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Dilf

Hil

AAHEZRRGB/T 1.1—2020 (hrEf TESN 1805 SrdESUFRISHATEZER M) AIE
EE.

HEEAXFREEATARE LT A XHFERAAIAAREIR LR TE.

A AR R R ERBE MR KA A PR A w4 4 .

At EERA S RERAO.

AR ERN: LR KFMEER. FEAFRAEVVERT . 5 R FEEFEAFIR
waE]s R ERE . \WAERKFEE —ER. PEPEM SR ZIIER. REEmETELRE
Radl. FEARBRESERSEREAEFZT L. BAHRBAEMTEGRAR. B —RETIL
RKEARATE. EREFEEVESH AR AR, LR EZRAREVREARAR. BREEFE
X RERARAR . FIIRREGRIFHAARAR . ILHZREREVEARGIRA A FEEY)
M (F8) BRFVEAA. WESREAVRSARAR. ML EEIREMREAR AR . R

BRI RREFHAR (BREK « ERFREEDHEARAF. IERRSREREVESETT
BEARAR. WARBEHEDEATIA L. FRE (LR EVTEARAF. WRRRKTHRER
nEls WRERAVTRARAA. ALEFREFTOER. B#EREEYRERAT.

AXHEEREAN: BREfH. BORRI RE. 8B R. EHH. K. £RH. 8. £56. ik
ER. SR, TFx. %S, Fm. RES KRS, B, BAEE. FFEH. FEN. &HiE
B, |G TH. J2ik. mEE. FALE. BiE.
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oilt

5l

AT 18] 78 i T4l A (Mesenchymal Stem/Stromal Cell, MSC)J Z - fifE AMARIARIZSE MALAH,
ENMEARREMBEE TS, REENEIR. Ao ERHRS0 A BEME A TR,
afEfm AN AFRBE . SENR R ERERAE. EE TARBEARO AN AR, Rl T4aMhTHE
KEIF 0 AT IR % [ AL iE B C A E A —Fr iy T %, (B2 A T 2 MEma+mMas T,
PLanfal DI4b I B8 B £ A [B3&E REAE B9 5 ZCR F FIMSCs =2 iR T AR5 B .

AR TAREGXEEFEZENSES, BEFRIEK, TR T45 MSC) I EMEE S
REE DI BRI TR, Bk, RESBEFENMHLEILAS (BFETT. B, BEZSHS) KIFEHMSCs
FOAERSH A AL S EELHERIEINNSCs. SMAAL (BFERENDLE. . ERE. F
BE25) Sk U fIBM-MSCs« AD-MSCs. EM-MSCsAIDP-MSCsAH H, iX EeE 42 FIMSCs B F sa a5 Al 01k Rk
HE, WSCHZHARNIEW, kKE BEWE & RZEEHRMAEEKAPIMSCs R HEF5 R EHEM
REST. BbAk, RAMEFAMSCs HILE HIMETE, BERMANKEL LS BT AR ERN: 5
KA RZARER, AHHLE. SETEFHEE.

AR T 8 LIAMSCsHIF M ARIAN R, Eifth RIFEEMEFNFRME, BEEAZ0LAE T AE
fBREFY . MEMARERAET mEEN-

III
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AT &EmaTHE TR TARREENR

1 SEE

AHIE TR TFERETMEE TR TR (MSCs) RIREEYENR. U301, 24tk
. B3, 8. BH. RIERENER, FoE T2 EAMMRMSCsHIiERR, S TXEMSCsH R
HREMEARASE, 47 TFHEENAENSCsHEAR R EE K.

ASCFER FEmAT PR e R T4 R E H S0 k. AAr=filE R A .

2 AeMsIAxH
A LA ANETE S| SO
3 AREFMEX

THIARERE SGER T A
3.1

FBBE stem cell

BEHEEEREHGENNZERAM, £ EXH T ot ZFIaE4ni.

