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Abstract: The aim of this study was to clone the coding region of phosphorylase kinase gamma 2
(PHKG2) gene in Congjiang pig and to explore the function of PHKG2 gene. In this study, the
complete CDS region of PHKG2 gene in Congjiang pig was amplified by RT-PCR. By construc-
ting the overexpression vector pEGFP-N3-PHKG2, four pairs of RNAIi expression vectors targe-
ting the Congjiang pig PHKG2 gene were designed and synthesized, and transiently transfected
into C2C12 cell line and Congjiang pig kidney cells with normal growing cells as a blank control,
the expression of green fluorescent protein of each recombinant vector was detected after 24 h.
RNA was extracted from cells after 48 h. The expression levels of PHKG2 and glycogen metabo-
lism related genes (glycogen phosphorylase (PYGM), glycogen synthase 1 (muscle) (GYS1),
phosphoglyce rate mutase (PGAM2)) were detected by qRT-PCR, and the glycogen content of
each group in cells was determined. The results showed that, after double enzyme digestion,
sequencing detection and transient transfection of liposomes into C2C12 cells, it was verified that
the overexpression vectors pEGFP-N3-PHKG?2 and 4 RNAI expression vectors were successfully
constructed. After transfecting into Congjiang pig kidney cells, compared with the blank and neg-
ative control (pEGFP-N3), the overexpression vector pEGFP-N3-PHKG2 transfected into cells
extremely significantly increased the expression level of PHKG2 gene (P<0.01), and PGAM?2 and
PYGM genes expression were significantly up-regulated (P<C0.05), and the glycogen content in
cells was significantly reduced (P<C0. 05). In each RNAIi vector, the interference efficiency of
shRNA-1 was higher than that of the blank and negative control (NC). The expression levels of
PHKG2 gene was extremely significantly down-regulated (P<C0. 01), and the expression levels
of PGAM?2, PYGM and GYS1 genes were significantly down-regulated (P<C0.05), and signifi-
cantly increased the glycogen content in the cells (P<C0. 05). shRNA-2 extremely significantly
down-regulated the expression of PHKG2 gene (P<C0. 01); shRNA-3 also significantly inter-
fered with the expression of PHKG2 (P<C0.05); shRNA-4 did not interfere with the expression
of the 4 genes detected obviously. The glycogen contents in cells didn’t significantly increase
after shRNA-2, shRNA-3, shRNA-4 transfected into the cells. In this study, the overexpression
vectors and RNAi vectors of PHKG2 gene of Congjiang pig were successfully constructed. The
expression of PHKG2, PYGM, PGAM?2 and GYS1 genes and glycogen content were significantly affected.
PHKG2 gene may be an important candidate gene affecting meat quality of Congjiang pig and to lay the
foundation for further studying the role of PHKG2 gene in glycogen metabolism pathway.

Key words: Congjiang pig; PHKG?2 gene; overexpression; RNAI
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T, PHKG2 S M 128248 W] 58 & 5 8UF 6 1k 5% I
FRI L 2 R VAR A JIF 2 4 Ak 25 H A B A AR G
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K Ak 22 5 56 PHKG2, 9F H & B, % %%
GT85A i L Z AW 5 AR 2K B & MK,
Wang 200 55 B B o N B F B PHKG2 3
CDS [X 1 221 bp. A< i i 41 115 9] 5 B T MV 3 5 A
KA PHKG2 B2, 35 IWITAE . K Gen-
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BUB RN S 20 pH b I A 28 171 T X K 1Y 45
A RE T BEAIG . AT X A% LA 9 =K 0 BT U0 ) LA €
ER TR A B BT L AT A R X B HL AR
rRORE DG IR 3 e A S R R AF Y — A 2 R
VL3 368 2ok AF 5 UL PR DA 1 o AR AT 5 e 4 A
i MR Y 43 LB AR R A A A ko
JP 77 vk L B T DT A R OR U I 25 S Rk
PHKG2 ., FoxO4 %5 42 bRk, PHKG?2 3%
PR T B8 X6 A 1 PR B LA — R S

AR W PHKG2 2 H S A B RIAE
PRF RNAL AR PHKG2 FE R #2235 FITER .
WO J7 TR 98 PHKG2 & 1 T 8E , 306 X A 5
JOT B 425 A TR TP bR AR € R B A R

