g A 41 PR (a5 M 4 ) AT At IR (i
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IGF-1. IGF-2. TGF-BFIFGF)Ia] 84 HE 28 B & A= Al
BiOEAER, HATOERR. AR 2 g
UE B Je) 35 E S PDGF REME 1 P AEBTY . 15 s b
PRI K B R AR TR Hh ) 8 S A B 2 1 )
I8 —Z{APDGF-BB (thPDGF-BB) AJ i it 17 J1 24 fid 1
WA, ARESEE TR X ORER EE M E R EinsT
PRAL T B R

EGIRBE S, FDA St #ErhPDGFH T8 77
PRI P o AL ™. FDAT20154E 4k 1
TE SR AN 5 2 RilA- ) A - rhPDGF-BB/TCP iR Ji7 £
[, IFTF20184E K Hy AT SR, hab,
PDGF-BB TV 7E #7622 AN EE KSR A5 2 th M 50 14tk
e, ATEITEBE, HFDAM AL LA e
2 B,

44 IGFESEE

IGFAE 58 1% 42 2 5 BB 4t M 386 56 F0 73 46 1)
BESE M, HEEMAIGFIAIGFE 52K 45 &
Jo o VO 2 BT PN U A A S R AR R AL,
HxtEEa, WSS RS2 IRS-1)FAH
VEF S R i s S8 5. IGFE 5 ReiH S A 41
gy RIBCE R BDOR, JFRR R R RIS
B PHEIERCE R, AN I 2 RS
b R K IGF-TA] A it @ A1, (HRRR N R
R BIIGE-120m] MR Fria fR i &, R
Al e BMP-2MIWnt{5 5 /) LM T IGF-11 62k
WO IRPRI SR, B NI B i IGF-1
S HEOE BB 3 A R AR AR PR SE 5
o, B E 20 NIGF-VIGF4E & 5 (38 &) (rthIGF-1/
IGFBP-3) @ i S Tl & 9 & 5 R — &
A Rt oz A, X RIAIGF-14 B 1/E NG TT
HAEME S, (HHBAEREITIERTERE P
W5t
4.5 Notch{S 2@

Notchfs 5 2% & LR T, =5 AT
N BT W A A W N S B IR e R 38 S LR
3. MNotch 2 {4 K H B AR AH B AR, A 45
FJ15 (Notch intracellular domain, NICD)#% B il J5 #%
o 25 20 i v DS #0356 IR ) e

BT 2P/ AR RE SR B, ] tH A
H I Notch {5 il g o> B fEMSCs FE#E s, SEH
F /RS B EH P AR £ R N
FRABE 20 v 2% A P e o i AL 40 P H I RBPIK 73 1~ LA
#Notchf5 55 5, ¥ EZPRFHMAEET. I
SMEHEFE R, Notchfit & Jagged & & & il 12

i E R B RO ECAR, Jagged R i 0 Notch
B9t aedBEhRmAaATHIERE, HKR
_Flagged1 (I3 REFAE SxBAG B S R g 41 R
IXEEGEER B, Notch(s FiEE, JLH EJaggedl,
AR 3 i VAR
4.6 Wnt/B-catenin{5 S8

Wt 7R B, AT BLS A6 h 8 (Frizzled,
FZD). Ror2MIRyk“E 2R 45 &, AN G 5
Fe RN . M Wnt5 41 fg K 177X 55 JEFZD
ZEAN, A SEAELRPS/6FaEE AW, 4
J5 I B-catenin &y 7 3E N A OA%, 55 K T Tef7
FMLefl 4 & Ja sh i SR RET ., HFiREm,
B-catenin I Tef7 5 A WILE /N R UL N R34S i
GRS R EN, I HAE RS kK
TAERAER: £E/N BOCE 48 i A0S B-catenin,
AR R @A A /7Y, 20104E, MinearZ 7
a4k iy Wnt3 a0 2% 78 IR o7 74 2900 rh 3k 1k & S
b, AT ORISR AL BRI B, s 3 A A S Rk
HHN, RS,

A5 Tl -3 B (GSK-3B) & WntfE 5 i %
() E A o, 8 I A0 GSK-3 AT A 4 i
B-catenind® i, MR HE B E 4073 AT A o
H kR _F O X GSK-3B/N 43141 751603281-31-8
(Eli Lilly)f1AZD2858 (AstraZeneca) @il i, 45R
BN IR BE A B R HG 0 RS R 2 )3 A R R A
wmE HAME LR, LiICIE NGSK-3p4i
F, A AT LrpS /N R R =R A, EAn
HE IR, EEAEERE, XA
REEEETEAEY, £ahiedlaF8y
Z—\‘:\L%[79]0

fififk, 5 A (Sclerostin, Sost)FlDickkopfif ok £& H
1 (Dkk1)tH 2 Wntf5 518 i 0 B E L+, =3
W B A LepS/630 i e B M . 75 2 Mg
A HTRR 3 5 SostBRDKK 17T 44 347 7T 1 5 i Fif
A, ARREE A AT, R SR IE N R K2R
B A A ob [E] IS4 ) Sost AT Dk 1 A i 7] 4 i35 T
B 5 TP, XSRS B R B
SRETEASERE NI S iR AR < 8 1 (Sfrp) th
WA A2 Wntil B 45 PR . Moore 2 7t
L, Sfirpl L DREER /N BB T S A2 2 R A
ARUNR SR, EREMUMGRE R E . HAh, A
STrp 1 {13/ —F- 40l 75 T A 280 s i P ™, i
H Sfrpl gt a] 4 5 5 51 L 1 i i 22k, (HERXT
STrp 139772 B AT i A AE B HrasE 8L e k47 R
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MR R USR], H s AR
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