3.2

B 7E R F4BB8 mesenchymal stem cell (MSC)

—RHEAETEZMALR (B, FFrm. FadAR. REHASANERHSS , BE—EMERE
HEFHAZ R RERI T 4008, nlLLRATIERAS R ERMHALZBENE R, HEFREATIE
238
3.3

1L EBEF] differentiation potential

TEARSNRFE B SR AT, iR 2R B gl ok rohge.
3.4

MEREFREH cell surface marker

MRERT R ERENGEEESN S T-
3.5

MEOTEEZR cell survival rate

A AT o F — SR SR REMIL T A4, S S aatt.
3.6

MSC B9 /&ETE MSC heterogeneity

RANEFRRIMSCSTEMTE S s RibrE . MBS RN E A —HFFE.
3.7

S#|1%3=E replicative senescence

R BRI g s ZeENER, £ EGRXBBER ARG, ARKETLSME LN
BETNIFZFH K EE R RE6E
3.8

%% #0%] immunosuppression

T RBENERGEER, @i 5RR R MNE R (T408. B4IM. NK4IM. B
FIIE5E. RS DIRE, SRR RZ RN,

3.9
YHRAB¥{A{Z1EA18] population doubling time (PDT)
RRTERE T &1 T AR KT A E (538 A 7 B8 A] .
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3.10

HR1EA anti—inflammatory effect

I8 I S Hu A ] e A BT — Pl LRk 2 5E A BRI AR DS BIE TR L, 1A B R 98 E F N AT EL X 2H R 41 i
WARIECR .
3.1

ZHZ04EE tissue repair

RS ALSMABREERRE R SEEME T S, HANLEBREARTIBEARBHIE, DkEHASR
TEEMEMIERMESABE.
3.12

K fibrosis

ARAETEZEMRE, TERBENEANREASNAEEGHSIE S, SCRMBE/D, FEHEE
RE S WESARIIEERGE .
3.13

#%JREL karyoplasmic ratio

— Mz MR EE (B EAEFl.
3. 14

MSC J3E MSC homing

ELZMEEMIERT, MSCEEE RERMETRE, #idimE A KA EERARAF EEFAENETRE.
3.15

“ABEEAT. apoptosis

NEFNAERE, HEEEHIPNARE 268 FHFEE.
3.16

SEMS reactive oxygen species (ROS)

RN —REAREE TREY), 2 H T EREEZE R nE B Gk B PRI HFERZ2%H R
740

I AFEN B FRESYBERS F0) . CHTERESYEEASE (H) - =W FRESYZIEE | IE(- 0B)

PLE — R LA -

3.17

Ip AR exosome

A5 T ZFRNAS THREARAAERENER, B30 nm—150 nm, BA HERIEMBEAFELIA
T IHE-
3.18

1% karyotype

—MEGRF R ESFERETLRPE, HER/D. BREFIECGELAMLE) BFHES BTy
R B
3.19

£% colony

B AR ZE ST — B R s, HEANRA K52 HE K T500 4 R L fZ.
3.20

FRJETE tumorigenicity

MR B RIZF I EIN AN G EEFE S SO (B0 A fEeFh 40 i BT RO B 68 77 .
3. 21

=3<iA& high expression

5 F10%FBSIE T 1) 5 —HMSCs te L, g v/ /s B TFRIRIARHEF &, pfE<0.05.
3.22

{X33IE low expression

5 10%FBSH 7R 5 —AMSCs tER, @i /s E EMX o TRIREEH ZFEK, plE<0. 05,
3.23

TIEMTEEMELIEFE serumfree and xeno—free media
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—MEME. AERMED. WEERAEBAERE, §8 S/ ER7EHR T4 EE M40
HF. hEZ=ETFAT T, BEEESNEYEENZEME.
3.24

YABBEF cytokine (CK)

B M — kR AMBAREmM AR, 2% —RKEBEf ZAEMEEREN A TFEARK, &
TEEHNZARAEAENE. mMARER. AlREKNRGAZNBES.