1 MBRE57TE
L1 348

V6 7 % 5t N VL7 4% (Sus serofa) i
UZH 21 k5 B #% 3R ik #fk pEGFP-N3; pGPU6/
GFP/Neo-;C2C12 4ififtk;3 H & WL M40 .
1.2 FZEiXH

AxyPrep [Fiki DNA /N5 £ . AxyPrep DNA
B I MDA & O 7 AR ARk A FRA W)L 251D s RT-
PA 2 BCA H 1k B0 350 & W It 2 A
M & (R E R A R 2 AL 6 50 ;5 Endo-free
Plasmid Mini KitIlITOMEGA) ; SsoFast TM EVaGreen(@
Supermix(BIO-RAD, Singapore) ; Trans 2K Plus 11 DNA
Marker (4t 5t 42 2 4 A4 W 28 7D 5 BR &1 7 N U 1l
EcoR I.Xho I.Kpn I.BamH 1,Opti-MEM 8% 37 3 5%
¢ 3 #] LIPOFECTAMINE 3000, T4 DNA Ligase,
TRIzol Regent, Thermo Scientific Revert Aid First
Strand ¢cDNA Synthesis Kit(Thermo Fisher Scientific,
USA) ; JIE 4= 1fiL 3 (Gibeo, US Origin) 45,
1.3 WA E
1.3.1 pEGFP-N3-PHKG2 3 ik 4 A ) 4
1.3.1.1 & RNA $#2ELL K cDNA % — 585 & h
B 6 7 % Bt MM VL 7 4 R IO fe (K LA 2URE
FIJH TRIzol IR X5 & RNA ZEA7 42 . i i 4 4h
G366 BEIH I s FoHk B R OD fH, RT-PCR & A
cDNA % — 55k,
1.3.1.2 PHKG2 3 CDS X 3 f : # #is Gen-

Bank 21 (9% PHKG2 B 7 41 (& 5 %5 . NM _
001166317) . 1 L His 51 ¥ 51 A Kpn 1 EGVIAE 5. F
Henl sl A Xho TEEVIAL S & G IR 1. L
cDNA Mk, PCR ¥4 PHKG2 %/, 1. 0% B fg
B i Fi YA I PCR ™4 » lmlfi4iifk PCR 74y
1.3.1.3 PHKG2 %5 pEGFP-N3 i # | # 1k
Y E A 2l fb iy PCR 7 ¥ 1 pEGFP-N3 45 {4 [F]
AT LR .37 “COKIR 3 ho SR JE I 106 Bt i ol sk
¢ P, DK A D RS U0 24 2R S R AT 7 A I, o LR T
P T, DNA JEHERE T 16 °C & @ i i i .
W10 uL SHREHERE M AL 100 WL TOP10 O 45
0 M R 4 ) 5 R RS A IR A R VK 30 min,
42 "CH 90 s, 37 BIE UK EiCE 10 min, filTA AR
EFEEK 400 pL LB FHF,200 r » min~',37 C
EEERIESF 1 h,4000 r » min ' &0 1 min, 3 %
400 pL H5 5% BVE . F A4 100 pL IR W AR IR S5 1
A1 F % 100 pg « mL™' Kanamycin $TPERY LB
A b B L 37 CCHE R S IR AR B ARl . il Pk
B Y5 A T &% 5 mL, 100 pg » mL ' Kanamy-
cin FitkE ) LBIEFHFE W H 250 r » min ', 37 CIHIR
PR KE F5 30, T /0N 2 oo i B2 120 5 & il 4 Bz, O
3 Kpn 1T F1 Xho T ORURGU) %5 %€ . B U] % €
) 1 R SR R b R IR 2w

1. 3. 2 shRNA # {& pGPU6/GFP/Neo-ShRNA-
sus [ 14 #

1.3. 2.1 shRNA F3 &4 8 : 129 NCBI |-
PHKG2 £ [H (NM _001166317) f § )5 %) , #% [
ShRNA BB iy b1 B2 Rl 306 4 2%
Xt PHKG2 K () DNA Bt . H ¥ 5 . Bbs 1 i
DI7 .21 nt IF SCEE 9 nt RIRLERY .21 nt [ SCEE
RNA i TIT % 5t 2 1k 47 45 (6 4> T)  BamH T [ Y)
firie BIMEXT TS : BamH 1 BYI6 .21 nt 4T
FLIT 1IE SCHE .9 nt JERS5H .21 nt FTFLIUT 2 X
HE RNA Fi I e s 2 1B 7 53 (6 4> T) (EcoR T
DI SUFP B WL 2.

