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1. EMtalaed RNARH % e BE—2 $ ) B YE R EH8EMH % RNA processing
F &) 457 & B % RNA processing ?
(A)RNA splicing ; (B)5’capping ; (C) phosphorylation ; (D) polyadenylation -

2. FHMTERARELEARAXMR  EMGEHF LR LT
(AYeA 5 A B)AFE: (OfL 5K D)#4E(C-

3. THMEEREFARATEREETRAE > HABHENEERE?
(A)Thiamin ; (B) Pyridoxine ; (C) Riboflavin ; (D)Niacin ©

4. FHAPLHEGBRFREHFHZNELFES
(AVEE -#45C B HE EFaH OHF S5  D#EE %9% -

5. RATIMTE RTREFXBEFLETRALE L Cretinism X HE 7
(A)Brid ; B)SEXR S (O#F%  D)&EER -

6. ZaEFHMAF (NPU) 4 4EME (BV) ZH#AhE
(A)&# : BNPU=BV ; (C) BV=NPUx& K % ; (D) NPU=BVHILBRILE -

7. 2RFRFLEFT  LREFLER > FECBSRAR  HREARIBEFEAR > ZTH
Bz T PMTE T
(A) Iron ; (B) Calcium ; (C)Folic acid ; (D)Ascorbic acid °

8. 2R EREWH T B AT (Apoptosis) ZHRME L ERNILERESH
FHRFATH$EE?
(A) Caspases &4k ; (B)DNA #7#% (DNA fragmentation) ;
(C)kr 48 52 B4 Cytochromec; (D)4 B iE A (Swelling) MLt -

9. L% 5°-ATCGGCTATGTTA-3’ £ i DNA A#4R & Ar#isk4 Mz mRNA 54
P %
(A)5’-AUCGGCUAUGUUA-3’ ; (B) 5’-AUUGUAUCGGCUA-3’ ;
(C)5>-UAACAUAGCCGAU-3’ ; (D) 5’-UAGCCGUAUCAAU-3’ »

10. F #4444 & R 488 TCAcycle ?
(A)Pantothenic acid ; (B)Riboflavin ; (C) Niacin ; (D) Folic acid °

1AM TR EEEBRER (SDS-PAGE) > T 7|4l 4 4437 7
(AYux SDS (+=—8én) THEGHEHFEE B)TEAEZEGEZ4TE
OZaE»TERR BHREQLR ' O)THREZEGEXEEH -

12.5 MSAKELEL a8 o TAH > TR MEHERT
(A)AT & 4 Glycogenesis REFEFHERFE AL ERR BIMA R E AL
Gluconeogensis EF HEELEEZTRR S (CO)F 5 F B & Corl cycle LS EHEE
HEERR G D)EBEZERNS LT BEREHNIBEALEZRR -




PLB2AL 102 25 EALHEASREEERRE
BALAELHE
248 BAEEREALLL B5Rg ;80 H48

MFEEARMAA( 3 IR wHEARESL ) BEHFAAL  FUKRRANOHATLHE £ ( 2 )R

IBABNBREESRBTINA—EEEFTNELT
(A) Glycogen synthase ; (B) cAMP-dependent protein kinase ;

(C) P70 S6 kinase ; (D) HMG-Co A reductase ©

14.F 7| Bk 2 B8 F 474 & ketogenic # JF glucogenic ?

(Alle ; (B) Tyr ; (C)Phe ; (D) Leu -

15. F 7 fr e pe A Moy A R ¥ 8 &1t (albinism) ?

(A) Tyr 5 (B)Trp ; (C) Thr ; (D)His - .

16. % ABRR T2 120 NLEEHE > 50 ALHEH 30 A& G H A 300 A%k Al
FTRERBURESED%?

(A)26 ; (B)38; (C)43 ; (D)9 -

17. % AZBRBAETERYEHKR > — B AHBR 1200 X > EHEE D BEFLNH
HA 200 KF > ZHA—BZAREEREAS 2400 A MEBLEE—EA -
WAHTRIESZ DT ?

(A)7.5; (B)6.5; (C)5.5; (D)5

1I8.EEZ A ENHEMEN il > THAMEELEFTNELZELERS?
(A)niacin ; (B) pyridoxine ; (C) riboflavin ; (D)folic acid -

19.48 jn TR 2R ARK R RRGGELER
(A) riboflavin ; (B) thiamine ; (C)pantothenic acid ; (D)folacin -

20.% £ 453 (Krebs-Henseleitureacycle) B84 R a9 S AT ?

(A) & 328 (omithine) ; (B)#% BzEk (arginine) ;

(C)ABeE: (citrulline) ; (D) F 8 A 458 (carbamoyl phosphate ) -

2QLATFATRBABREHHEEE G T 69 o-282% (d-helix) 45 7
(A) ¥ #5828 (methionine ) ; (B)#&AzE (alanine) ;

(C)H m#t (glycine) 5 (D)& 8 (leucine ) »

R HRIEE BB S RRART IS %S0
(A)Sodium ; (B)Protein ; (C)Potassium ; (D)Linoleic acid -

23.F 71K Bk ey Sk AT4 ERE 7
A)EBwATRIBYRKLE  BRFRREDERLE S
OB 2B ERS S DRAREFE TR GEY

24.7F $|4s7 & JE Atherosclerosis & & EH-F 7 :
(A)Diabetes ; (B)Homocysteinemia ; (C)Vitamin B6 deficiency ; (D) Low LDL -

25.F #4743k DASH & A&#45 & ?

(AVEAfef i ii ik » BUREEEE  (O)F4: D)HE -
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M gRPBAEA( 3 DER: ﬁn%ﬁ.ﬁﬁc*i BEFHRAE > FRIKATFEuEIHE- £(C 3 DR

- RFEL 3 (30%)
nutrient density ° (5%6)
dyslipidemia - (5%)
metabolic syndrome - (536)
hemochormatosis ° (524)
respiratory complex ° (596)
ketone body ° (5%)
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Adipose tissue has an important endocrine function in the regulation of whole-body
metabolism. Obesity leads to a chronic low-grade inflammation of the adipose tissue, which
disrupts this endocrine function and results in metabolic derangements, such as type-2
diabetes. Dietary bioactive compounds, such as polyphenols and certain fatty acids, are
known to suppress both systemic and adipose tissue inflammation and have the potential to
improve these obesity associated metabolic disorders. Mechanistically, polyphenolic
compounds including non-flavonoids, such as curcumin and resveratrol, and flavonoids,
such as catechins (tea-polyphenols), quercetin and isoflavones, suppress nuclear factor-xB
(NF-xB) and mitogen-activated protein (MAP) kinases (MAPK) pathways while activating
the 5’ adenosine monophosphate-activated protein kinase (AMPK) pathway in adipose
tissue. Dietary polyunsaturated fatty acids, such as eicosapentaenoic acid (EPA),
docosahexaenoic acid (DHA), conjugated linoleic acid (CLA) and monounsaturated fatty
acids (MUFA), such as oleic acid, also impart anti-inflammatory effects through several
mechanisms. These include activation of AMPK and peroxisome proliferator-activated
receptor gamma (PPAR-y), as well as suppression of toll-like receptofs (TLRs) and NF-«xB
pathway. This review discusses the major molecular mechanisms of dietary polyphenols and
fatty acids, alone or in combination, which are responsible for adipose tissue-associated
anti-inflammatory effects. (Source: Journal of Nutritional Biochemistry 24, 613—623, 2013)