4 YEEEIE

T 4R EIE R T A -

AM-MSC: ERE[R]ZEF T4082 (Amniotic Mesenchymal Stem/Stromal Cell)
Ang-1/11: B4 MKFE1/2 (Angiopoietin-1/11)

AP LL-37: HiHEHALLL-37 (Antibacterial peptide LL-37)

ASK1l: BT-{E5 A ¥ B (Apoptosis signal-regulating kinase 1)

BDNF: fliiEM4 & FEE T (Brain—derived neurotrophic factor)

CD: MR M 53k Pi)Ef%E (Cluster of Differentiation)

C/EBPb: i@ #5k[H T c/ebpb (CCAAT/enhancer binding protein b)

CMV: E4HRE7%E (cytomegalovirus)

CNTF: EEIR#MZEFEE (Ciliary neurotrophic factor)

COX-2: A (B2 (Cyclooxygenase—2)

CXCR4: CXCHt22%1k4 (CXC chemokine receptor 4)

CXCR7: CXCHb232{K7 (CXC chemokine receptor 7)

DT-MSCs: HHTHERIEITHIMSCs (Disease treatment mesenchymal stem cells)
EBV: AZFHEZHF4R (Epstein—Barr virus)

EGF: REMMAEKEF (Epidermal growth factor)

FBS: fA4-1MmiE (Fetal bovine serum)

GDNF: i RIEHIMAEF AT (Glial-derived neurotrophic factor)
GSH: &Mt HAK (antioxidant glutathione)

Gpx: Bt HAKIEELEF (glutathione peroxidase)

HGF: APl 4 KA+ ( Hepatocyte growth factor)

HIF-1: fKEHiF5SHE -1 (Hypoxia—inducible factor-1)

HIV-I/1I: I/IIZY A\ZE%Z#faAE (Human Immunodeficiency Virus, HIV)
HLA-G5: ABZHi/RG5 (Human leukocyte antigen—G5)

HMOX1: M4 EINEEF-1 (Hemeoxygenase—1)

HO-1: M EMEAF-1 (Heme oxygenase—1)

HSP70: #{A7%ZE A70 (heat-shock protein 70)

HTLV: AZRFETAHfE%E (human T-lymphotropic virus)

IDO: M5|WEfE-2, 3-XUINE A (Indoleamine-2, 3—dioxygenase)

IFITM: THEESEBER (Interferon-Induced Transmembrane Protein)
IGF-1: R EMHAKE F1 (Insulin like growth factor 1)

IL-1ra: A R1%ZEEHIF] (IL-1 receptor antagonist)

IL-10: A/%E10 (Interleukin-10)

KGF: 44 KA+ (Keratinocyte growth factor)

KRIT1: Krev/RapltH H{EAF&MF-1 (Krev/Rapl interaction Trapped-1)
MEF2: Al35272 (myogenic enhancer factor 2)

MFGE-8: FLABAIERFT KA KE -8 (Milk-fat globule epidermal growth factor-8 )
WP-2: EF&EEAB2 (Matrix metalloproteinase—2)

MMP-9: EF&EEAB9 (Matrix metalloproteinase-9)

NFE2L2: AT Z2MHKE T2 (Nuclear factor erythroid 2-related factor 2)
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NO: F|AME (Nitric oxide)

NPB: #Z%JEi#HF (Nucleoplasmic bridges)

PD-L1: FEFHMEAT ALKl (Ligands for programmed cell death 1)

PGE2: Ri%A#&E2 ( Prostaglandin E2)

PTGS2: HiFIREAN LA EEF2 (Prostaglandin—endoperoxide synthase 2)
SA-B -gal: EEZMFEAI B FFAPEFEE (Senescence—associated- B -galactosidase)
SAHF: FEMKHIFH LA (Senescence associated heterochromatic foci)
SASP: EEZAHFAI K] (Senescence associated secretory phenotype)