1.3.2.2 shDNA £ B k : DNA oligo 43 5] F ik
JE24 100 pmol « L™y TE(pHS. 0) 7 WV i , BUH 1
8 1F SCAE AN B LA oligo ¥ W 42 IR A0 T e L I5C ¥ 5R
KRR Z 2 10 X shDNA Annealing Buffer 5 L,
sense strand (100 pmol « L™') 5 L., antisense strand
(100 pmol « L") 5 pL,ddH, O 5 uL, PCR &z h f#
F:95 °C 5 min; 85 °C 5 min; 75 ‘C 5 min; 70 °C
5 min;4 CIRFE.
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Table 1 Primer sequence, annealing temperature and product size

N I FEH (5" >3 Ten/C P/ bp

Gene Primer sequence Products length

PHKG2 Sense: CCGCTCGAGCT ATGACCAAGGACGCGGCAC 63 1221

Anti-sense: GGGGTACCGTAGTCCTCGTCCTCAGCC

qPHKG2 Sense: GTTCCTGGTGTTTGACCTGA 59 124
Anti-sense: GATAAAGCTCACTGCCTCCA

GAPDH Sense: TTGTGATGGGCGTGAACC 59 169
Anti-sense: GTCTTCTGGGTGGCAGTGAT

PYGM Sense: TGGCGGAGGTCATTGCTG 59 183

Anti-sense: TGGGGTTGATGTGGACTTTGTAT

GYS1 Sense: GCCGACAGGGTCAAGGTAAT 59 244
Anti-sense: AGATGCCGTAAGCCGAGGG

PGAM?2 Sense: CTTCTGCGGCTGGTTT 59 140

Anti-sense: AGAGGGTGCGTATGGC

TS T 23 D R P U0 R 57 s B SR A 23 DR A B £ B i

The underlines and shaded areas represent recognition sites of restriction enzyme and protective bases, respectively

% 2 shRNA KB43R E 5

Table 2 shRNA and negative control sequences

X Gene JF 51 (5'—>3") Sequence

shRNA-1 CACCGACCAGAAGTACGACCCTAAGGTTCAAGAGACCTTAGGGTCGTACTTCTGGTTTTTTTG
shRNA-2 CACCGAGCTACTGGCTGTGAGTTTGTTCAAGAGACAAACTCACAGCCAGTAGCTCTTTTTTTG
shRNA-3 CACCGCCCGAGAATATTCTCCTAGATTCAAGAGATCTAGGAGAATATTCTCGGGCTTTTTTTG
shRNA-4 CACCGGTGATCTTGTTCACGCTCCTTTCAAGAGAAGGAGCGTGAACAAGATCACCTTTTTTTG
NC CACCGTTCTCCGAACGTGTCACGTTTCAAGAGAACGTGACACGTTCGGAGAATTTTTTTG

TTCAAGAGA Jy loop 454
TTCAAGAGA is the loop structure

1.3. 2.3 pGPU6/GFP/Neo-ShRNA-sus #k 14 1% 2
Ak ¥ pGPU6/GFP/Neo # 4K Bbs 1+ BamH 1 3t
P YIALHE . 22 “C KR 3 ho SR JE 104 Bt i o sk
& F, K A I RS U0 4R S R AT 7 I, o AR XL
i V12 AL 7= 15 shDNA ik ] T, DNA J% 2 i
T 16 CaxJm i b i 42, %3 W % A6 3] Toplo
T A A U MR A P R 5 L T PR B T A R
I, B UKL AT WD) M 8 . O iR TRl R Gk K
pEGFP-N3-PHKG2 % 4 5 f i #2 . i & DNA Il
J K 1 22 BH P B B

1.3.3 HERKREMAERLR C2C12 411 ¥
C2ClZ 4nfifgdk 1X10° 4 « L "I E A T 6 4L

Y RE FE A L W DMEM/F12 5350 (& 10 % A
A7 100 pL « mL ' RABEE (100 uL » mL '
WEE).37 C.5% CO, HFrgi s 2= 80% A&
4. 4y B pEGFP-N3, pEGFP-N3-PHKG2, pG-
PU6/GFP/Neo-ShRNA-sus-1 (i % & shRNA-1) |
pGPU6/GFP/Neo-ShRNA-sus-2 (i % & shRNA-2) .
pGPU6/GFP/Neo-ShRNA-sus-3 (i % & shRNA-3) .
pGPU6/GFP/Neo-ShRNA-sus-4 (i 4 & shRNA-4) |
pGPU6/GFP/Neo-NC(fig £ i NC) 5 Jx C2C12 41
M DA ARG Yo B AL 4R R (9 C2C12 4l je R 25 [ X R
M, KA L EA A EAN 3 pg, Opti-
MEM Hi 2k 250 pL, JEBUA &4 10 pL, i sgFE
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JEHETF I RRES B R 3 AN EE . B
F 37 °C 5% CO, Kigrd A h 1 95,24 h J5 F
R TAT C N -2 R L

13,4 MVLFH4 5 40 M 15 5% TERfiE R 3 H %
NN R S R I S N 7 e = o (O
D-Hanks i ¥k - 25 B 45 45 41 0L e 6 )2 L o 7
VEBB T A 2 A 1~ 2 mm’ /N RS 2
P HETE O, I ATV 7Y g D g 3 9, 37 C oKV
TH AL 30 min, A 4% 10 min £ 5 1 K. 200 H 4
i 7 3k 9 B 25 R T AR K 2 e R B S A0 R TRA
1500 r » min~ "B 5 min £BF BiEWR .4 CukEE
BUHE 21 20 0 2 A L F 1+ 3 B9 L) i A 2 i T
HRRIGITIR ST B0 R B L2 ik, T
JE. H DMEM K 95 W B 0 3k 1~2 k. £ Bk -
W 10 %0 24 3 (FBS) +100 pL « mL ™" R R
HFE 4100 pL » mL & %5 £ DMEM/F12 ¥
I V) 0 20 B A VL 1 R A L IR, T 37 (C L5 %
CO AP AT 95,6 h I MM MIE &, 12 h
Jo B A SR A, A R R WG RE AR, LS R BR 24 hoW
Sl O P I i N L AW

1.3.5 HEERIFBALYEENLEE TR K
A ROIR B R A 1 VL 48 B A B e 1< 10° A4S « AL
(2 BERE RN T 6 FLANM IS =MD  RR I SR 40 M 2% &
80% 7= 45 4> W il pEGFP-N3. pEGFP-N3-PHKG2.
shRNA-1,.shRNA-2 . shRNA-3,shRNA-4 NC %% 3x
T H 5 ML DA A e % o 2 80K 1) 440 i 2 1 %)
WRZH . S FE A FLE A TR H &2 N 3 pg. Opti-
MEM H 44 250 pL, B8 BTRH & 10 pL, in o8 B
JEHETF I RRES B RH 3 AN EE B
F 37 °C.5% CO B FAMMA R 37,24 h J5 T 9k
P R TA T C N -2 R

1.3.6 qRT-PCR K&l mRNA /K- YL 48 h
J& M Trizol ¥4 BU& 41 C2C12 40 i A ' 2 g v 54
RNA, Jf0 5 Hovle B2 A OD A . % RNA & & 7 B3
[i]—~7KF. RT-PCR & i cDNA 5 — 44, ¥
k5 ) cDNA B T — 80 C kR F. K H
SYBR Green % Ye Y BHik #E47 SC B 96 e 7. L
1k 95 °C 30 5395 °C 75,59 °C 5 s fFH 40 g
HEATHE IR T, LL4E 5 s B JF 0.5 °C il A
65 CHHE#] 95 °C L, BFE SR INR 3 ~EE
1307 4 ol T 5 i PiE gy 48 h 510
AL M JBRBFE IR, ) PBS v vk — . BEfLINA
200 pL RIPA 2w CHE A A& B mg 30 il 500D, H