SOD: BEMNIE{LEE (Superoxide dismultase)

STC1/II: #r¥5%1/2 (Stanniocalcin-1/II)

TGF-B : ¥4 KEHF-B (Transforming growth factor-B)

TIMP-1: EF £ BEEABEMG|F -1 (Tissue inhibitor of metalloproteinase-1)
TP: tHEFIEIE/E (Treponemiapallidum)

TRX: Wi L&A (Thioredoxin)

TSG6: TNF-a 55 H6 (TNF-a —induced protein 6)

5 DT-MSCs FI<BEBREEM

5.1 MSCs REFEHIFMIGKRAGTHIXR

MSCsHIZE ALY 2Rt N A FMRAIES. 5. DIgeMAamiEs), B RER. WEEHR 51K
FRIARZER. FAImiERT R EA ST FRHIDT-MSCs A © AiERIPLICMSCs i tL, £ T4
FREFHAFRSIETRE. @REAIDT-MSCsERRIGIKRIAT ZEME BRI KBATTE.

5.2 RS, KOAMEKER

MLEERES P AEEESUVMRE, EFRETHARERE: HIEEFRE THARMERT KA, AlgH
10um <ERE<16 uM. 16 um<(HEE< 2l um FAEREE (KT2lum) ; SEMARSEAIS%N AT
MENTEE RN . EANEFERMSCsTE S —. BEREHEA K.

5.3 4ARAAZRREE
NAE—ANEE R, ZREA KT 1.
5.4 HEAGFEER

LA DL FESR:

a) RS Hl & TR, 40RRAFIEEE =99%;

b)  AHREE] S NE L EREMERET, 2°C~6CHIE F R 12 /A, dBREEE=95%;
c) ZupaE S MNE RS REERR, 18°C~25CHE R 4 /NHA, HIEEEE =95%;
d)  ZRRAEE I EFIFEE=90%

5.5 ¢HEAEFA(SIERTE)
18h<ff B #¥<26h, 26h<{A#&E<32h, 32h<AEILEE.
5.6 ARAKRESD

MSCs FHTE. BAMERMITHEAREIWT:

a) EAMMREREDE, BFEHEART CD29. CD73. CDI0. CD105. CD44. CD166, PHMEZE =
99%;

b) MAtEREREDE, BFEEART CD11bs CD14. CD19. CD79a. CD34. CD45. CD31, CD8SO F1
CD86, PHPEE<1Y:

c) BHRERFEMEFmIAEYEFEEA T SSEA-4. SCA-1. PDGFRa . STRO-1. CD271 A1 CD146
FIEFAE.
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5.7 ®REXRE
EIEEREEMET, VscaFEiAMHC-TA i JZ IHLA-ABC, TMHLA-DR < 2%.
5.8 Fe{FiZE

PR RN 46, XXE46, XY; Lotk. EEH. . GNESEHRE.
5.9 FTHAEELFIE

Spiftaifastt, TRRBEZHIEFREUAHE, BRTHEAET KT 5%:

a) HHRRABIER. BELR. BHIREIEN ) m;

b)  p53. p21 A pl6 A EFRIE;

c) /T S%HIAIER B A EEEMSIZA Prelanin A HE#;

d) /T 5%HI4IAEF yH2AX 1 53BP1 25 DNA #iffitsn £47;

e) FIATNF-a. IL-1B. MMP-3. IL-8. IL-12. MCP-1/2;

f) A miR-155-5p. miR-29¢-3p E{ miR-495;

g) HE#H (lipofuscin) %,

h) {KFEX5HWETNREFEF AT LC3B. ATG12-5. Beclin—1;

i) {IXZiA DNMT1 A1 DNMT3B;

i) KA CD134 F1CD264.