FEIRFTECTS {2 fifk 8RN 40 Ji 5 4342 foh » B BCA
P A A R WERFL L 48 h R 4% 6 fLik
2R B B A L B S S BT s A 0. 75 mL $2 X
VRORR 7 I R AN M () 20 00 5K 200 WL A 3 s,
B % 10 s, A 30 YO FHH 2 10 mL L&, & T
WKW A B 20 min (55 %, B 1B K 4 #URD , B
5 mindR#FH IR 1K A RMRA IR E R H G
FHZE KBRS 5 mL IR, R, bR 4 4
30 minlh I, K E 620 nm. 288K HZE, 4T
KR 95 C, % W F A 5 & ¥ K 10 min
(G5 BB kKA ) ¥ 3, F 620 nm K AL, 43
AR ER S A A oA RN A O BE L 43 il e ok
AL A2 R A3, 5 BRSSO B0 R & & bR
(mg * (mg prot) ') =1, 11X (C §r#E X V1) X (A3 —
Al) = (A2—AD —=(VIXCpr)=0.111 X (A3—Al) +
(A2—AD +Cpr, Hrr, 1. 11 J2 k15 4 25 % 2
A M D R R B 11T g W D AR 3K 7
WA T 100 (g %9 B8 HTECHR BT 3270 5 7 0
@ ChRE NARMEE YR B (0.1 mg » mL 1); V1 Rhn
A B AA Z rh OB it 4 B MR R (0. 25 mL) s Cpr 2y
FEAE H W (mg » mL 1),

1.3.8 #His#r SRS E B PCR A5 i 2
W aFA A 2 22 kit a2 22T ROR H
(10 55 DR 1) AH X R 3 i, 3l i SPSS Statistics 19. 0
B g R AT R R O 2 . S5 R
“mean®SD”FE /R,

2 & R
2.1 pEGFP-N3-PHKG2 RixHEHWHMERLE
ML R e KWL RT-PCR &3 7= 4 2 4500
LR — 5l 5 IO R/ — B (& D, B
gifk 5 5 pEGFP-N3 # {4k i 4 . # 1k . pPEGFP-N3-
PHKG2 T4 Fiki 2 Kpn 1, Xho 1 XWLEGYI J5 .
1 %0 35t R W 5 Mg R Uk %5 5 L S5 SR FE 4 700 AT 1 221 bp
B 2 et (B 2) g 14 TR 50 4IE - 28 DNAstar
JE 8P4 5381 . 5 GenBank &4 9% PHKG2 3L A
SERE CDS X 530 9 47 Ho X [ Wk 2k 31 99 %6, B3R
BEMNMITFR PHKG2 KB} 1 221 bp Ay
ORF J¥%1, 72 8] pEGFP-N3-PHKG2 T 41 J5i i A4
L .
2.2 shRNA #{k pGPU6/GFP/Neo-ShRNA-sus [J#3
BRETE
4 shRNA-1. shRNA-2, shRNA-3, shRNA-4
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M NC T JFki £t Bbs 1 M BamH T XEFEY) 5, -
HEAT IS IR 3 B VI Ak o o S DAy BH R 1) o A TR TR
FEAT I Y . DNA I 25 % o, ek st iy 4 A>T 4
AR B — 25 M XS B 5 A P st i B B,
e 90 5 B ) B 1) SE R 1 R Y 41 5 4 — (K 3D,
HE— RS H 9 i B2 IE#4d A 8k, PHKG2 %&
ShRNA 3 5 4 2 {444 2l

bp M 1 bp

2000

1000 1221

750
500
250

100

M. DNA #AXf 43 7 B bn s 1. ¥4/ PHKG2 B

M. DL 2000 marker; 1. The PCR amplification of PHKG2
gene

1 MII&E¥ PHKG2 E[E PCR B H ik B

Fig.1 The PCR electropherogram of PHKG2 gene of Cong-

jiang pig
bp
§ S 4 700
T 1221
1

M. DNA #f X 4> F B it b if; 1~ 5. 40 AL pEGFP-N3-

PHKG2 1)L 1)

M. DL 5000 marker; 1-5. Double enzyme digestion of

recombinant plasmid pEGFP-N3-PHKG?2

2 pEGFP-N3-PHKG2 &4 R WY £ E

Fig. 2 Identification of double enzyme digestion of recombi-
nant plasmid pEGFP-N3-PHKG2

2.3 BEMAHMEES C2CI12 AR EKN

A A B X IR R s AR e C2C12 2 g
J& 24 h TESOGENE B T WA I AOUME B L &
IR e I ) A0 R R k08 O (IR 4) , 3R B A
(1) T 2 AR L Dy e A C2C12 i,

2.4 FEEHFEELMNIEESHBBEKN

o A B M X R R s R AR e N R
ME)E 24 hAE 56 E B B T WS A0 M kOt 1
o e B B e I T A0 L R s R 0 (BT 5) L R/ W]
it 1 T 2 A A B T e A DA o A
2.5 qRT-PCR ¥ & BAFEAE C2C12 HAa 3t
PHKG2 mRNA 3% 8 &

2 W2 R g C2C12 0/ 48 h J5 , S HLAn
LG RNA, ¥ 5% 5% 5 #847 qRT-PCR A3 25 2 4 2
S (GAPDH) F H i 3 (PHKG2) mRNA ) & ik
o ZEHLILFR 3, M TS R ORI M T R R SR
ik # Ak pEGFP-N3-PHKG2 ety i & 12 & PHKG2 3
R 635 5 (P<<0. 01) ,RNA T3t #& T4 PHKG2
K2 mRNA (1)K 35 &, Hr shRNA-1 gtk i & T
W PHKG2 )% ik (P<<0. 01) , shRNA-2, shRNA-3
Yhe B FR PHKG2 mRNA #3358 (P<<0.05),
shRNA-4 5 & FH X F 25 11 07 B8O B 4 X 1], B AR
PHKG?2 B:H R BB 8,

2.6 qRT-PCREMEBAHFEAENMNIETE SHM
3 48 X E E mRNA RiX§ %0

25 T 41 TR g VLA A B 20 I 48 h 5 L FR IR
M RNA 33055 58 J5 R ] qRT-PCR A6l - 2H 4
Z M (GAPDH) . H 3K (PHKG2) 4% AR i
MEH K (PGAM2, PYGM ., GYS1) mRNA () 3 ik
. SR WE 6 frR . X A5 1 X R (Blank) F1RA
PEXF B (pEGFP-N3), # 3k ik 2 {£ pEGFP-N3-
PHKG2¥ YL 2 41 M J5 , et B 2 & PHKG2 5
[H 26 35 5 (P<<0. 01) , [/ 1} . xF F PGAM2 ,PYGM
FEEMF LR EF EFP<0.05), % RNAIL 1k
o A X T 28 [ % B8 (Blank) F1 B PE X B (NC),
ShRNA-1f) T4 808 5, Hotlk 8 2 7 PHKG2
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Fig.3 The sequencing results of the recombinant vectors
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Fig. 4 The results of recombinant plasmids transfected into C2C12 cells(200X )
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Fig. 5 The results of recombinant plasmids transfected into kidney cells of Congjiang pig(200X )

®3 SEEAFHMEE C2C12 FRF X PHKG2 EF mRNA RiXH# M (n=3)
Table 3 mRNA expression of PHKG2 gene in each recombinant vector in C2C12 cells (n=3)

s P PEGFP-N3-

pEGFP-N3 shRNA-1 shRNA-2 shRNA-3 shRNA-4 NC
Blank control PHKG2
1.016 =+ 1.017+ 6.576+ 0.131+ 0.302+ 0.346+ 0. 600+ 0.874+
0.023 0.082 0.339" 0.082™ 0.082" 0.062° 0.071 0.109

KA, RREFBEP<0.05), " FREFWEEP<0.0)

“ mean significant difference (P<Z0.05), * mean extremely significant difference(P<C0.01) among the groups
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AW T PN . 2850 D0 A 45 2H 20 L o D 5 & &
BB I8 HAR pEGFP-N3-PHKG2 ¥ 44 2 40 il )5

5523 U2 B M )RR L S 2 o OB A ) % o T
XfF PHKG2 R #E47 T 5 . & 3 shRNA-1 % gL
YA B i D R AT RE L PHKG2 28
0 B AC P Y — Fh E 2, pEGFP-N3-PHKG?2
Y B AN S (AR SR AT DL 43 B L BT LA 40 i
R R AR Y PHKG2 T 5, 15
PHKG2 ANHeIEH 35 I me 252w i A 51 & i



F BB S AT AR PHKG2 R 3R A SR RNA T4 300 9 1) 2 B HC 3R 5k

1827

9
* %
67 h
°
5
B =
%'g 4 -
8
® &
;-QJ
3 21
M * ¥
S i |

o

) PHKG2
3 PGAM2
=) PYGM
. S|

AR, * % TREZETEWEE(P<0.01), » £RESEE(P<0.05), F[FE

% % mean extremely significant difference(P<C0.01), * mean significant difference( P<C0. 05) among the groups, the same

as the following figure

Eo6 HXEREMNIFTESHMPHFRIE

Fig. 6 Expression of related genes in kidney cells of Congjiang pig
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Fig.7 Glycogen content after different recombinant plasmid transfected into kidney cells of Congjiang pig
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