5.10 ¢HAR/EHE

£41 Af 2 A P b 16O /G A ANS HA AIDT-MSCs M<90%, 1Ml &b F-G2/MHEA R . = 10%.
511 &K

DT-MSCsHJ&ET& L L3 =15%.
2 EEREN

121 BREL1I0, REMREEKSE, REHNPBEE.
12,2 BEFRFE 2018, RSN I A MR TR MR R AE DS A Meflin. TGF— B 1 BMP &2,

13 ERIAEFENES

13,1 ZRRIANFF S 2 KEFEER, BIIEFEMBEEA OMP ML RifA+ m-MPI AL E5E5E) I
ROS & &.
5.13.2 miR-21 Ml miR-155-5p {1k, KRIT1. NFE2L2. SOD1/2. HMOX1 #1KRIT1 =ik,

5.14 HRAKRETE
NEBEREPREEFF (STR) EiESTh AR —MRIE.

g G o n

6 DT-MSCs BFUfREMEEIN A

6.1 MSCs BIEPHAFMERETTHXFR

BB TFARGE T TERBEERE A HE; E—, TR USMLERAR IR, E11
AUV AEEAMAR BT R E RS T- R E A TIRELIRE; K, MSCsal LA B i 2 M ARTEA R ER
Mo+, REEE TR, BEREMZHRM4E. Hit, A r3RBRKT & EiRITAREN
FERT, ESRATH AIDT-MSCs 5P1/CHIMSCsHEE, N RAFFMEHEREM B G HN AL,

6.2 ikiBkeE

AT EERNAEFIMSCs M B 218 R {LiEse, oM ETAAR, W, BE. . M
2. WKW, BB, mWEMEEAREaAan, EotnEPuT:
a) Wb NRCE M, RIREFRIE RINX1/2. Sp7/0sterix. BUP2/4. Msx2. miR—21. miR-342-3p.
miR-196a—5p M miR—210, EREEHEMEMER;

bl
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b) WACAEERE, RNAEFRIA SOX9. PTHrP. miR-381-3p sRE T HFETERERA,

c) Wt ARERERE, N REFRIE MEF2. a—sarcomeric actin. CDI05+ miR—23a, miR-125b. miR-1
A1 miR-206p st E EHRFIEHEEE A

d) Wb N4, RNEERIE PPARY. CCAAT/I452 7454 E H-a. miR-103. miR-107. miR-143
s H BRI EEE

e) 4kl FEz4mf, RiREFEIA CK-19. CK—5. CCSP-26 1 SP-C. miR-200 BT HFIEEEERA

f) W tAN R, RiEERIE CD31. VIF. #7eNoS. miR-126. miR-342-3p. miR-377 s B4
fETEREEA .

6.3 BIRFEHHE

6.3.1 NFIA NANOG. SOX-2. OCT4. SSEA—4. KLF4. TERTEXE. T ZReTHEEE.
6.3.2 [FiA miR-486-5p. miR-10a—5p S E T HrEME miRNAs.

6.4 ERFDIAINIREIEE S
SR IN R IE N AT A R 1IE K.
=1 INAERESE

fabr R
W FEE 4~8X10"/~/ml
NN 30 nm—150 nm
=E 1.13 g/ml1—1.19 g/ml
rEEA CD63+. CD81+. CD73+ (FACSFHEZ =10-15%) . Alix FITSG101

ICD9+. CD29+. CD44+. CD 49e+. CD63+. CD81+. CD105+. MCSP+. CD14-. CD19-.
CD34-. CD45-. CD142-. MHC-I/II-

FikbrENE niRNAs HIEEAJE let7. miR-10b-5p, miR-21. miR—L23a‘—3;_J\ I[lj.R_'3'4\ miR-221/222. miR-486-5p fl/
S EEEAR

R®E

E: 47 [REMME. ‘-7 REBIE.
6.5 #a{k/VAEEEN

6.5.1 [NiEEEFIA CCR1/3-7, CXCR2/4-7. CXCL2, CXCL5-10; MMP1/2 (gelatinase A) - MMP8/9. TIMP-2.
PDGF-AB, IGF-1, RANTES, MDC, SDF-1.
6.5.2 MEFEFEIEANR-21. miR-124. miR-150. miR-210 =% E & h5E M miRNAs BIRE /1.

6.6 MUARDATRES

6.6.1 MEFITSEIEE., HO-1. HIF-1a . BCL2. BAX. IGF-1. FGF-b. HGF. GDNF. VEGF. GM-CSF.
STC1/2. TIMP3 fiZkki{AiZzE E A Mirol HIFTIARES].
6.6.2 NEAEHRZEMR-301a. miR-24. miR-221/222. miR-210 ERH-EHrEME miRNAs HIRE /7.

6.7 MIMFEVIRIRES

N B &FiLALipocalin2. IFI6. PHAIPI. ISG15. SATI. defensins. cystatin C. elafinfll
cathelicidinfJBE /1.
6.8 MAIER/EEN
6.8.1 NEHFEMMHAFIAEN TSG6. IL-1ra. PGE2. STC1. TNFR1. HGF. 1 IL-10 ffiE
6.8.2 MA%r miR-223. miR-181b. miR—21a—5p. miR-146a. miR—124 s EEHrE 1 miRNAs AYEE /7.
6.8.3 [NAEES CD68+F4/80+M0 B¢ CD14+ CDSO+ M1 %! B WE4H B ¥4 25 pi CD206+CDS6+M2 &Y, #8Hm M2/M1
It {E, =#IA Ym-1+ ¢ SPHK1 1 LIGHT & H.
6.9 InFHEiLEE

6.9.1 [ EH HGF. FGF-b. MPP-1. 3. 9/14. STC1. MFGE-8. IL-10. TRX fl PGE2 )= FikfE .
6.9.2 NEH FETCGF-B 1. Smad2/3 # TIMP1/2 #lSnail ZHEHRIFRIEEES.
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N EANrfl/2. C/EBPb. NFE2L2. SOD1/2. HMOX1. HO-1. catalase (CAT). sirtuin (SIRT). GSH
Gpx. HSP70. STCl. miR-29a—3p. miR-210. miR-27a. miR-146a S ETirEMS FHIERIARE

6. 11 SREHIH/BTEER

6.11.1 RiE#iA PGE2. IDO. KYN. COX-2. IL-10. TGF-B 1. NO. HLA-G5. HLA-E. ICAM-1. VCAMI.
B7-Hl. Hmoxl. galectin-1. PD-L1. PD-L2 siEEirEMS T

6.11.2 MNEES#, miR-146a—5p. miR-21. miR-34a. miR-155 #1/8¢ miR-181a.

6.11.3  RIREFNHIH Z AR A BEUE A EES, %] T/Th17 A1 B 4HBNAIIEEA10, T0H] NK 4R A0S
MARETLE, 55 Treg 7734,

6.11. 4 0| NK 400 & A perforin fl TNF-a, i B 40 & Ak Blimp-1 14 IgM. IgG. IgA.

6.12 MEB=EEEN

6.12.1 R B bFGF. HGF. MCP1. PIGF. Ang-1/2. angiostatin. TGF-b2. VEGF-D. GM-CSF. CXCL5
Ml IL-8 AIERIEEEST

6.12.2 M EH miR-210. miR-499a-3p. miR-132 A1 miR-126. miR-100 s Etr & TR EFILARE
71

6.13 ‘HLABEMBEEES

DT-MSCsH TARARBFAEFMEER, NEAGHENARES TSR UEEST:

a) M THLESAHESENIZE, NFEL BDNF. CNTF. VEGF. GDNF. FGF20. NGF. CD49d. miR-24.
miR-23a. miR-146a; miR-199a-3p. miR-145-5p. miR-21 sEEHREMES T

b) HTFAHSAFEENEZEE, N4, KGF. HGF, EGF. HO-1. NO. Ang-1. miR-451. miR-146a.
miR-26a. miR-124 EHEEHREHES T

c) HTBAHELZEAMEE, R4 IGF-1. IGFR-1. GNDF. VEGF. IL10 Al miR-let7c. miR-21.
miR-145 M miR-146a s EEhr &7

d) HTHAZEEMESE, K45 HGF. VEGF. IL-10.MMP9/13 . MFGE-8.KGF.miR-1246. miR-26a.
miR-122 S E EhrEHES T

e) HTOUIEAEMIEZE, RN4#, VEGF. HGF. Ang-TI. FGF-b. G-CSF. miR-223. miR-210. miR-24.
miR-19a s EEhrEHES T

) HTHEBEMES, N5 TL-10< TSG. PGE2. miR-145. miR—140. miR-340-5p. miR—29b—3p.
miR-26a S E EhrEMES T

o) HTEBBEFMES, N5 #F1 KGF.TIMP. ICAM. collagens.elastin. laminin.HGF.miR-100-
miR-106a. miR-146a. miR-20a. miR-18la. miR—21-5p. miR-155 S EEfrEM S T;

h) HATIRMIREBEAFEEMEZE, N9 niR-29a. miR-140-5p. miR-21. miR-1. miR-133.
miR-206 K E EFrEMES T

6.14 HIREEET

6.14.1 N EE4HiV miR-17-5p. miR-21. miR—29a. miR-100-5p. miR-126-3p B T Fr &% miRNA.
6.14.2 4M#|EPZ0A A B SASP &1 IL-6, IL-6R, REL, IL-1B, REL-A, /b B HEAE SN, R4
FIiRAREAS, 1A PTEN. p53. IGF-1R. p2l M plé AIFKIE, REAKE T GDF11 RKik. HEKIHALAI
B IE AR B A A T

6.15 HEhJEEE S

N e EmRIAM bR EEEA S TF0: IL12, IFN-a, CXCL10, LAP, DKK-1/3, TRAIL, TNFSF14.
TIMP-1 FITIMP-2.
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7 DT-MSCs IS ZFMEYFERLH

TR RN AT A R2E K.
xR2 REMER

Ei:225 2R

WA (HEMER) et
AL AR FARFE R Kk AR
LT AR
HCV AR
TP ANFFEE HY
{4 YL 5 5 Ak HIV-1/11 AN
EBV AR
HTLV AT 1
CMV AR HY
R =0. 3EU/ml

A Gz RN TES 34 H A al JE i id

SRtk A sh YL st AR SR

S0 i 2 N JHE L gn i W B¥CD4+/CD8+T FIBR JC 7 S B
SMEDNARE B B =100pg
PikE A1
REY 7 1§75 7% T A F3E
snEE S A E R AT
BB i AR

8 ¥, BX. fEEFEMEE

8.1 FEMEHE

8.1.1 mikE7H T4ifRs|RsraEmEN L EHE. ARSE. EAEE. fI&EEHENE. f7
. H AR, FIEIEENE.

8.1.2 RKE R THMMRINE LANES, ENAREARARE. HAERMES; mREKRET
A LASRRE R T, ENARERE I LVEMF SRR FR .

8.1.3 MSCs #l| AL NAATLZABARBER, ET#HE.

8.2 A%
BEEFR NAT A B Pl S s R BRI | RETT BRI ECK.
8.3 fiE&fF

8.3.1 WHKHESE, NATEMKT-150°C FREHFES.

8.3.2 “MiHl EEMEHEI NS SN, NET 2C~6CTF, BEAREE 12 M. nEEE 12 /)
B KiEER, BT R TF-150 CHREAEF .

8.4 IEH

8.4.1 MSCs HiizfiN A & REAFEMIdE, BT RER. %M. 72, R ARZ.
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